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Serviciul Mobil de Urgenta,
Reanimare si Descarcerare Bucuresti -
0 sansa acordata vietii

Bogdan Oprita*, Cristian Pandrea®

Nasterea si viata Serviciului Mobil de Urgenta, Reanimare
si Descarcerare (S.M.U.R.D.) din Bucuresti trebuiau sa fie si
sunt legate de Spitalul Clinic de Urgenta din Calea Floreasca
si de specialitatea de medicina de urgenta.

Spitalul — una dintre cele mai vechi institutii de profil
din lume — este varful de lance in domeniu, iar specialitatea
isi are originile moderne aici, in anul 1993, cand primii medici
de urgenta si-au inceput ucenicia ,,in holul de la intrarea
veche®.

De atunci si pana in prezent drumul, desi plin de obsta-
cole, a fost unul ascendent, iar din loc in loc au aparut, in
mod firesc, cateva ,,borne de referinta‘.

Astfel, anul 1998 a marcat inaugurarea Departamentului
de Garda a carui activitate avea sa graviteze in jurul modernei,
pe atunci, Unitati de Primire a Urgentelor (U.P.U.). Aiei medicii
de urgenta, de acum specialisti calitl,.att asigurat deopotriva
avangarda actului medieal de urgenta si_imaginea de top a
Spitalului Clinic de Urgenta*Bucurésti: Tot atunci au aparut
si primii germeni de a€tivitate.medicala de urgenta prespi-
taliceasca, prin asigurareatransporturilormedicalizate inter-
spitalicesti. Existenta parcului de ambulante propriu a per-
mis dezvoltarea acestui segment al activitatii U.P.U., asigurand
totodata economisirea semnifieativaragesurselorymateriale
ale spitalului.

In anul 2003 ,,aventura® prespitaliceasca a medicilor de
urgenta din Spitalul Clinic de Urgenta Bucuresti a inregis-
trat 0 noua pagina esentiala prin aparitia legii 126 pentru ope-
rarea medicala a elicopterului EC 135 varianta P2, act nor-
mativ care a stat la baza infiintarii ulterioare a S.M.U.R.D.
— Bucuresti.

Un an mai tarziu, in 2004, semnarea parteneriatului intre
Unitatea Speciala de Aviatie din cadrul Ministerului Admi-
nistratiei si Internelor, Inspectoratul pentru Situatii de Urgenta
,,Dealu Spirii* Bucuresti si Spitalul Clinic de Urgenta Bucu-
resti a dat unda libera demararii programului de asistenta

* Medic primar Medicina de Urgenta.

Spitalul Clinic de Urgenta Bucuresti, Departamentul de Urgente
Majore, Calea Floreasca nr. 8, sector 1, Bucuresti.

t Medic primar Medicina de Urgenta.

2 Revista de Medicina de Urgenta, Vol. 2, Nr. 1

medicala de urgenta aeriana care a beneficiat si de colabo-
rarea eficienta cu S.M.U.R.D. — Tg. Mures.

Uvertura a avut loc pe 23/09/2004 cand s-a desfasurat
prima misiune de zbor, iar 1n aprilie 2005 U.P.U. din struc-
tura Spitalului Clinic de Urgenta Bucuresti a devenit prin ordin
al Ministrului Sanatatii Departament U.P.U~S.M.U.R.D.

In luna martie 2005, multumita sprijinului acordat de
Inspectoratul pentru Situatii de Urgenta ,,Dealu Spirii* Bucu-
resti, misiunile de interventie primara au devenit posibile
prin completarea echipajelor S.M.U.R.D. cu personal spe-
cializat 1n activitati specifice de descarcerare, interventie la
incendii, salvare montana etc.

Structura actuala a U.P.U.—-S.M.U.R.D. include, alaturi
de elicopterul EC 135, un numar de cinci ambulante dotate
cu echipamente medicale performante si un dispecerat pro-
priuaflat in legatura permanenta cu dispeceratul integrat 112,
asigurand eficienta asistentei de urgenta atat la interventiile
primare, cat si la cele secundare.

,Palmaresul® S.M.U.R.D. — Bucuresti numara, pana in
prezent, peste 140 de misiuni, dintre care cele mai multe au
fost interventii secundasesinpetioada actuala si in cea ime-
diat urmatoare acest SERVICIU PUBLIC si-a fixat ca pri-
oritate imbunatatirea colaborarii cu institutiile conexe coor-
donate priniintermediul dispeceratului integrat 112 (Politie,
Pompieri, Serviciul de Ambulanta), astfel incat interventiile
primare sa-si capete locul firesc in cadrul activitatii sale. Primul
pas a fost facut: de la inceputul lunii iunie 2005, in fiecare zi
se desfasoara cel putin o misiune de acest tip, datorita in primul
rand conducerii Serviciului de Ambulanta a Judetului Ilfov,
care intelegand utilitatea folosirii elicopterului a acceptat
incheierea unui protocol de colaborare.

S.M.U.R.D.—Bucuresti este, asadar, un serviciu in care
»obiectul muncii este salvarea vietii oamenilor. Misiunea
lui este aceasta, iar realizarea ei impune constientizarea lumii
medicale si laice asupra acestui fapt. Noi credem ca ne sta
in putinta sa reusim!
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Medicina de urgenta si starea actuala
a sistemului medical de urgenta

Dan Marinescu*

Acordarea asistentei de urgenta in medicina presupune
tot atat de multe cunostinte si specialitati cate situatii si
respectiv patologii apar in practica de zi cu zi, adica aproape
toate. Aceasta problema a fost rezolvata in mod diferit in
diversele zone ale lumii, existand 1n principiu doua solutii:
prezenta sau absenta medicinei de urgenta. Chiar daca aparent
sunt 1n antinomie cele doud modalitati de a gandi asistenta
medicala de urgenta a produs rezultate echivalente, Insa cu
resurse diferite, medicina de urgenta fiind insa din acest
punct de vedere in net avantaj.

Varianta ce exclude medicina de urgenta presupune ca
un grup de cateva specialitati (traumatologia, medicina interna,
cardiologia si ATI) sa formeze nucleul dur care gestioneaza
si solutioneaza problema in spetd. Aceasta presupune ca
fiecare din specialitatile amifitite"sa foloseasca, un bagaj
comun de cunostinte (vezultat din alaturarea esentialului
fiecareia din partile amintite)$i mai ales, o atitudine unitara
in fata unei situatii de trgenta. Aceasta‘varianta poate fi
sustinuta eficient doar insarile prospere.

De cealalta parte a fost creata odisciplina noua din tot
ce reprezinta conditii caré’ameninta viata in toate celelalte
discipline: medicina de urgenta, deservita de'o singura cate-
gorie de specialisti, in loc de patru.

in 1993 si la noi, in ¢onditiil¢ inceare 5-a feeunosEUANEY Oia
unei Imbunatatiri a asistentei medicale de urgenta, a fostales
modelul american si s-a infiintat medicina de urgenta, dis-
ciplina de sine statatoare cu pregatire prin rezidentiat cu durata
de trei ani initial, iar acum de cinci.

La doisprezece ani de la acel moment, cand cei ce au
parcurs acest drum in intregime sunt medici primari de trei
ani, putem sa facem un bilant provizoriu si sa analizam cele
intamplate cu bune si rele.

Prima consecinta a fost aparitia unor generatii care au
invatat fundamentele clasice ale disciplinelor traditionale pe
care le-au subordonat principiilor noi ale medicinei de urgenta:
triaj eficient, evaluare rapida si repetata, diagnostic si trata-
ment agresiv concomitent intr-o cursa contra cronometru.
Urmarea este existenta unor specialisti care au alti algoritmi
si mai ales alta atitudine fata de pacienti, in special fata de
adevaratele urgente majore.

Din acest moment apare si prima dilema: cine preda in
scolile de medicina primele notiuni specifice si cine pregateste
ulterior absolventii pentru a deveni specialisti in domeniu?
Situatia existenta este complet nemultumitoare. Fie nu exista

* Departamentul de Urgente Majore, Spitalul Clinic de Urgenta
Bucuresti, Calea Floreasca nr. 8, Sector 2, Bucuresti. e-mail: danmari-
nescu@yahoo.com

catedre de medicina de urgenta, fie daca exista, titularii lor
nu sunt intotdeauna oameni care practica specialitatea pe care
o predau. De asemenea curiculele dupa care sunt pregatiti rezi-
dentii au variat permanent din acelasi motiv ca ele au fost
alcatuite fara a consulta pe cei direct interesati, asa ca s-a
ajuns la situatia ca la o perioada de pregatire de cinci ani
stagiul de medicina de urgenta in departamentul de urgenta
sa dureze sase luni.

Dupa cum se stie serviciile de urgenta prespitaliceasca
(siuneori chiar unitatile de primire a urgentelor) sunt deservite
in imensa majoritate de medici de medicina generala a caror
pregatire nu este cea adecvata pentru a produce rezultate
optime. Consecinta slabei pregatiri este o diagnosticare
deficitara a diverselor categorii de patologii si o atitudine
de expeetativa inrlocul uneia interventioniste, agresiva in
fata airgentelor majore.

Nici una din cele doua solutii propuse de forurile admi-
nistrative nu rezolva problema.Una este paliativa si consta
in‘organizarea unor cursuri de competenta in medicina de
urgenta, iar alta este definitiva (din pacate) si are in vedere
transformarea medicilor care lucreaza in domeniu in spe-
cialisti de medicina de urgenta. Dupa cum se stie din 2000,
medicii specialisti sau primari de medicina generala sau de
familie care au o vechimeyde,cinet ani in practica in dome-
niul'argenteipot'sustine-examenul care le confera calitatea
de specialisti de medicina de urgenta.

Cel putin doua vicii majore exista in aceasta practica.
Una ca sunteaza o pregatire speciala de cinci ani in cadrul
rezidentiatului si legifereaza perpetuarea unor cutume pseu-
domedicale (pe care abia un rezidentiat le-ar putea inlatu-
ra si nu usor !), iar al doilea ca respectivul examen asa cum
a demonstrat practica sa nu are nici un rol de selectie ci este
o penibila mascarada.

Ce s-ar fi intamplat daca medici de familie care trateaza
frecvent afectiuni cardiologice sau de boli interne sa poata
deveni specialisti in respectivele domenii dupa cinci ani de
practica ? Nici chirurgii n-ar fi prea fericiti sa-si sporeasca
brusc numarul cu sute de oameni care in diverse conditii
au incizat cate un furuncul sau au fost mana a doua la o apen-
dicectomie, dupa care au devenit specialisti chirurgi.

Daca fantezistele scenarii mai sus propuse s-ar implini
prin absurd, scandalul ar fi imens, consecintele catastrofale
si reactiile suficient de viguroase ca practica sa fie intrerupta,
titlurile astfel obtinute rapid anulate, iar cei vinovati sa ras-
punda cel putin moral.

Noi traim acest cosmar de ani de zile, iar gravitatea faptelor
nu a socat si nu este evidenta decat pentru cei care au doban-
dit acest titlu parcurgand calea cea stramta a rezidentiatului de
specialitate, iar protestele noastre au fost asemeni glasului care
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striga 1n pustiu. Dupa ce a fost emisa in 2000, modificata
in 2004 [1], abia de curand aceasta legislatie a incetat, dupa
ce toti cei care au vrut si-au putut implini visul: sa devina
specialisti sau primari de medicina de urgenta fara o sin-
gura zi de rezidentiat.

Modalitatea acestei metamorfozari propuse si sustinute de
forurile medicale superioare este unica prin aberanta sa si arata:
profunda indiferenta fata de rezolvarea reala a unor probleme,
dispret pentru studiu si instruire de calitate ca modalitate de
atingere a performantei, si posibiliatea impunerii unor interese
de grup obscure si cu consecinte negative pe termen lung.

Rezultatele unor asemenea practici se pot analiza ur-
marind o statistica a pacientilor adusi de ambulanta in stop
cardiorespirator de-a lungul unui an in departamentul de
urgente majore al spiatalului nostru: 33,3 % au beneficiat
de acordarea suportului de baza al vietii (BLS), 16,6 % de
suportul avansat al vietii, iar 50 % au fost adusi fara a se acor-
da nici un ajutor medical [2]. Cifrele vorbesc singure si chiar
un profan poate pune diagnosticul: o catastrofa.

Asta nemaivorbind de faptul ca raspunsul la solicitari
chiar si in asemenea cazuri e nesatisfacator, iar supravietuirea
pacientilor gasiti in stop cardiorespirator cu ritm initial de
asistola (deci dupa o perioada mare de asteptarerde la débu=
tul simptomelor) este de0,2 % [3]. Las la urma observatia
ca masurile de acordaré a BLS sunt aproape necunoscute in
populatia generala desi sansele unui paciént care a facut un
stop cardiorespirator creses€onsiderabil daca cei aflati n preaj-
ma sa initiaza rapid aceste mdsuri si alerteaza un serviciu
medical capabil sa acordes@sistenta specializata eficienta [4].

Nimeni nu si-a pus de asemenea‘problema ce s-ar Intam-
pla in situatia unei catastrofe de tipul celei de la 11 septem-

brie din New York, unde un sistem de urgenta atat de per-
formant si antrenat cum este cel din SUA s-a vazut depasit,
cand al nostru este constant ineficient in conditii banale.

Creionat in fuga acesta este tabloul sistemului medical
de urgenta la noi, dar cine sunt cei vinovati ?

Este evident ca sistemul de formare a medicilor si asis-
tentilor din acest domeniu este unul imatur si deocamdata
incapabil de reactii viguroase impotriva celor ce il agreseaza
din exteriorul, dar ceea ce e mai grav chiar din interiorul sis-
temului medical. Pe de alta parte sistemul nu este unul adec-
vat deoarece aceia care s-au ocupat de crearea si dezvoltarea
sa (de exemplu sefii comisiei de medicina de urgenta din
cadrul ministerului) fie nu erau de specialitate (alta abera-
tie!), fie erau pseudospecialisti (creati dupa metodele des-
crise) care lucrau n sistem dar prin actiunile lor, impotriva
sistemului, iar rezultatele tocmai au fost prezentate.

Abia acum, la ultima schimbare a amintitei comisii au fost
numiti doi copresedinti din care unul practica medicina de
urgenta si chiar cu mult succes, iar celalalt are o cariera legata
de cea a unui important colectiv de urgentisti, asa ca au fost
puse bazele unui bun inceput. inceput care speram sa aiba
ca primerezultate:o-buna si solidaldege a asistentei medica-
le dedirgenta care sa puna ordine si sa indrepte erorile repe-
tate din trecut.

Drumul e lung si anevoios si/din pacate nu suntem prea
departe de punctul de start dupa o cursa de 12 ani plina de
obstacole, dar nu am fost nepasatori §i am luat seama la cei
ce ni le-au pus, asa ca vom puteasmerge mai repede si cu potic-
neli mai putine, iar cei castigati sa fie pana la urma pacientii
care sa nu mai moara din cauza nepasarii si ignorantei.

Bibliografie

1. Ordinul nr. 197 din 23 februarie 2004 privind aprobarea Nomen-
clatorului de specialitati medicale, medico-dentare si farmaceutice
pentru reteaua de asistenta medicala. Monitorul Oficial, Partea [
nr. 203, 9 martie 2004: 1.

2. Preda M, Bandut L, Galoiu S si Doaga A. Analiza resuscitarilor
cardiopulmonare in Departamentul de Urgente Majore in anul
2003. Revista de Medicina de Urgenta, 2004, 1, 1: 17-21.

4 Revista de Medicina de Urgenta, Vol. 2, Nr. 1: 3-4

3. De Maio J V, Stiell I G, Wells G A, Martin M T, Spaite D W,
Nichol G et al and the OPALS Study Group. The Relationship
between Out-of-hospital Cardiac Arrest Survival and Community
Bystander CPR Rates. Acad Emerg Med 2001;8(5):415.

4. Petrie D A, De Maio V J, Stiell I G, Dreyer J, Martin M,
O’Brien J for the OPALS Study Group. Factors Affecting Survival
of Prehospital Asystolic Cardiac Arrest in a BLS-D System. Acad
Emerg Med. 2000;7(5) 509.



EDITORIAL

Revista de Medicind de Urgentd, Vol. 2, Nr. 1: 5
© Asociatia de Medicina de Urgenta si Dezastre

Emergency response to terrorism

K3

Motto: ,,Have a secure and pleasant journey home
Janet Beard*

Bogdan Oprita*

,,Have a secure and pleasant journey !“ Those were the
words Mrs. Janet Beard used in the end of her speech at
the final evaluation session of the International Visitor Pro-
gram, in August 2004. Hearing this, I was shocked. I thought
about it day and night, trying to find an explanation. This
way of saying good bye is something new for the American
society.

The participation at the International Visitor Program
in July and August 2004 offered me the opportunity to see
how the Emergency Response System works after 9/11 and
how the American society changed. The most important
change concerns the people security. The whole society is
getting ready to act in case of a terrorist attack. But can they
cover all the possible situations or scenarios? It is a seri-
ous question.

I started thinking about my country. Does Romania’s
new statute as a NAT@ member open the gate for terrorist
attacks? Can my people beecome a targetslike the’ Americans?
Are we prepared for these sort of situations?

I can answer only from.af emergency physician point
of view. But what about the other structures involved in the
Emergency Response? Are theysprepared to act in case of
a terrorist attack? I have serious doubts.

* Chief of Multi-regional Programs Division Bureau of Educational
and Cultural Affairs U.S. Department of State.

* Attending in Emergency Medicine, Head of the Emergency De-
partment, Emergency Clinical Hospital Bucharest, Bucuresti, Calea
Floreasca No. 8, Sector 1 e-mail: boprita@yahoo.com

The main problem is that our politicians underestimate
the danger, since. The second is that people think that some-
thing like this can not happen to us.

What happened after 9/11 is typical for the American soci-
ety. In less than 3 years, people security became a part of the
everyday life. But it also became a business: greater num-
ber of trained people, more specific anti-terrorist devices etc.

I intend to present how terrorism changed the emergency
response and the American society from my experience as
a ,,visitor®.

As I was writing this editorial, [ watched a strange event.
Somewhere, the guard was paying its respect to a person
who was a president during the terrorist attacks in the *60s.
During the sevice, a liberty song was played. Thousands of
men and women died fighting for freedom and for the hu-
man(rights singing this song. This image completely changed
my vision on terrorism. If we forget the past and we hon-
our a man responsible for terrorist attacks, why do we take
all these anti-terrorist measures in the present? After 10 or
20 years, the politicians forgot that man was a terrorist and
offended the memoryrof those'who died for freedom.

That'made me think about continuing this editorial in the
next editions, since terrorism is a very, complex phenomenon.
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Traumatic hip dislocations-therapeutical problems

Olivera Lupescu*, Mihail Nageat , Gheorghe Popescut
Camelia Negoescut

Abstract

INTRODUCTION: Traumatic hip dislocations are nowadays
one of the most interesting subjects for orthopedic debates, due to
their increasing frequency especially in young, active patients and
their difficult and late recovery

Proper treatment of traumatic hip dislocations means, first of all,
early reposition of the femoral head into the acetabulum. This requires
early diagnosis of the dislocation, complete evaluation and treatment
of the injuries, which are often, more complex than expected.

Excepting the intra-pelvic hip dislocation , the other types of
traumatic hip dislocations are produced by traumatic forces with
the following characteristics: the application point on the anteri-
or surface of the knee, the direction form caudal to cranial, the
intensity determines the type of the injury — if it is high enough,
it can affect the hip joint (isolated or associated with a patellar
or distal femoral fracture).

Early clinical diagnosis)of traumatic hip dislocations is based,
first of all on the vicious position of the leg, which is different for
each type of dislocation‘."Whenever traumatieship dislocations is
suspected, radiological and CT. evaluation of theiinjured hip are
to be recommended. On¢é confirmed, the dislocation must be
reduced as soon as possible Literature shows that osteonecrosis of
the femoral head, osteoarthritis of the hip, heterotopic ossifica-
tions are common late complications after traumatic hip disloca-
tions, especially when the reduction is performed late after trau-
ma (after more than 6 hours).

MATERIAL AND METHOD: This refrospective studyinclu-
des 22 cases of traumatic hip dislocations, treated in our hospital
between 1.01.1996- 1.01. 2001, with traumatic hip dislocations
which was reduced after more than 12 hours after trauma due to
delayed arrival in our hospital.

When the time from initial trauma was less than 48 hours, emer-
gency closed reduction was attempted (16 cases). In two cases, closed
reduction was impossible, so emergency surgical reduction was per-
formed. In 14 cases, we achieved a successful closed reduction
under anesthesia, but in 1 case, emergency surgery was indicated
because the dislocation was recurrent, and the joint was unstable;
in the rest of the 13 cases, after closed reduction, computer tomog-
raphy was performed in order to evaluate the joint congruence.

In five cases, after CT scan examination, orthopedic treatment
was performed.In 8 of the 13 cases, even if closed reduction was
possible, surgery was indicated after CT scan examination.

* MD, PhD, University of Medicine and Pharmacy “Carol Davila“,
Orthopedic and Trauma Clinic, Emergency Hospital, Bucharest, Romania

* MD, Orthopedics and Trauma Clinic, Emergency Hospital, Bucha-
rest, Romania
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Abbreviations:

THD — Traumatic hip dislocations

ANFH — Avascular Necrosis of Femural Head

HO — Heterotopic Ossifications, CR — Closed Reduction
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RESULTS: After a follow-up of 3- 8 yrs, the patients were eva-
luated from the point of view of Avascular Necrosis of Femoral
Head, osteoarthritis of the hip and Heterotopic Ossifications.

Therefore, from the eight patients who had 12- 24 hours from
trauma until hip dislocation, two developed avascular necrosis of
the femoral head.

Eight patients had the dislocation reduced after 24 hours, but
less than 48 hours after trauma- three of them developed avas-
cular necrosis of the femoral head, one developed osteoarthritis
and three had heterotopic ossifications, that means that means that
87,50 % of these patients developed late complications.

Three patients had the dislocations reduced after more than
48 hours after trauma, less than one week, and all of them develo-
ped late complications — two had avascular necrosis of the femoral
head, and one had osteoarthritis, when reviewed.

CONCLUSIONS: Functional recovery after traumatic hip dis-
locations is long, difficult, and most frequent, incomplete, as their late
complications determine considerable disabilities of the hip joint,
including osteoarthritis (which becomes difficult to treat when
patients are young). Their prognosis depends not only on the ener-
gy of the traumatic agent, but also on the time between trauma and
femoral head reposition. The longer this time is, the greater the risk
of late complications (ayvascular necrosis of the femoral head and
osteoarthritis) is. (Revista de Medicina de Urgenta, Vol. 2, Nr. 1, 6-18).

Keywords
traumatic hip.disloeations,/early reduction,
late complications.

Introduction

Traumatic hip dislocations (THD) are nowadays one of
the most interesting subjects for orthopedic debates, due to
their increasing frequency especially in young, active patients
and their difficult and late recovery, which determines a late
social and professional reinsertion of the patients.

Proper treatment of THD means, first of all, early repo-
sition of the femoral head into the acetabulum. This requires
early diagnosis of the dislocation, complete evaluation and
treatment of the injuries, which are often, more complex
than expected.

Each type of dislocation is characterized by a specific
mechanism, a particular vicious position of the injured leg
and particular maneuvers which are to be done when closed
reduction is attempted.

The incidence of late complications following traumatic
dislocations of the hip is correlated with the time between
trauma and joint restoration.

Modern traumatology is characterized by high-energy trau-
ma agents that determined increased frequency of some of the
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Traumatic hip dislocations — therapeutical problems

injuries of the skeleton followed by significant impairment
of locomotion system. One of these injuries is represented
by traumatic hip dislocation (THD), which has very impor-
tant late consequences, even if correctly treated, due to the
anatomical and biomechanical characteristics of the hip joint.
All the late complications of traumatic hip dislocations affect
in a dramatic way every activity which means sitting, stand-
ing, walking, not to mention running, or other sport activities.

Hip dislocations are classified into:

— regular hip dislocations, which, depending on the dis-
placement of the femoral head from the acetabulum,
are: postero-superior, postero-inferior, antero-superi-
or, antero-inferior, and

—unregular hip dislocations. [1]

The type of the dislocation depends on the characteris-
tics of the traumatic force — the application point, the direc-
tion and the intensity. [2] Excepting the intra-pelvic hip dis-
location (which is produced by a traumatic force acting on
the external surface of the hip, with considerable intensity,
which disrupts the acetabulum and allows the femoral head
to migrate into the pelvis), the other types of THD are pro-
duced by traumatic forces with the following characteristics:

— the application point on the.anteriorsurface of the knees
with the knee joint,with different degrees of flexion;

— the direction formd caudal to crafial;so the energy is
transmitted to thépatella, to the distalffemur, and than,
to the hip joint;

— the intensity detefmines the type of the injury: if it is
low, it produces a fraeture of thewpatella, if the energy
increases, a distal femoral fracture can appear (isolated
or associated with a patellarone), or, if it 15 high'enough,
it can affect the hip joint (again,.isolated or associated
with a patellar or distal\femoral/fracture).

Usually, this situation appears following road traffic acci-
dents, when a frontal crush of the vehicle affects the peo-
ple from the front seats — the driver and the one sitting next
to him, that is why it is included in the “the front seat syn-
drome”, and both the orthopedic surgeons and emergency
medicine physicians must be aware to look for a hip dis-
location when they examine a patient who suffered such an
injury. Other situations frequently followed by THD are acci-
dental falls, but in all these cases, the previous character-
istics of the traumatic force are to be found. That is why it
is very important to underline that the position of the injured
leg is specific for each type of dislocation, [3] and it is close-
ly connected with the position of the leg in the moment when
the traumatic force acted:

— postero-superior dislocations appear when the hip is
flexed no more than 90 degrees, slightly adducted and
internally rotated, so the position which must suggest
a postero-superior hip dislocation is a moderate (or
minor) flexion of the hip, with the thigh adducted and
internally rotated;

— postero-inferior dislocations appear when the hip is
flexed more than 90 degrees, adducted and rotated in-
ternally, so the position of the leg is higher flexion, ad-
duction and internal rotation;

— antero-superior dislocations are characterized by mini-
mal flexion, or even extension of the hip, minimal
abduction and external rotation, with the injured leg
shorter than the other; clinical examination shows the
ascension of the patella compared with the other leg,
which means that the leg is shorter due to an injury
of the hip or thigh, and not of the shank;

— antero-inferior dislocations are characterized by in-
creased flexion, abduction and external rotation of the
thigh, and when the dislocation is bilateral, the posi-
tion of the legs is called "the frog position.”

The most important thing when examining a patient who
has a vicious position of one injured leg, which looks like
one of those previous described, is that the physician must
gently try to recover the normal position of the leg, BUT
if any elastic resistance is felt, the attempt must be aban-
doned and a hip dislocation must be suspected. In such a
case, emergency orthopedic and radiological examination
must be performed, as early reduction of the dislocation is
essential for the future of the injured hip.

Literature shows that osteonecrosis of the femoral head,
osteoarthritis of the hip, heterotopic ossifications are com-
mon lateeomplications after THD'@ven if reduced within
the fitst 6 hours after trauma [4]. In order to underline the
importance of early reduction of the hip dislocations, we
performed a retrospective study in order to evaluate the con-
sequences of delayed reduction of the dislocations upon hip
anatomy and function.

Material and Methods

This retrospectivestudy includes-22 cases of THD, treat-
ed in our hospital between 1.01.1996- 1.01. 2001. All these
patients had the same characteristic: they had a dislocation of
the hip which was reduced after more than 12 hours after trau-
ma due to delayed arrival in our hospital. Mean age of the
patients was 42 yrs (22- 56 yrs), 16 males, and 6 females. The
time between trauma and the reduction of the dislocation was:

— 12 — 24 hrs — 8 cases

— 24 — 48 hrs — 8 cases

—48 hrs — 1 week — 3 cases

—more than 1 week — 3 cases

The dislocations were:

— postero-superior — 16 cases, from which 14 were asso-

ciated with fracture of the posterior wall of the acetabulum

— postero-inferior — 4 cases

— antero-superior — | case

— antero-inferior — 1 case and the time between trauma

and reduction is described in the Table 1.

Tabel 1: Type of dislocations

12-14 hrs|12-48 hrs|48 hrs-1 week |over 1 week
postero-superior 2 8 3 3
postero-inferior 4 0
antero-superior 1
antero-inferior 1
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When arriving in our hospital, orthopedic examination
revealed signs of traumatic hip dislocation, so radiological
examination was performed and the type of the dislocation
was identified. Then, the attitude was different depending
on the time from the trauma:

When the time from initial trauma was less than 48
hours, emergency closed reduction was attempted (16 cases).
In two cases, closed reduction was impossible, so emergency
surgical reduction was performed. In 14 cases, we achieved
a successful closed reduction under anesthesia, but in 1 case,
emergency surgery was indicated because the dislocation
was recurrent, and the joint was unstable; in the rest of the
13 cases, after closed reduction, computer tomography was
performed in order to evaluate the joint congruence.

In five cases, after CT scan examination, orthopedic
treatment was performed.

In 8 of the 13 cases, even if closed reduction was pos-
sible, surgery was indicated after CT scan examination,
because of:

— joint incongruity due to bone interposition of a small

bony fragment from the femoral head (2 cases), and
from the posterior wall of the acetabulum (2 cases),

— joint incongruity due to capsular interposition (1 case)

with significant enlargement of the articular surface,

— joint instability due to large fragments of the posteri-

or acetabular wall (three cases).

In all the six cases when the patients arrived in our hos-
pital after more than 48 hours after trauma, no attempt of
closed reduction was performed. CT scan examination was
used in order to determine all the bone injuries, and then,
surgical reduction of the dislocation was performed. In five
of these cases, the dislocations were associated with frac-
tures of the posterior wall of the acetabulum, so complete
treatment included:

« evacuation of the haematoma and fibrous tissues from

the acetabulum cavity

« reduction of the dislocation, by repositioning of the

femoral head into the acetabular cavity

« reduction of the fracture of the acetabular wall and

osteosynthesis of the fracture (with reconstruction plate
and screws), which ensured the joint stability.

Table 2: Results after late reduction of hip dislocations

ations
type hritis] HO | [O1WP

1M, 24 | post-sup |2 wee S yes 4 yrs
2M, 28 | post-inf 5 yrs
3 F, 32 | post-sup 6 yrs
4 M, 33 | post-inf | 16 hrs 6 yrs
5M,36 | post-sup | 321 - @E%m?wtup‘ surgical, yes 3 yrs
6 M, 38 | ant-sup 6 = ey = M@& 4 yrs
7F,37 | post-sup | 28 hrs succefull CT bone interposition surgical 3 yrs
8 F,42 | post-sup |3 weeks no attempt CT surgical yes 7 yrs
9M, 42 | post-sup | 26 hrs imposible er:l;:rrﬁee:ycy er:l:::::{cy 6 yrs
10 M, 35 | post-inf | 15 hrs succefull CT orthopaedic 4 yrs
11 M, 46 | post-sup | 30 hrs succefull CT capsular interposition | surgical yes yes 5 yrs
12 F,41 | post-sup | 36 hrs imposible eTj::::;y eTs::::;y 4 yrs
13 M, 34 | ant-inf | 18 hrs succefull CT joint instability surgical 3 yrs
14 F, 48 | post-sup | 40 hrs succefull CT bone interposition surgical yes 7 yrs
15M, 51 | post-sup | 6 days no attempt CT surgical yes 8 yrs
16 M, 44 | post-sup | 5 days no attempt CT surgical yes 3 yrs
17 M, 28 | post-sup | 15 hrs succefull CT joint instability surgical yes 4 yrs
18 M, 53 | post-inf | 20 hrs succefull CT orthopaedic| yes 3 yrs
19F, 52 | post-sup | 14 hrs succefull CT joint instability surgical 3 yrs
20 M, 56 | post-sup | 3 days no attempt CT surgery yes S yrs
21 M, 33 | post-sup | 36 hrs no attempt erzlj;:z:;y en;lz::z:/cy yes 3 yrs
22 M, 22 | post-sup | 3 monts nor:;fr?rit ) CT surgery yes 6 yrs
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Results

After a follow-up of 3-8 yrs, the patients were evaluated
from the point of view of ANFH (Avascular Necrosis of
Femoral Head), osteoarthritis of the hip and HO (Heterotopic
Ossifications), and the results are included in Table 2.

As it can be seen, ANFH appeared in seven cases, oste-
oarthritis in five cases and heterotopic ossifications in four
cases. It is more interesting, yet, to evaluate the evolution
of the patients depending on the time between trauma and
the reduction of the dislocation.

Therefore, from the eight patients who had 12- 24 hours
from trauma until hip dislocation, two developed avascu-
lar necrosis of the femoral head.

Eight patients had the dislocation reduced after 24 hours,
but less than 48 hours after trauma—three of them developed
avascular necrosis of the femoral head, one developed osteo-
arthritis and three had heterotopic ossifications, that means
that 87,50% of these patients developed late complications.

Three patients had the dislocations reduced after more
than 48 hours after trauma, less than one week, and all of
them developed late complications- two.had.avascular necro-
sis of the femoral head,.and one had osteoarthritis, when
reviewed.

All the three patients, with dislocations reduced (surgi-
cal) after more than one week following trauma developed
osteoarthritis of the hip, and one of them also had hetero-
topic ossifications.

Discussions

Traumatic hip dislocations are produced by traumatic
forces which are strong enough to, even if acting indirect-
ly on the knee, produce disruptions of the structures which
maintain the integrity of the hip joint, so the normal anatom-
ical reports between the acetabulum and the femoral head
are lost.

The most frequent type of dislocation is the postero-supe-
rior one, when the femoral head is displaced out from the
acetabular cavity, posterior and superior, due to a caudo-
cranial traumatic force acting on the knee with the thigh in
slight flexion, adduction and internal rotation.

The second, in order of the frequency, is the postero-infe-
rior dislocation, produced by the same type of force acting
on the knee with the thigh flexed more than 90 degrees, and
considerably adducted and internally rotated (“one leg over
the other”).

Almost always, these dislocations are associated with
a fracture of the posterior wall of the acetabulum or of the
acetabular brow, and quite often a piece of the inferior part
of the femoral head is fractured when the head goes over
the acetabular brow, during luxation [5].

Less frequent than the posterior ones, the anterior dislo-
cations are rarely associated with acetabular fractures.

Clinical diagnosis of hip dislocations is not difficult for
the regular types, and it is sustained by the pathological posi-
tion of the thigh and the fact that this position is impossible
to be corrected (trying the reverse movements), because of
an elastic resistance in the hip joint. The complete diagno-
sis is established using radiological examination and com-
puter tomographic scanning, which must evaluate the hip
joint from two points of view — the congruence and the sta-
bility, as each of these characteristics is absolutely neces-
sary for normal hip function, and the treatment must achieve
these two goals. [6]

The congruence of the joint is achieved only if the sur-
face of the acetabulum and that of the femoral head are par-
allel, that means that the distance between them is the same,
allover the joint. During the maneuvers made for reduction
of the dislocation, it is possible that bone fragments (iso-
lated or with capsular attachments) or just capsular flaps
are caught between the femoral head and the acetabulum
so, the distance between the two surfaces is larger adjacent
to the interposition, the two surfaces are not parallel any
more and the joint is not congruent at all. In these cases,
surgical treatment is indicated — bone or capsular interposi-
tion must be removed in order to restore joint congruence.

The stability of the hip joint is achieved by bony, cap-
sular, ligamentous and muscular structures. The femoral
head is “covered” by the acetabulum which acts like a col-
lar; when the traumatic force acts from caudal to cranial, it
produces abnormal movement of the femoral head, which
tends to be extruded fromuthejoint, but the acetabulum oppose
to this movement, so, most often the femoral head produces
a fracture of the acetabulum while dislocating. The influence
of the fracture-over the stability of the joint depends on the
position of the fracture and the size of the fragment — the frac-
tures associated with anterior dislocations are seldom affec-
ting the hip stability, while those associated with posterior
dislocations often produce major impairment of the joint
stability, because they are situated in a region which takes
the loading forces during weight bearing, so, when the patient
starts walking, recurrent dislocations may occur .The size of
the fragment is important, as joint stability is affected when
the size of the fragment includes more than 1,5-2 cm of the
articular surface, that is why surgery is indicated when CT
scan examination detects one of the previous situations.

There are some things to discuss about the displacement
of the fracture: since the fracture is produced by the moving
femoral head, the fragment is first displaced by the femoral
head; when this returns into the joint cavity (after reduc-
tion), there are three possibilities:

a. the fragment is a large one, with some capsular attach-
ments, but after repositioning of the femoral head it is almost
impossible that the acetabular fracture could reduce
anatomically, because periosteum, muscular and capsular
tissue interpose between the edges of the fragments, so sur-
gery is indicated,

b. the fragment is a small one, almost “included” within
the articular capsule, and after femoral head reposition, the
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displacement of the fracture is not significant, so this is not
an indication for surgical treatment,

c. the fragment is trapped within the joint, during reduc-
tion (situation previously discussed), so surgery is necessary.

There are also some situations in which capsulo-liga-
mentous structures are so severely damaged that recurrent
dislocations may occur due to the fact that the place where
the femoral head penetrates the capsule is so large that it
doesn’t heal, so it remains open, even if the dislocation was
reduced. It is said that the easier the reduction is, the greater
is the instability of the joint, and the risk of recurrent late
dislocation is to be considered. In these situations, when the
dislocation is reduced with minor maneuvers and the CT
scan does not show any associated fractures, MRI exami-
nation is indicated, in order to evaluate the status of the soft
tissues involved in joint stability. More than that, if the dis-
location is reduced, but the reduction is unstable, it is obvi-
ous that the cause is severe disruption of the stabilizing
structures (also clear indication for MRI examination and
emergency surgery). [7, 8]

The reduction of the dislocation must be achieved as soon
after trauma as it is possible, and the explanation is very sim-
ple. [9, 10] The vascular suppaort'ofthe femoral'head and 6f
a considerable part of the aeetabulum is provided by the blood
vessels of the articular capsule and of the round ligament
(ligamentum teres), and these structures ar€ both/injured dur-
ing dislocations, so, thedonger the time the femoral head
remains dislocated, the, greater thetischaemia and the [risk
of avascular necrosis of the femoral head are. It must also
be underlined that the femoral head is always affected (¢ven
if this is not macroscopically detectable), during disloca-
tion, because of the méchanicall conflict betweenlit and fhie
acetabular edge, which increases the risk of avascular necro-
sis. [11]

Once avascular necrosis occurred, the surface of the
femoral head becomes irregular, and affects the surface of the
acetabulum, so the risk of osteoarthritis is considerable. More
than that, if the dislocation is associated with a fracture of the
acetabulum, usually this fracture is displaced, so the articu-
lar surface of the acetabulum is not regular any more, which
increases the probability of late osteoarthritis.

Heterotopic ossifications are known to be very frequent after
hip dislocations, but they are common after all types of hip
surgery. Their prophylaxis (using, for example, Indometacin)
is necessary, since they produce considerable impairment of
the function of the hip.

If the reduction of the dislocation is delayed (because
of various reasons), several things happen (besides those
already discussed): the acetabular cavity fills with clots and
fibrous tissue, which “occupies” the place where the femo-
ral head should stay, so delayed reduction is embarrassed
because the femoral head finds no place available. Then,
muscular retraction and the shortening of the soft tissues
make the late reduction even more difficult and, more than
that, risky because considerable efforts to reduce an old
dislocation may produce disruption of the soft tissues (not
only capsulé, ligaments, musclés; but even blood vessels
andgerves). [12, 13]

Traumatic hip dislocations are frequent injuries, affecting
especially young patients. Functional recovery after trauma
is Tong, difficult, and most frequent, incomplete, as their late
complications determine considerable disabilities of the hip
joint, including osteoarthritis.(which becomes difficult to treat
when patients are young). Their prognosis depends not only
on the energy of the traumatic agent, but also on the time
Bétween fravima dndifémoralieddireposition. The longer this
time 1s, the greater the risk of late complications (avascular
necrosis of the femoral head and osteoarthritis) is.
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Casel — Postero-superior dislocation with
displaced posterior acetabular
fracture-reduction after 32 hours
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Casel — Affected articular surface
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Case 1 — Post-operative result

Case 1 —4 years after
surgery-heterotopic ossifications

Case 2 — Postero-superior
dislocation, 6 days after trauma
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Case 2 — Postero-superior
dislocation, 6 days after trauma
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Case 2 — Postero-superior dislocation,
6 days after trauma-post-operative result

Case 2 — Osteoarthritis of the hip 6 years after trauma

Case 2 — Osteoarthritis
of the hip 6 years after trauma
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Case 2 — Osteoarthritis of the hip 6 years after trauma Case 2 — Osteoarthritis of the hip 6 years after trauma

Case 2 — Osteoarthritis of the hip, total hip arthroplasty Postero-superior dislocation of the hip
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Case 3 — Male, 22 years,
hip dislocation
3 months after trauma

Case 3 — Unreduced
dislocation,
femoral head necrosis
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Case 3
Femoral head necrosis

Volume 2

Case 3

Vicious position

of the acetabular fragment,
femoral head necrosis
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Case 3 — CT scan Reconstruction
before surgery

Case 3 — Results 6 months after surgery

Case 3

. . Somans/S A0 Fosty
Late surgical reposition l-Jan- 1977

Jan-2004

Case 3 — Results
6 months after surgery
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Case 3 — Results 6 months after surgery

121 L3219

Case 4 — Avascular necrosis of the
Femoral Head following posteo-superior dislocation
without bone injuries

Antero-inferior dislocation of the hip
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in Spitalul Clinic de Urgentd Bucuresti in anul 2003
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Abstract

In the present work, we analyzed to as accurate as possible the
mushroom poisoning-cases in our Emergency Departament, in year
2003 and admited in the Toxicology and Gastroenterology Units. We
considered the following facts: establishing a connection between the
number of poisonings and the mushrooms ‘maximum growth over
the year. After we divided the patients into 3 groups, classifying the
intoxications by their delay, evaluating the severity of poisonings
by clinical and laboratory criteria, the way that co-morbidities and
alcohol ingestion affect the outcome, the possibilities of toxins" iden-
tification, the treatment applied. With this end in view, we analysed
all patient charts between 01.01.2003-31.12.2003.

We mention that due to lack of accurate history information
and other important charts data the analysed data was incomplete
as well as the history information. (Revista de Medicina de Urgenta,
Vol. 2, Nr. 1, 19-23)

Key words
mushroom intoxication, delay period,
simptomatolegy, outcome, treatment.

Rezumat

Prin lucrarea de fatasamr dorit-sa obtinem o situatie cat
mai exacta a cazurilor de intoxicatie cu ciuperci pe anul
2003, prezentate in Unitatea de Primiri Urgente (UPU) a
Spitalului Clinic de Urgenta Bucuresti si care au necesitat
internare 1n Clinicile de Toxicologie si Gastroenterologie.
Obiectivele abordate au fost: stabilirea unei concordante
intre numarul de intoxicatii si perioada de maxima dez-
voltare a ciupercilor, existenta unei corelatii intre varsta si
gravitatea intoxicatiilor, clasificarea intoxicatiilor in functie
de perioada de latenta a simptomatologiei, evaluarea gra-
vitatii intoxicatiilor clinic si paraclinic, modul in care co-
morbiditatile si ingestia de alcool afecteaza prognosticul
incriminat, masurile de tratament instituite. In acest sens
s-a realizat un studiu al fiselor de observatie din perioada
01.01.2003-31.12.2003. Rezultatele obtinute prin studiul de
fata sunt in concordanta cu cele descrise in literatura. De
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mentionat faptul ca datele continute in fisele de observatie
au fost incomplete ca si informatiile anamnestice.

Introducere

in anul 2003, in spitalul nostru s-au internat 116 pacienti
cu diagnosticul de intoxicatie acuta cu ciuperci. Dintre acestia,
100 pacienti s-au internat in sectia de toxicologie, iar 16
pacienti in sectia de gastroenterologie. Prin lucrarea de fata
am avut in vedere urmatoarele aspecte: stabilirea unei con-
cordante intre numarul de intoxicatii si perioada de maxima
dezvoltare a ciupercilor, existenta unei corelatii intre varsta
si gravitatea intoxicatiilor, clasificarea intoxicatiilor in functie
de perioada de latenta a simptomatologiei, evaluarea gravi-
tatii intéxicatiilor clinic si paraclinic, modul in care comor-
biditatile si ingestia de alcool afecteaza prognosticul into-

- RO

incriminat, masurile de tratament instituite.

Materiale si metode

S-a folosit metoda studiului retrospectiv, facandu-se o
analiza a fiseler de observatie\avand diagnosticul de inter-
nare in sectiile de toxicologie si”gastroenterologie, ,,Into-
xicatie acuta cu ciuperci, in perioada 01.01-31.12.2003.
Datele prelucrate au fost cele continute in fisele de obser-
vatie, tindndu-se cont si de faptul ca unele dintre ele aveau
date incomplete. in studiul de fata nu s-au luat in calcul pa-
cientii prezentati la camera de garda pentru ingestie de ciu-
perci, care nu au necesitat internare.

Rezultate

in ceea ce priveste distributia pe lunile anului a numa-
rului de intoxicatii, cele 116 cazuri inregistrate in perioa-
da 01.02 —22.11.2003 au avut distributia prezentata in figu-
ranumarul 1. Un maxim de prezentari s-a inregistrat in luna
octombrie. In lunile ianuarie, martie, iulie si decembrie nu
a existat nici o prezentare.
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Fig. 1

O impartire a numarului total de cazuri pe grupe de
varsta, a dus la urmatoarea distributie, prezentata in tabelul
numarul 1:

Tabelul 1.

Varsta <30 a

Numar cazuri

la instalarea simptomatologiei, practic incadrarea in tipuri

de sindroame: cu deb 18

Tabelul 2.

Simptoma-|Sindrom| Sindrom | Manifestari | Manifestari Inﬁzl;f)i:tliec?a
tologie | diseptic |colinergic|neurologice| alergice acuti

Numar d
umaree! e 5 2 3 13
cazuri

in functie de simptomatologia prezenta la internare am
putut identifica mai multe tipuri de manifestari. Manifestarile
dispeptice constand in greturi, varsaturi, dureri abdominale
difuze, cu sau fara asocierea scaunelor diareice au fost prezente
la toti cei 116 pacienti, 5 pacienti au avut simptome de tip
colinergic, la 22 pacienti s-au notat manifestari neurologice,
la un numar de 3 pacienti cele de tip cutanat-alergice, iar
in 13 cazuri tabloul clinic a fost de insuficienta hepatica
acuta (IHA) (tabelul 2), din care 3 cazuri au evoluat ca o
insuficienta hepatica fulminanta. Tabloul clinic sever s-a
asociat cu un debut tardiv (tabelul 3).

Tabelul 3.

11 cazuri

Sdr. dispeptic

4 cazuri

uperci a putut fi evaluata
atat clinic cat si paraclinic. Cele mai sugestive date de labo-

AT NE)] CH A A HRCENIA o probele hepai
luat 72 de cazuri (56%) ca apartinand sindroamelor cu debut  ~ ce (transaminazele, lactat-dehidrogenaza, bilirubina) si tim-

rapid (15 minute — 6 ore), acestea detinand majoritatea, in
timp ce doar 11 cazuri (9%) s-au incadrat in sindroamele
cu debut tardiv (intre 672 ore si 17-20 zile). La un numar
de 33 de cazuri (35%) nu s-a putut preciza perioada de
latenta a simptomelor, nefiind inregistrata in fisa de obser-
vatie (figura 2).

Fig. 2
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pii de coagulare (PT- timpul de protrombina, aPTT- timpul
partial de protrombina activata). Probele renale (ureea si cre-
atinina) au fost modificate doar in cazurile grave, care au
asociat sindrom hepato-renal. Pseudocolinesteraza a fost
determinata in 33 de cazuri, ca metoda rapida de evaluare
a functiei hepatice de sinteza.

O crestere a transaminazelor si LDH s-a inregistrat la
un numar de 15 pacienti: la 2 pacienti intoxicatia s-a mani-
festat prin sindrom dispeptic, in 10 cazuri tabloul clinic a
fost de hepatita acuta, iar 3 pacienti au prezentat insuficienta
hepatica fulminanta si deces. Bilirubina a fost determinata
in putine cazuri, in general in cele cu un tablou clinic sever,
fiind crescuta in aceste situatii.

Ureea si creatinina au fost crescute la debut doar in cele
3 cazuri de insuficienta hepatica fulminanta, in rest fiind
normale sau cu minime cresteri, ulterior normalizate.

Patologiile asociate cazurilor de intoxicatie cu ciuperci
sunt reprezentate in tabelul 4:
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Tabelul 4.

Patologii asociate

Colon iritabil
Neoplasm de colon
Hemoroizi

HC virala

ischemica

Gastro-intestinale Cardiace Altele
Esofagita peptica  |Fibrilatie atriala Etilism cronic
Hernie hiatala Tahicardie sinusala Diabet zaharat
Gastrita polipoidala |Hipertensiune arteriala |Epilepsie
Boala ulceroasa Boala cardiaca Discopatie

vertebro-lombara
Fibromatoza uterina
Chist ovarian
Sarcina in evolutie

Disfunctie hepatica

Ingestia concomitenta de alcool a putut fi precizata in
6 cazuri.

Identificarea toxinelor incriminate nu a fost posibila din
lipsa dotarii corespunzatoare a laboratorului nostru si din
lipsa unor date anamnestice exacte, facandu-se doar supo-
zitii asupra speciilor si toxinelor implicate.

Tratamentul a vizat in special sustinerea functiilor vitale,
neexistand antidoturi sau masuri'specifice de tratamerit:

Discutii

Luand 1n discutie distributia pe lunile anului, dupa cum
se observa in figura numarul 1, a existat o predominanta a
prezentarilor in lunile de sfarsit'dewara si toamna, respectiv
august, septembrie, octombrie si noiembrie, cu 0 prevalenta
in luna octombrie; in lunil€iianuarie, martie, iulie si'decem-
brie nu a existat nici o internare. Aceste date sunt concordante
cu cele descrise in literatura, conform carora incidenta into-
xicatiilor este maxima la sfarsitul verii si toamna, fiind core-
lata cu perioada de maxima dezvoltare a ciupercilor [1, 2].

Impartirea numarului total de cazuri pe grupe de varsta
a evidentiat un maxim de internari al pacientilor incadrati
in grupa de varsta 30-60 de ani. Din cele 13 cazuri grave,
cu tablou de hepatita acuta si insuficienta hepatica acuta
fulminanta, 6 s-au incadrat In aceasta grupa de varsta. Doua
din cazurile de deces inregistrate au fost la pacienti cu vars-
ta peste 60 de ani, iar unul s-a incadrat in grupa de varsta
sub 30 de ani. Desi nu detine majoritatea internarilor, grupa
pacientilor cu varsta peste 60 ani a prezentat doua din cele
mai severe tablouri clinice. Varstele extreme sunt conside-
rate factori favorizanti ai intoxicatiilor severe cu ciuperci,
aceste doua categorii fiind mai susceptibile la dezechilibrele
hidro-electrolitice secundare varsaturilor si diareei. De ase-
menea, pacientii in varsta pot asocia multiple patologii care
sa contribuie la severitatea intoxicatiei [2].

Perioada de latenta pana la instalarea simptomatologiei
a reprezentat un element foarte important, incadrarea in
tipuri de sindroame si evaluarea prognosticului pacientu-
lui facandu-se dupa acest criteriu [3, 4]. Cu rezerva celor 33
de cazuri la care au existat date insuficiente pentru a se putea

preciza apartenenta la un anumit tip de sindrom, 72 de cazuri
au prezentat sindroame cu debut rapid. Acestea s-au mani-
festat in general printr-o simptomatologie de tip dispeptic,
evolutia fiind favorabila in toate cazurile. Observatia con-
corda cu datele din literatura care asociaza sindroamele cu
debut rapid cu ingestia unor ciuperci mai putin toxice si cu
un prognostic bun. in cazurile de fata cel mai probabil au fost
implicati agenti iritanti gastrointestinali.

Cele 11 cazuri de sindrom cu debut tardiv au evoluat cu
tablou clinic sever, 3 pacienti prezentand insuficienta hepa-
tica fulminanta si exitus, 4 au prezentat insuficienta hepatica
acuta cu remisie ulterioara si doar la 4 pacienti simptomele
fiind de dispepsie usoara (tabelul 3). Datele noastre se supra-
pun peste cele din literatura, conform carora intoxicatiile
cu perioada de latenta lunga se datoreaza ingestiei unor
specii cu potential toxic ridicat si la care prognosticul este
rezervat [3, 4]. Cele 7 cazuri cu evolutie severa s-ar putea
datora intoxicatiei cu specii de Amanita, Galerina, Lepiota
sau Conocybe, avand in vedere atat perioada de debut a simp-
tomelor cat si tabloul clinic sever de insuficienta hepatica,
caracteristic citotoxinelor din aceste specii.

Din cele 33 de cazuri neincadrate intr-un anumit tip de sin-
drom, las6:pacientitabloul clinic afest:de hepatita acuta, ceea
ce nefar putea sugera apartenenta la sindroamele cu debut
tardiv si implicarea unor specii cu potential toxic ridicat.

Tabloul clinic prezent la internare a fost dominat de ele-
mentele gastrointestinale, general prezente la toti pacientii,
singure sau in asociere cu alta simptomatologie, de tip coli-
nergic, alergic sau neurologic (fabelul 2).

Sindromul digestiv a fost de intensitate moderat-usoara
(greturi, varsaturi, dureri abdominale, uneori de tip colicativ,
scaung diareice).;Tableulclini¢c deinsuficienta hepatica acuta
a fost prezent la 13-pacienti, eenstand in icter sclerotegumentar,
hepatosplenomegalie, hepatocitoliza si coagulopatie. Cazurile
de insuficienta hepatica fulminanta au prezentat de la internare
stare generald grava, cu instabilitate hemodinamica, ence-
falopatie hepatica, icter sclerotegumentar, hepatosplenome-
galie, sindrom de hepatocitoliza avansat, tulburari de coagu-
lare, sindrom hepato-renal, evolutia fiind spre insuficienta
multipla de organ si deces. Decesul a survenit la 2—6 zile
de la internare, respectiv la 6-10 zile de la ingestie.

Sindromul digestiv se poate datora ingestiei atat de agenti
iritanti gastrointestinali care determina sindroame cu debut
rapid si evolutie favorabila, cat si de citotoxine de tipul ama-
toxinei, virotoxinei si falotoxinei, cu potential hepatotoxic,
debut tardiv al simptomatologiei si prognostic rezervat. Astfel,
in cazurile cu evolutie spre exitus au fost implicate cel mai
probabil specii de Amanita, Lepiota, Galerina. De asemenea,
lunile 1n care s-au produs intoxicatiile in cele 3 cazuri, respec-
tiv mai, octombrie si noiembrie, corespund cu perioada de
dezvoltare a acestor specii. Avand in vedere faptul ca doi din
pacientii decedati au avut varste Tnaintate, am putea suspecta
si implicarea unor specii mai putin toxice, stiindu-se ca varstele
extreme reprezinta un factor de prognostic negativ.

Manifestarile neurologice au fost prezente la 22 de
pacienti, constand n cefalee, somnolenta, parestezii ale extre-
mitatilor, imposibilitatea mentinerii ortostatismului, vertij,
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dislalie, agitatie psiho-motorie, confuzie, delir sistematizat
cu componenta misticd. O parte din aceste manifestari
(imposibilitatea mentinerii ortostatismului, confuzia, cefaleea,
dislalia) au fost prezente si la pacienti care au asociat ingestie
de etanol. La acestia, simptomatologia a avut un debut rapid
iar evolutia a fost favorabila. Exceptand cazurile de coingestie
de etanol, datele de mai sus ar indica implicarea unor specii
continand neurotoxine care determina sindroame cu debut
rapid si prognostic bun, de tipul derivatilor indolici si de izoxa-
zol; nu au existat manifestari ale intoxicatiei cu giromitrina
(convulsii, methemoglobinemie, cianoza). Delirul cu com-
ponenta mistica se intalneste in intoxicatia cu psilocina si
psilocibina.

Un alt gen de manifestari intalnit a fost cel de tip aler-
gic, caracterizat prin eruptii eritemato-pruriginoase macu-
lare sau organizate in placarde, intalnite la un numar de 3
pacienti. Manifestarile alergice se pot datora unor intole-
rante individuale (teren atopic preexistent), ingestiei de ciu-
perci cu potential alergen, contaminarii ciupercilor cu diferite
pesticide sau eliberarii de histamina in cadrul sindrom mus-
carinic [2]. Evolutia a fost favorabila in toate cazurile.

Sindromul colinergic, prezent la 5 pacienti, s-a mani-
festat prin transpiratii, miozasbradicardies,bronhospasmy
hipersalivatie si tranzit intestinal accelerat, diureza crescuta,
pacientii asociind douasau'mai multe'din aceste elemente.
Toate cazurile au evoluat favorabil, iar debutul'simptoma-
tologiei a fost precoce. Sindromul parasimpatiCcomimetic cu
autolimitare 1n decursdé cateva ore denota implicarea unor
specii continand muscatina(Amanta"muscariayA. Panthe-
rina, Clytocibe spp, Inocybe spp) [35,6].

Datele de laborator au fostinsconcordanta‘cu tabloul cli-
nic, fiind in general sugestive pentru disfunctia hepatica,
inregistrandu-se cresteriale transaminazelor, bilirubinel si
lactat-dehidrogenazei, precum si alterari ale PT si aPTT .
Alaninaminotransferaza si aspartataminotransferaza (ALAT,
ASAT) au inregistrat cresteri la 15 pacienti: la 2 pacienti
cresterile au fost usoare, intoxicatia manifestandu-se doar
prin sindrom dispeptic, la 10 dintre acestia, care au prezen-
tat insuficienta acuta, cresterile au fost insemnate, de ordinul
sutelor de unitati, iar cresteri remarcabile, de ordinul miilor
de unitati s-au inregistrat n cele 3 cazuri de insuficienta hepa-
tica fulminanta cu evolutie spre exitus. Transaminazele au cres-
cut precoce, fiind sugesive pentru o patologie hepatica acuta.
In 4 cazuri, la cresterea ASAT au contribuit hepatopatia
etanolica preexistenta si coingestia de etanol.

Lactat-dehidrogenaza (LDH) a fost crescuta in concordanta
cu transaminazele. Bilirubina a fost determinata ocazional si
a fost crescuta in cazurile cu disfunctie hepatica marcata.

Pseudocolinesteraza, determinata la 33 de pacienti a inre-
gistrat in 3 cazuri valori sub limita de referinta a laboratorului
nostru, de 2 U/, ce ar putea sugera ingestia concomitenta a
unor toxine care inhiba pseudocolinesteraza (posibil din
grupul organo-fosforatelor si organo-carbamatelor folosite ca
si pesticide), dar si o functie de sinteza hepatica scazuta per
primam. Doua cazuri au avut evolutie favorabila, cu sindrom
dispeptic si asocierea intr-un caz, a manifestarilor cutanat-
alergice, iar al treilea caz s-a manifestat prin insuficienta
hepatica fulminanta si deces.

Probele renale au fost in general normale, cu exceptia
celor 3 cazuri de IH fulminanta, cu evolutie spre sindrom
hepato-renal, la care constantele bioumorale au fost modi-
ficate in totalitate. Cresteri minime au fost prezente sporadic,
dar fara legatura cu simptomatologia.

Timpului de protrombina (PT) a fost crescut la toti pa-
cientii cu disfunctie hepatica severa.

Patologiile asociate intoxicatiei cu ciuperci au influentat
diferit gravitatea tabloului clinic si prognosticul. Bolile gas-
tro-intestinale preexistente au accentuat in unele cazuri simp-
tomatologia digestiva sau au determinat doar o crestere tran-
zitorie a transaminazelor, fara manifestari clinice suplimentare:
tumora de colon, colon iritabil, disfunctie hepatica, hepatita
cronica virala. In cele 3 cazuri de IHA fulminanta, conditi-
ile asociate au fost urmatoarele: hipertensiune arteriala ma-
ligna, etilism cronic, sarcina luna a V-a in evolutie. Etilismul
cronic, probabil prin disfunctia hepatica preexistenta, a
favorizat in 3 cazuri citoliza hepatica si a accentuat tabloul
clinic de IHA. Unul din aceste cazuri a fost de IH fulmi-
nanta si deces. Patologia cardiaca nu a influentat in mod
deosebit evolutia pacientilor.

Patologia asociata reprezinta, conform datelor din lite-
ratura [ 15257]; factori favorizanti aiintoxicatiilor cu ciuperci,
fapt ¢@ reiese si din datele mai sus prezentate.

Coingestia de etanol a putut fi stabilita la 6 pacienti.
Aceasta asociere a determinat aparitia manifestarilor neuro-
rii ortostatismului, dislaliei, fara a se regasi in alterarea pro-
belor hepatice, cu exceptia unui singur caz care prezenta o
disfunctie hepatica anterioara. De asemenea, nu s-au inregis-
trat manifestari de tip disulfiram-like (hiperemie faciala,
diaforezas-cefalee pulsatilasgreturi,svarsaturi, gust metalic)
[2] care sa‘explice ingestia-unor specii contindnd coprina.
Prognosticul intoxicatiei nu a fost influentat in mod deosebit
de asocierea etanolului, ci a existat doar o accentuare a
manifestarilor clinice.

in ceea ce priveste identificarea tipurilor de toxina incri-
nu detine suportul tehnic necesar. Nu s-au putut face decat pre-
supuneri asupra speciilor ingerate, tinind cont de debutul simp-
tomatologiei si incadrarea in tipuri de sindroame, de mani-
festarile clinice si de modificarile probelor de laborator. Nu
au existat situatii In care pacientul sa poata aduce probe din
ciuperca consumata. De asemenea, datele anamnestice au
fost in general insuficiente, neexistand date despre aspec-
tul ciupercilor, zona de recoltare, modul de preparare al aces-
tora, numarul de persoane consumatoare sau intervalul exact
de aparitie a simptomatologiei.

Tratamentul instituit a diferit in functie de gravitatea
intoxicatiei. In cazurile cu tulburari digestive usoare s-au
adoptat masuri de reechilibrare hidro-electrolitica cu aso-
cierea de antiemetice, antispastice, antisecretorii digestive,
vitamine, nefiind necesare masuri terapeutice deosebite. in
cazurile cu IH fulminanta, tratamentul a presupus masuri de
terapie intensiva constand in sustinerea functiilor vitale (inclu-
siv protezare respiratorie si resuscitare cardio-pulmonara),
reechilibrare hemodinamica, electrolitica si acido-bazica,
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corectarea tulburarilor de coagulare, a sindroamelor de hepa-
tocitoliza si hepatopriv, tratamentul encefalopatiei si
edemului cerebral, suport nutritional si metabolic. In acest
sens s-au folosit: solutii electrolitice si coloidale, substitu-
ienti plasmatici, solutii de aminoacizi, substante tampon,
suport vasopresor si inotrop-pozitiv (dopamina, dobutamina),
hemostatice, antibiotice, diuretice, antispastice, antisecretorii,
sedative, antioxidante, decontaminante ale tubului digestiv,
vitamine, antialgice, antiinflamatorii. De mentionat ca in aces-
te cazuri tratamentul etiologic a fost limitat la utilizarea
antibioticelor de tipul Penicilinei G si acetilcisteinei, masuri
terapeutice citate n cadrul tratamentului intoxicatiilor cu
amanita. La cei 3 pacienti cu IH fulminanta masurile tera-
peutice instituite au fost ineficiente, evolutia fiind spre deces.
Cazurile de alergie postingestie de ciuperci s-au tratat
cu antiinflamatorii corticosteroide si antihistaminice. In sin-
droamele muscarinice s-a utilizat atropina ca antidot.

Concluzii

Intoxicatiile cu ciuperci sunt des intalnite in tarile in curs
de dezvoltare, ciupercile fiind unul din cele mai usor de

speciilor comestibile cu cele necomestibile sunt extrem
de mari.

Acest tip de intoxicatie reprezinta un sector al patologi-
ei Inca greu de diagnosticat si in care masurile terapeutice
sunt limitate. Fara o anamneza clara, eventual fara posibi-
litatea examinarii unor probe din ciuperca respectiva, nu se
pot face decit supozitii asupra toxinei incriminate, bazan-
tificare ale ciupercilor si toxinelor sunt extrem de reduse,
neputandu-se face decat in centre specializate, de preferat
in prezenta unui micolog.

Susceptibilitatea la intoxicatii si gravitatea acestora depind
de o serie de factori, printre care tipul de toxina incriminat,
varstele extreme, tarele asociate, coingestia de etanol. Tra-
tamentul este in majoritatea cazurilor unul de sustinere, ade-
varate antidoturi practic necunoscandu-se. Exista insa o serie
de substante cu specificitate crescuta, dar incomplet studi-
ate si experimentate clinic.

Putem astfel spune ca cel mai eficient mod de a mini-
maliza riscul unor astfel de intoxicatii este de a consuma doar
ciuperci procurate din locuri avizate.
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Abstract

BACKGROUND: Cardiogenic shock represents one of the
most dramatic presentations in Emergency Cardiology and is most
often caused by acute myocardial infarction. Shock complicates
about 7% of and, despite recent progresses in investigations and
treatment, mortality remains high, over 60-80%.

MATERIAL AND METHODS: The present study is an audit
of the patients presenting with cardiogenic shock of different eti-
ologies in our hospital, during the year 2003. About 10% of ST-
elevation acute myocardial infarction presented with cardiogenic
shock and 55.2% of the patients with shock had ST-elevation acute
myocardial infarction. Although a tertiary reference center, the
Cardiology Department of our hospital was still treating cardio-
genic shock conventionally, non-invasively in 2003.

RESULTS: Under these circumstances, in-hospital mortality
was extremely high, 89.6%. An analysis of cardiac predictors and
risk factors, association with cardiac arrest, necessity of cardio-
pulmonary resuscitation, inotropic and ventilatory support and
potential benefit of medi¢al treatments’is presented. Also accura-
te admitting diagnosis and'selection of therapy is discussed.

CONCLUSION: Numbers presented are concordant with data
in the literature and support change of strategy to rapid invasive
therapy, according to actual.guidelines. (Revista de Medicina de
Urgenta, Vol. 2, Nr. 1, 24-28)

Key words,
cardiogenic shock, acute myecardial/infarction, mortality

Introduction

Cardiogenic shock is defined as a syndrome characte-
rized by tissue hypoperfusion caused by cardiac dysfunc-
tion, manifested as systolic BP < 90mmHg for at least one
hour, associated with presence of cardiac dysfunction and
arrhythmias and lack of response to administration of flu-
ids and also with signs of peripheral hypoperfusion or car-
diac index < 2.2 L/min and pulmonary capillary wedge
pressure > 18 mmHg [1]. The most common cause of car-
diogenic shock is acute myocardial infarction (AMI), but
other causes can be encountered, as final-stage cardiomy-
opathy, severe acute or chronic valvular disease, myocar-
dial contusion, myocarditis. Cardiogenic shock complicates
about 7% of AMI, half of the patients presenting with shock
on admission and the other half developing shock in the fol-
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lowing course, mostly in the first 24-48 hours [2]. In-hos-
pital mortality of cardiogenic shock is very high, varying
between 50 and 80%. Decreased mortality was associated
with early revascularization treatment in the SHOCK
Registry [3-5] and also in other trials [6,7], using invasive
methods as percutaneous angioplasty (PTCA) or surgery.
However, it is difficult to study the whole population of
patients presenting with cardiogenic shock, as the large tri-
als published in literature present a selected population of
survivors. In practice, many patients with cardiogenic shock
present also with cardiac arrest in the first hours or die in
the Emergency Room (ER) without getting admitted to the
coronary intensive care units (ICCUs) and so the real mor-
tality is even higher. Fibrinolytic treatment is still contro-
versial for patients with AMI and shock and appears to have
no benefit[8=10]; unless used in Eonjunction with intra-aor-
tic balloon counterpulsation (IABC) [11-13]. Algorithms and
strategies developed in the new guidelines after publication
of the large trials as SHOCK and GUSTO-1 [6, 8, 14] appear
toreduce mortality in cardiogeni¢ shock complicating AMI,
but timing and availability of treatments for this category
of critical patients remain crucial and severity of in-hospi-
tal course cannot be over-emphasized. The present audit was
designed to analyze the whole unselected population with
cardiogenic shockipresenting, tojaniemergency center that
is'also a teftiary reference center.of Cardiology in the year
of 2003, treated conservatively and to determine accuracy
of diagnosis and selection of therapies, in-hospital mortali-
ty and possible predictors of unfavorable prognosis.

Material and methods

The study was designed as a retrospective audit of the
patients admitted via the Emergency Department in the
Coronary Intensive Care Units (ICCUs) with cardiogenic
shock, in the year of 2003. To note our hospital was the cen-
ter that received the largest number of acute coronary syn-
dromes in Romania (more than 300 ST-elevation AMIs per
year). The patients were selected by collecting from the admis-
sion registries of the 2 ICCUs in the Cardiology Department
all the patients that received parenteral inotropic support with
dobutamine and/or dopamine during the year 2003. Patients
admitted with the diagnosis of “cardiogenic shock™ or “hae-
modinamical unstable” were also selected from the comput-
erized database of the Emergency Department (ED). This
selection produced a number of 81 patients and their hospi-
tal files were extracted from the archives, producing after
analysis 29 patients (35.8% of the pre-selected categories)
that fulfilled the diagnostic criteria for cardiogenic shock
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according to current guidelines [1, 8]. The files were inclu-
ded in an exhaustive Microsoft Access 2000 Database, con-
sisting in clinical, paraclinical and treatment data and also
the in-hospital course according to pre-specified codes. Post-
mortem data were also included, when available. Data were
processed using the statistics Epilnfo 2003 package, with
uni-variate analysis (t-student and chi-square tests for small
samples). Significance was considered for p<0.05.

Results

We studied 12 women (41,4%) and 17 men (58,6%) with
mean age 68.27+ 11.14 years. Basic characteristics of the
group are presented in table 1.

Table 1. Basic characteristics of the studied group.

Characteristic plavfi.e::fs NO;V(;Ifop Ziti(:lnts
Presence of coronary risk factors 24 22
Hypertension 15 15
Dyslipidemia 7 7
Smoking 10 10
Diabetes mellitus 8 8
Previous pulmonary hypertension 2 2
History of stroke 6 6
History of myocardial infarction 8 8

Looking at the risk factors, a 100% mortality was noted
in diabetic patients (vs) 183:3%inynon-diabetic group).
Presence of diabetes mellitus ' was-thercfore’a negativepre-
dictive marker (p<0.05) in studied patients with cardiogenic
shock. To note the high prevalence of sequellae of myocar-
dial infarction (MI), | in 3 patients, 5 patients having his-
tory of anterior MI and 3 history of multiple infarctions.
Admitting symptoms in the ER is presented in figure 1.
Diagnosis on admission was mostly acute coronary syn-
drome, frequently associated with acute heart failure. Figure
2 presents admission diagnosis, with predominance of ST-
elevation AMI. However, a high percentage of patients (8 from
29) did not present with angina in the ER. Infarct localization
based on admission ECG was anterior in 13 cases, circum-
ferential in 9 cases, 4 inferior and 3 non-ST-elevation AMI.
In 2 cases myocardial necrosis was confirmed only by bio-
logical markers, as ECG was non-interpretable (left bun-
dle branch block or other). Admission ECG showed sinus
rhythm in 10 patients, atrial fibrillation in 4, complete atrio-
ventricular block in 4, and asystole in 5 cases. Ventricular
tachycardia was also noted in 5 cases. Valvular heart disease
was noted in 5 patients and only in one of them was pre-
existent to cardiogenic shock. The rest associated acute valve
disease as a complication of AMI.

Practically, the etiology of cardiogenic shock in the stu-
died group was as follows:

— 24 out of 29 patients: acute myocardial infarction;

— | patient: mitral valve disease with severe pulmonary
hypertension and bradycardia, low output syndrome
evolving in cardiogenic shock;

— 2 patients: dilative cardiomyopathy, one presenting as
sustained ventricular tachycardia and shock.

Admission ECG was also analyzed for ischemic chan-

ges and the results are presented in figure 3. Echocardio-
graphy was performed in emergency at bedside in 9 patients
and was impossible in the rest of them due to severe pulmo-
nary edema or very short survival. Out of 9 patients, 4 pre-
sented left ventricular aneurysm, 2 wall akinesis and 3 hy-
pokinesia. In 2 patients intracardiac thrombosis was noted,
no cardiac rupture was evident on echocardiography. Emer-
gency coronary angiography was tempted in one patient 6
hours after developing shock, but was impossible due to
severe dyspnea and haemodinamical unstable patient. The
patient stabilized and angiography re-attempted on day 7,
with ventricular fibrillation and subsequent death before
femural puncture.

In-hospital treatment is presented in its main aspects in

table 2.

Table 2. Medication on admission or during hospitalization.

T No.. of No. of pa.tients
patients who died
Adrenaline 22 20
Atropine 24 22
Amiodarone 6 5
Digoxin 3 3
Diuretics 14 12
Dobutamine 28 26
Dopamine 28 27
GIK solution 21 19
Thrombolysis with SK 5 4
Thrombolysis with tPA 1 1

Thrombolysis was administered in a small number of
patients (6), although more than 50% of patients present-
ed with ST-elevation AMI, because of prolonged unsuc-
cessful resuscitation or late presentation. Only one patient
presented signs of reperfusion, being one of the 3 survivors.
Necessity of intubations and mechanical ventilation was
exceptionally high: 15 (51.7%) of patients on presentation
to hospital and other 9 (31.3%) after admission.

In-hospital course was extremely severe, with a morta-
lity 0f 27,6% in the first 6 hours after admission (8 patients)
and of 62.1% (24 patients) after the first 6 hours. Therefore,
total mortality in the analyzed group was 89.6% (only 3 sur-
vivors in the group of 29). Cardiac arrest was frequently
associated to cardiogenic shock, practically only 2 patients
did not present cardiac arrest during hospitalization. Ten
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patients (34.5%) presented with cardiac arrest in the MED.
Other 7 patients arrested on the ICCU wards. In ten patients
resuscitation failed. Cardio-pulmonary resuscitation (CPR)
maneuvers are presented in figure 4. Hospitalization was
less than 24 hours in 12 patients (41.4%), 2 days in 6 patients
(20.7%) and over 5 days in only 6 patients (20.7%). Uni-
variate analysis indicated the following predictors of in-hos-
pital mortality in the studied group:

e necessity of adrenaline (p=0.002), respectively of
atropine (p=0.05), basically the necessity to be resus-
citated;

e presence of diabetes mellitus (p=0.05);

Out of 24 patients who died in hospital, only 4 under-

went a post-mortem, due to request of the families, 2 of the
post-mortems confirming myocardial necrosis.

Discussions

Despite a number of limitations related to the audit type
of the study and its retrospective design, we believe that the
presented data have the advantage of showing “real-life”
data on a non-selected cardiogenic shock population fin'a
center with un-availability,of invasive approach at the time
of the study and to emphasize the severity of such patients
and the numerous difficulties related totheir management.
Practically, we could cericlude that one in three patients
admitted to hospital with thediagnestic'eriteria of cardio-
genic shock was the survivor of resuscitated elinical death!
The diagosis of “cardiogenic shock’>was the admitting diag-

nosis in 9 (31%) patients in whom cardiogenic shock was
present according to definition on admission or was establi-
shed later during hospitalization, so these patients were con-
sidered eligible for our audit.

Diabetes mellitus and necessity of CPR with use of ino-
tropic and rhythm support as adrenaline and atropine were
predictors of in-hospital death (p<0.05). CPR was ineffec-
tive from the start in 14 patients. The high mortality in our
group, of 89.6%, is concordant with the literature data [15,
16, 17] and is higher than the one communicated by stud-
ies like the SHOCK Registry (3), in which patients were
randomized to invasive versus conservative management.
Our patient did not benefit of invasive monitoring, [ABC
or invasive revascularization treatment. Necessity of intu-
bations and ventilation (24 patients), presence of sequellae
of MI (even very high in the studied population) and throm-
bolytic therapy (20,7% very low versus the usual 60% in
AMI patients in the same center) did not influence mortality
in our group.

We concluded that cardiogenic shock caused mostly by
AMI had a severe, rapidly fatal in-hospital course, with a
very high 89.6% mortality, predominantly in the first 24 hours
from presentations The present studyiemphasizes the inabi-
lity of conservative management to offer a survival bene-
fitto patients in cardiogenic shock.

Acknowledgement

We bring many thanks,;te.Prof. Dr. George Litarczek for
his support and advice in this study.

Figure 1. Reasons for admission/presentation to the emergency department.
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Figure 2. Diagnosis on admission and type of acute coronary syndrome.
STEMI = ST-elevation acute myocardial infarction
Non STEMI = Non ST-elevation acute myocardial infarction
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Figure 3. ECG ischemic change
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Figure 4. Necessity of cardio-pulmonary resuscitation (CPR) and its success.
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Management of Corrosive Injury of Gastrointestinal Tract

Ruxandra Albu*, Gabriel Constantinescut, Adriana Dumitru*, Ana-Liliana Dumitru*®

Abstract

BACKGROUND: Ingestion of alkaline or acidic chemical is a
common event. Patients with caustic ingestion from Bucharest and
small towns near Bucharest are referred to our Hospital.

METHODS: We studied retrospectively 188 patients who
ingested caustic agents between January 2003-January 2004.

We studied the type of caustic, substance, mucosal injury, sys-
temic complications.

Caustic agents were mainly lye, strong acids ( hydrochloric,
sulfuric, acetic) , bleach products. Initial management of these
patients was to stabilize them and was focused on the immediate
damage to the upper gastrointestinal tract.

Upper endoscopy was done in the first 24 hours after presen-
tation; lesions were graded using a modification of the classifica-
tion proposed by Di Constanzo et al.

Unstable patients were admittedrinitheiintensive.care unitythe
mortality rate was 82%. None of them underwent surgery.

Mortality causes for theseipatients were perforation and ca-
tastrophic hemorrhage.

The grade of mucosal injury was predictive for the develop-
ment of strictures. 24% of patients with grade 2 lesions and 92,5%
of patients with grade 3'lesions developed strictures.

Treatment consisted of proton pump inhibitors, antibiotic and
total parenteral nutrition.

Esophageal strictures were treated with endoscopic'dilation.
Only 2% were complicated. Gastric dilation was unsuccessful.

Surgical treatment consisted of gastro/'stomas, esophagoplas-
ty, correction of gastric strictures.

CONCLUSIONS: Caustic ingestion is associated with a con-
siderable morbidity and mortality despite intensive supportive care.
(Revista de Medicina de Urgenta, Vol. 2, Nr. 1, 29-32)

Introduction

Caustic ingestion can cause a progressive injury of the
esophagus and stomach and often leads to severe morbidity
and frequently death.

There are few well designed trials examining the effects
of proposed specific therapy. That’s the reason why the treat-
ment outline is determined by personal experience and judg-
ment of the physician.

Caustic agents

Caustic gastrointestinal injury can be caused by an alka-
line or acidic agent.

*MD

* MD, University of Medicine and Pharmacy “Carol Davila*.
Gastroenterology department — Bucharest Emergency Clinical Hospital.
Author for correspondence; Ruxandra Albu albii@home.ro
Recieved November 20, 2004, accepted April 25, 2005.

The most common cause is ingestion of strong alkali
(sodium or potassium hydroxide) contained in drain clean-
ers, other household cleaning products, or disc batteries. The
term ,,lye® implies substances that contain sodium or potas-
sium hydroxide. Highly concentrated acids (hydrochloric,
sulfuric, and phosphoric acid) contained in toilet bowl or
swimming pool cleaners, antirust compounds, or battery
fluid, are less frequently ingested. Liquid household bleach
(5 percent sodium hypochlorite) ingestion is frequently
reported but rarely causes severe esophageal injury [1].

Specific for our country is lye used for home made soap.

The severity and extent of esophageal and gastric dama-
ge resulting from a caustic ingestion depends upon the fol-
lowing factors [2]:

— the corrosive properties of the ingested substance;

< the amount, concentration and physical (solid, liquid)

form of the agent;

— the surface of contact with the mucosa;

— the patients condition before the ingestion.

Physiopatholegy. Alkali-ingestion typically damage the
esophagus more than the stomach whereas acids cause more
severe, gastric injury. Aspiration of either acid or alkali can
also induce beth laryngeal and tracheobronchial injury. [3]

AlKkali-induced injury. Ingestion of alkali acutely results
in a penetrating injury called liquefactive necrosis. The injury
extends rapidly (within seconds) through the mucosa and wall
of the esophagus towards the mediastinum until the alkali
is buffered by tissue fluids. In the stomach, partial neutral-
ization of the ingested alkali by gastric acid results in a more
limited injury. Duodenal injury is much less common than
the involvement of the esophagus and stomach, respectively.

Extensive transmural damage may result in esophageal,
gastric, or duodenal perforation, mediastinitis, peritonitis,
and death [4]. This is most likely to occur with liquid prepa-
rations which coat larger mucosal surfaces. In contrast, solid
preparations generally cause oral, pharyngeal and laryngeal
injury because of difficulty swallowing solid particles and
local pain.

The process of liquefactive necrosis usually lasts three
to four days and is associated with vascular thrombosis and
mucosal inflammation, resulting in focal or extensive
sloughing and ulceration. Over the ensuing two weeks, the
esophageal wall becomes progressively thinner because of
sloughing and the development of granulation tissue and
fibrosis. Reepithelialization is usually complete one to three
months later.
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The likelihood of stricture formation depends upon the
depth of damage and degree of collagen deposition [5].

Death and severe complications primarily occur in pa-
tients with severe second-degree and third-degree burns (see
below) [6].

Acid-induced injury. Acid ingestion typically produces
a superficial coagulation necrosis which thromboses the
underlying mucosal blood vessels and consolidates the con-
nective tissue, thereby forming a protective eschar [7]. Be-
cause acid solutions cause pain upon contact with the oro-
pharynx, the amount of acid ingested tends to be limited. In
addition, in contrast to the more viscous alkaline solutions,
acid preparations tend to pass quickly into the stomach, caus-
ing less esophageal damage.

Management. The use of emetics is contraindicated
because vomiting reexposes the esophagus and the oropha-
rynx to the caustic agent aggravating the injury.

Nasogastric intubation to remove the remaining caus-
tic material is contraindicated.

Using neutralizing agents is contraindicated because
damage is generally instantaneous. Neutralization releases
heat which adds thermal injury to the chemical destruction
of tissue.

The patient which is asymptomatic, gives a reliable his-
tory of a low volume, accidental ingestion,of low concen-
tration acid or alkali, they are dischargedsand followed as
outpatients.

Symptomatic patients are admitted.

Life threatening complication of imjury are mediastini-
tis, peritonitis, respiratory distress, shock.

Clinical signs of critical patient are:

— severe injury of esophagus and.stomachdispneas-dys-
phagia, oral pain and edynophagia,'chestpain;abdom-
inal pain ,nausea and vomiting or hematemesis;

— impending airway obstruction: stridor, hoarseness, dys-
phonia, respiratory distress;

— acute peritonitis: abdominal guarding, rebound ten-
derness, diminished bowel sounds.

Patients and Methods

We have studied 188 patients hospitalized January 2003
—January 2004 in Emergency Hospital Bucharest for inges-
tion of a caustic agent.

We want to propose an algorithm of management of cor-
rosive injury.

We studied records for 188 patients referred to our hos-
pital last year.

Data were collected from medical records of the patients.

Types of caustic substance, mucosal injury, systemic and
gastrointestinal complications, treatment and survival were
scored.

Upper endoscopy was done with Olympus endoscopes-
GIF Q 145 andGIF Q 160.

Evaluation of causti lesions was done by 6 well trained
endoscopists.

Results

Patients were coming from Bucharest - 22%, small towns
-24% and 54% from the country side.

More women (56%) than men ingested caustic sub-
stances.

Ingestion was associated with suicidal intents in 70%
of cases.

Inadvertent ingestion - usually alcoholics (wrong bottle).

Caustic agents were: acids - 39% (hydrochloric, acetic,
phosphoric), alkali - 40% (sodium and potassium hydrox-
ide), lye -13%, liquid household bleach and unknown - 7%.

Specific for our country is lye used for home made soap.

Management

Current management was based upon our clinical expe-
rience.

33 of the patients who had ingested a small amount of
a caustic substance were discharged.

The other 155 of patients were hospitalized.

For these patients first we took chest and abdominal
films.

If theypatientswas hypotensiveghe received intravenous
fluids‘and blood products.

For patients with respiratory distress, laryngoscopy was
performed in order to evaluate the need for tracheostomy.

Patients with oropharyngeal injury were monitored
closely for the possible development of airway obstruction.

If the larynx was edematous.endotracheal intubation was
contraindicated and a tracheostomy was performed for air-
way control.

Endoseopy was~performed-as jsoon as possible after
admission-to-assess the-magnitude and extent of injury.

We are using modified Di Constanzo mucosal damage
grading system [9]:

Grade 0 — no mucosal damage

Grade | — edema/erythema — see image 1

Grade 2 — moderate ulceration and/or hemorrhage - see
image 2

Grade 3 — extensive ulceration and or hemorrhage - see
image 3

The unstable patients were admitted in the intensive
care unit.

22 of the patients were unstable in the emergency depart-
ment.

18 of these patients died from complications - mainly
perforation for 15 patients.

2 patients died from catastrophic upper digestive he-
morrhage.

1 patient died from sepsis.

There was no surgical intervention in these patients.

The other 4 patients were transferred in the gastroen-
terology department.

Patients admitted in gastroenterology department -159
patients:

- 50 had grade 1 lesions;

- 82 grade 2;
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- the rest of 27 had grade 3 lesions.

Patients with grade 1 required no therapy. A liquid diet
may be initiated and the patient may be advanced to a regu-
lar diet in 24-48 hours.

For grade 2 lesions liquids are allowed after 48 hours,
the patient should receive total parenteral nutrition.

30 patients developed esophageal stenosis. The caustic
substance was lye.

For grade 3 — patients are at a high risk of perforation.

Proton pump inhibitor were used to reduce concomitant
acid reflux injury during the acute phase of injury.

Also, we added antibiotics to prevent a superimposed
infection.

24 patients having grade 3 lesions developed gastric or
esophageal stenosis.

Prognosis is variable depending upon grade of eso-
phageal injury and the underlying medical condition of the
patient. 8]

Late complications — esophageal or stomach stricture -
in antrum of fasting patients in midbody in those who had
recently ingested food

98 patients admitted last year developed esophageal and
gastric stenosis.

Esophageal strictures (see image 4) were treated with
dilations to achieve and maintain an.adequate lumen.

We are using Savaty Guillard bougies, Olympus video-
endoscope GIF Q 145 andGIF Q k60s

Patients received proton pump inhibitors and a broad
spectrum antibiotic after dilation.

When the patient could swallow a semi liquid diet he
was discharged. He was askedsto come every week! for
esophageal dilation.

We tried to dilate with balloonan antral stenosis/ Finally
the patient was referred to surgery for distal gastric resection.

Esophageal dilations were complicated, with perforation
in 2% of patients and referred to surgery.

Surgical indications for surgery per primam in eso-
phageal stenosis were: technical problems for endoscopic
dilation, high strictures, esophageal pseudodiverticula, suspi-
cion or proved fistulas, patients who could not tolerate re-
peated dilations.

Surgical treatment consisted of gastrostomas, esophago-
plasty corrective interventions for distal strictures or perfo-
rations.

Discussions

Ingestion of alkaline or acidic chemicals is a common
event in our society.

Adults ingestion is deliberate — when occurred in alco-
holic, psychotic, suicidal subjects; inadvertent — they ingest
just a small quantity of the caustic substance

The initial management of these patients is focused on
the immediate damage of the upper gastro - intestinal tract.

As soon as possible the lesions are evaluated by upper
endoscopy.

Severity of mucosal damage and instability at presen-
tation are associated with high mortality.

Treatment is targeted to systemic complications: antibiotics,
correction of coagulation abnormalities and it is supportive.

Endoscopic dilations are useful only for esophageal stric-
tures.

Gastric strictures are referred to surgery.

The lifelong complications and catastrophe of caustic
injury make it one of the most challenging situations in gas-
troenterology.

There are few controlled studies for the management of
caustic injury, that’s why current management is based upon
clinical experience.

Patients should undergo endoscopy once stabilized, to assess
the degree of oropharyngeal, esophageal and gastric damage.

Then, patients with moderate to severe injury should be
restricted for any oral intake, placed on intravenous fluids
and observed for complications:

For those who require.a;long period without oral intake,
feeding should be initiated through total parenteral nutrition.

We are not using corticosteroids, because they are not
protecting against stricture formation and may produce seri-
ous side effects.

Late complications - esophageal or stomach stricture
should be treated with endoscopic dilations or surgery (when
endoscopy fails).

We don’t know yet if using naso-enteral tube for feed-
ing patients with severe lesions is better than total parenteral
nutrition because we used it just for two patients.

We don’t know either the incidence of gastric and eso-
phageal carcinoma; until now none of our patients had this
complication.

Unfortunately there are no attempts to control the pre-
sence of strong corrosives in our society.
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“Difficult Airways” management
(principles, equipment, techniques)

Luca Vasilescu*

Abstract

Key points in upper airways management are knowledge of
anatomy and physiology with a special concern for innervation, anti-
cipation of technical problems based on assessment of airway, and
finally, decision making based on clinical circumstances. Problems
are encountered with “difficult airways” and this is the reason why
focus is on defining and managing this issue. Airway instrumenta-
tion is a powerful noxious stimulus and therefore adequacy of using
different techniques and devices is challenging for the practitioner
that has to put in balance circumstances, indications and con-
traindications. Reviewing the available equipment and the tech-
nical clues for using it is one of the main purposes of this article
in order to collect for the specialist useful information. Possible
complications and adverse physiologic responses have to be kept
in mind and prevented and by this minimize their incidence.
(Revista de Medicina de Urgenta, Vol. 2, Nr. 1, 33-42)

Key Words

airway management, supraglottic ventilatory devices,
difficult intubation

Introduction

Responsibility of providing adequate ventilation for the
patient is of paramountsimporntancesAirwayymanagement
is a primary goal for the critical care practitioner. A patient
in need for an attitude directed towards a functional and
secure airway represents an urgent to emergent situation.
Indications for endotracheal intubation can be summarized
in four categories: 1. acute airway obstruction; 2. loss of
protective reflexes; 3. excessive pulmonary secretions; and
4. respiratory failure [1]. The fundamental principle Primum
non nocere keeps value and governs any action conducted
in this regard. Circumstances are always critical and rep-
resent a challenge for the specialist. Prompt and proper deci-
sion of the maneuver to be performed should consider the
following parameters.

* MD, Emergency Department, Bucharest Emergency Clinical
Hospital, Calea Floreasca 8, Sector 1, Bucharest, e-mail: luca.v @dnt.ro
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ABG - arterial blood gas

CPR - cardio-pulmonary resuscitation

COPA - cuffed oro-pharyngeal airway

ED — emergency department

ETC — esophageal- tracheal-Combitube

ETT — endotracheal tube

FOB — fiberoptic bronchoscope

LMA — laryngeal-mask-airway

TMJ — temporo-mandibular joint
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. Adequacy of actual ventilation (gas exchange)

. Hypoxia duration

. Patency of airway and cough presence

. Need for neuromuscular blockade (muscle tone, teeth
clenching, severe obstructive pulmonary disease, etc.)

. Cervical spine stability

6. Safety of technique and level of expertise (skill of

operator)

7. Available equipment and circumstances

The initial choice may succeed or not. If it fails difficul-
ty rises precipitously, time becomes critical, anxiety in-
creases, and error potential compounds, making the risk of
irreversible hypoxic injury progressive. In this situation, anti-
cipation and experience are invaluable.

Forethinking has a key role in airway management and
is closély linked to initial assessment and continuous moni-
toring.

In this regard, detailed knowledge of airway anatomy
and physiology is mandatory.

AW N =

(9]

Anatomy and physiology — Key Points

Nose and nasal cavity as the primary pathway for nor-
mal breathinghave the important function of air humidifi-
cation and warming. During quiet breathing, the resistance
to air flow through nasal passage accounts for two thirds
of total airway resistance and is twice that associated with
oral breathing.

Pharynx: “U” — shaped fibro-muscular structure that
extends from the base of the skull to the distal level of the
cricoid cartilage, conventionally bounded in: Nasopharynx
continuing the nasal cavity to the level of the soft palate,
Oropharynx continuing the oral cavity from the level of
the soft palate to the epiglottis and Laryngopharynx (Hipo-
pharynx) from the epiglottis to the vocal cords.

Larynx: cartilaginous skeleton held together by liga-
ments and muscles, composed of 9 cartilages (epiglottic,
thyroid, cricoid and (in pairs) arytenoid, corniculate and
cuneiform), extended between the level of cervical verte-
brae C3-Co.

Trachea Tubular structure, flattened posteriorly, that
begins opposite to the sixth cervical vertebra at the level of
the cricoid cartilage. It is supported along its 10-15 cm length
by 16-20 horseshoe-shaped cartilages to the bifurcation at
the carina at the level of the fifth thoracic vertebra.

Innervation: Sensory supply to the upper airway is
derived from the cranial nerves. Nasal mucosa is inervated
anteriorly by the anterior ethmoidal nerve originating in
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the ophthalmic division (V) of the trigeminal nerve and pos-
teriorly by the sphenopalatine nerves originating in the
maxillary division (V,). The palatine nerves provide sen-
sory fibers from the trigeminal nerve (V) to the hard and
soft palate. The lingual nerve, branch of the mandibular
division (V;) of the trigeminal nerve and the glossopha-
ryngeal nerve (IX) provide general sensation to the ante-
rior two thirds respectively posterior third of the tongue.
The glossopharyngeal nerve (IX) also innervates the roof
of the pharynx, the tonsils and the undersurface of the soft
palate. The vagus nerve (X) provides sensation to the air-
way below the epiglottis, to the larynx, by the internal la-
ryngeal nerve and the recurrent laryngeal nerve, above
and below the vocal cords respectively [2, 3, 4].

Fig. 1 Upper airway innervation. [X= glossopharyngeal nerve;
X- vagus nerve; SL- superiof laryngeal nervej [L- internal laryn-
geal nerve; RL- recurrent laryngeal nerve

Airway assessment-for difficult intubation

It is obvious that emergent intubation (i.e. apnea) leaves
no time for evaluation and optimizing conditions. In urgent
and elective situations, air exchange allows, more or less
thorough assessment of patient’s clinical situation, intravas-
cular volume status, hemodynamic stability and airway eva-
luation in order to formulate a coherent airway management
plan. Anticipation of the eventuality that mask ventilation
or glottis visualization is difficult and even impossible will
suggest if alternative techniques to direct laryngoscopy will
be necessary and if a more experienced individual should be
called for help. Systematic evaluation involves reviewing of
the following anatomic modifications and factors [2, 5, 6]:

» general (obesity, kyphoscoliosis),

> head shape - abnormal (microcephaly, hydrocephalus),

» neck: possible cervical spine injury, short neck, neck
mobility limitation (less than 35° flexion or exten-
sion) acquired by prior surgery, arthritis or immo-
bilizing devices,

» face: micrognathia, retrognathia, surgical scars, facial
trauma, and/or nasal, oral and pharyngeal bleeding,
small nares, facial pilosity (bearded patients) that
makes mask ventilation difficult or is hiding pre-
vious problems,

» mouth: limited opening by temporomandibular joint
disease, scars, scleroderma, tetanus. Also long or pro-
minent incisors may limit the normal, 2 or even 3 fin-
gerbreadth, mouth opening. High arched palate is also
associated with difficult glottis access.

> tongue and pharynx: tongue size relative to posteri-
or pharynx evaluates the possibility of glottis visu-
alization. Based on this the Mallampati classification
describes the relative room within the pharynx linked
with the ability of the examiner to visualize the soft
palate, the fauces, tonsillar pillars and uvula when
the patient has an open mouth and protruded tongue.
The main shortcoming is that test is more appropriate
for conscious and cooperative patients that can be
asked to protrude the tongue without phonating,

MALLAMPATI CLASS VISIBLE STRUCTURES

Class I Soft palate, fauces, uvula, tonsillar pillars
Class IT Soft palate, fauces, uvula

Class 111 Soft palate, base of uvula

Class IV Hard palate only

> jaw: short thyromental distance (Patil’s distance)
- distance that estimates the length of the mandible
and the available space anterior to the larynx. Less
than 3 fingerbreadth (aproximately 6 cm) between
the anterior prominence of the thyroid cartilage
and the tip of the mandible indicates that the lar-
ynx may appear more anterior and consequently
more-difficult to yisualize and to enter during laryn-
goscopy.

These predictors are derived from current anesthesio-
logy practice and cannot be simply extrapolated in other con-
ditions such as field or ED or even ICU where circumstances
(space and light) are less favorable.

Direct Laryngoscopy

Is the most common method of endotracheal tube (ETT)
placement due to its speed and high success rate but occa-
sional, previously mentioned situations, make this difficult
to achieve.

In patients with anatomic abnormalities, frequently more
than 2 intubation attempts are needed. This situation ac-
counts for approximately 5% of the general population and
direct laryngoscopy is impossible in 0.2 to 1% or even more
in the emergency setting [4,5]. Focus should be kept on tech-
nical clues, like positioning of the patient with abnormal body
habitus (obesity, pregnancy, kyphoscoliosis) and external
laryngeal manipulation by directing the cricoid and thyroid
cartilages with backward, upward, rightward pressure
(“burp”- maneuver), that may improve the laryngoscopic
view.[5]
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Difficult Airway Algorithm

If systematical evaluation is pleading for a difficult air-
way and if the circumstances allow, options for securing the
airway other than by direct laryngoscopy and obtaining
another expert opinion should be considered. Avoiding or
minimizing the risk of the critical situation “can’t intubate,
can’t ventilate* is the mainstay of any decision to be taken.
In this regard, the American Society of Anesthesiology
developed an algorithm for managing potential or confirmed
difficult airway. Even if focus is on operating room cir-
cumstances, the principles are suitable for any critical care
situation.

Considering the presence or absence of spontaneous ven-
tilation, the management options are [2,5]:

1. Spontaneous ventilation present or ability to control

ventilation assured

» Awake intubation by direct laryngoscopy or blind

naso-tracheal intubation

Fig. 2 Difficult airway algorythm (modiffied from [2, 5])

Difficult Airway Re€ognized

Laryngeal mask airway (LMA) (guided)

Indirect laryngoscopy

Flexible fiberoptic intubation

Retrograde/ guidewire techniques

Awake tracheostomy

2. No spontaneous ventilation, visualization of the glot-
tis and mask ventilation impossible

» LMA, Cuffed Orofaringeal Airway (COPA), Eso-

phageal Tracheal Combitube (ETC)

» LMA guided intubation

» Needle cricothyrotomy, insuflation or jet ventilation

» Percutaneous or surgical cricothyrotomy/ tracheos-

tomy

YV VVVYVYY

Early decision shift towards these alternative methods
avoids repeated failed intubation attempts leading to pha-
ryngeal bleeding and periglottic edema with potentially cat-
astrophic results.

Unrecognized Difficult Airway
or Emergent Airway

Combative patient

Uncooperative patient

Y
Spontaneus ventilation

— Preparation
— Call for Help

Y

Expert Help
Awake intubation
— Direct laryngoscopy
— Blind nasal intubation (if spontaneous
breathing)
Flexible fiberoptic technique

= l

Fail

'

Expert Help
— Surgical airway

Succed

+'General Anésthesia
+ Neuromuscular blocker
(with caution)

Manual mask LMA
ventilation No _ ;
> ETCombitube
possible Needle
+ Yes cricothyrotomy
Dircct > Call for Help
laryngoscopy

Blind nasal intuba-
tion (if spontaneous

breathing)
[luminating Expert Help
technique — Flexible/rigd fiberoptic
technique
l l — Retrograde technique
— Surgical airway
Succed Fail —>
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Airway adjuncts —
Supraglottic ventilatory devices

Laryngeal mask (LMA) is used in place of a face mask
or endotracheal tube to facilitate ventilation; to facilitate pas-
sage of an ETT or of the bronchoscope; to aid in ventila-
tion during fiberoptic bronchoscopy (FOB). Standard
reusable LMA is autoclavable and made of silicone rubber
(latex-free). It consists in a wide bore tube with a proximal
standard 15 mm connector and whose distal end has an ellip-
tical cuff that can be inflated through a pilot tube. The cuff
is designed with aperture bars to prevent the epiglottis from
occluding the lumen of the device. The deflated cuff is insert-
ed with the index of the dominant hand, blindly in the pha-
rynx behind the tongue so that, once inflated, the cuff forms
a low-pressure seal around the entrance into the larynx. This
requires an anesthetic depth greater than that required for
the insertion of an oral airway (Guedel). The requirement
for adequate anesthesia makes the LMA generally unsuit-
able for use in the conscious emergency room patient. An
ideally positioned cuff is bordered by the base of the tongue
superiorly, the pyriform sinuses laterally, and the upper
esophageal sphincter inferiorly.
the cuff is correctly positi

Insertion of LMA has the following technical clues [4]:

Choose the appropriate size (see table)

Check for cuff leaks and aspect

Lubricate only the back side of the cuff

Provide adequate anesthesia (regional nerve block

or general); Propofol with opioids recommended.

(some professionals frequently use also succinyl-

coline)

» Index finger should guide the cuff along the hard
palate and down in the hipopharynx until an
increased resistance is felt and longitudinal black line
should always be pointing cephalad

> Inflate the correct amount of air (see table 1)

» Obstruction after insertion is usually due to a down-
folded epiglottis or transient laryngospasm

» Avoid pharyngeal suction, cuff deflation, or laryn-

geal mask removal until the patient is awake (cough-

ing and opening mouth on command) [4]

VVYY

Table 1. LMA cuff volume related
to different-sized patients [4,6]

g) | Cuff volume (ml)
2-4

Upto7

up to 10

. Child ) up to 15
INA DEYRGENTA | »-
4 Normal adult up to 30

5 Large adult up to 30

While the standard insertion method involves total cuff
deflation, some clinicians do insert the LMA with the cuff
partially inflated.

It may be used even by personnel with little experience,
in order to obtain adequate tidal volumes and control venti-
lation.

Contraindications to LMA use are intact gag reflex,
pharyngeal pathology or obstruction, full stomach, preg-
nancy, hiatal hernia, obesity and low pulmonary compli-
ance requiring peak inspiratory pressures greater than 20
cmH,0.

LMA should not be taken as a substitute for tracheal intu-
bation and it is more likely a substitute for mask ventila-
tion. Comparing the advantages and disadvantages of these
devices is helpful in taking the appropriate decision (Table
2 and 3) (modified after [4]).
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Table 2. LMA compared with face mask

Advantages

Disadvantages

Hands-free after insertion, easier to maintain

More invasive

Better seal in bearded patients

More risk of airway trauma

More space for facial and ENT surgery

Requires new skill

Protects against airway secretions

Deeper anesthesia required

Less facial nerve and eye trauma

Requires TMJ mobility

Less operating room pollution

Multiple contraindications

Table 3. LMA compared with endotracheal intubation

Advantages

Disadvantages

Less invasive

Prone or jackknife position cannot be used

Less anesthetic depth required

Less secure airway.

Useful in difficult intubations

Limits maximum PPV

Less tooth and laryngeal trauma

Can cause gastric distention

Less laryngospasm, bronchospasm, and other physiologic reflex response

Increased risk of G-I aspiration

Does not require muscle relaxati

Does not require neck mo

Less risk of esophageal

Although it is not a
tion, the LMA has prov
rizing measure in patients witl
its ease of insertion and relat1ve1
t0 99%) [4]. It can be Uséd-also]
stylet, ventilating jet stylet, ﬂex1b1e FOB or small diame-
ter (6.0 mm) ETT [4, 6].

h success rate 5%

ing | 8 duSeuliat

Cuffed Oropharyngeal Airway (COPA) is a modified
Guedel orofaryngeal airway with a standard 15 mm con-
nector at its proximal end and an asimetrycal cuff that allows
a seal of the hypopharynx. It is available in 4 sizes: 8,9,10
and 11 cm and it is blindly inserted with a success rate com-
parable to the LMA. A study of COPA versus LMA in a con-
trolled situation in normal patients has shown that LMA had
consistently higher leak pressures and returned greater tidal
volumes than the COPA [4, 6].

Esophageal-tracheal Combitube is a two-lumen - two-
cuff tube, each lumen ending on the proximal end with a
standard 15 mm connector. It is designed to ventilate the
lungs whether inserted in the esophagus or the trachea. The
tracheal lumen, which is shorter, has an end-hole while the
longer lumen (esophageal) is occluded but has small side-
holes in the pharyngeal area, between the two cuffs. The
distal small-volume cuff (15 cc) seals either the trachea or
the esophagus while the proximal large volume cuff (100
cc) seals the hipopharynx [6]. It is blindly advanced until
the black ring markers on the tube are positioned at the teeth.

in order to seal the
is inflated. Ventilation
cal lumen first, so the gas
is forced throu h the small side holes, and lungs are checked
re heard, the tube has
entered the trachea and Ventllatloh is attempted through the
tracheal lumen. Care must be taken to avoid excessively deep
placement of the tube, which obstructs the glottic opening.

f is inflated

Fig 4. Esophageal tracheal Combitube

Revista de Medicind de Urgentd, Vol. 2, Nr. 1: 33-42 37



Luca Vasilescu

Combitube is available in two sizes: 41-Fr for male
adults and 37-Fr for women and small adults. The tube enters
the esophagus 95% of the time [6]. In this situation, the
stomach can be aspirated through the tracheal lumen.

A redesigned Combitube with a larger pharyngeal ori-
fice has been found effective in providing a conduit for tra-
cheal suctioning, FOB and the use of a guide wire for tube
exchange.[4].

Studies have shown a high rate of success in insertion
of the ETC as a first line airway and also when it is used as
a second choice after failed intubation. In addition, it has been
successfully used in CPR. ABG of patients ventilated through
ETC where nearly identical to patients with ETT [5].

Compared with LMA, Combitube provides a better seal
and better protection of the airway against aspiration but it
can be used only for adults (age > 15 years, height > 150
cm) because the pharyngeal cuff can occlude smaller size
airway. Another disadvantage is that transition from ETC
to a regular intubation is more difficult than with LMA [4].
Contraindications are intact laryngeal or pharyngeal
reflexes or known esophageal pathology (caustic burns).
Complications as subcutaneous emphysema and pneumo-
mediastinum have been mentioned With ETC use [5].

Conscious (“Awake”) Intubation

After appropriate sedation, topical anesthesia, and/or
nerve blocks such intubations/can be performed with mini-
mal discomfort in the conscious _patient.

Indications include a history or anticipation of a diffi-
cult intubation, severe[risk-foraspiration orhemodynariic
instability.

Drugs for sedation

Narcotic analgesics are the key to facilitating conscious
intubation because they afford mild sedation, analgesia, and
reduction in airway reactivity that may result in cough, bron-
chospasm and hemodynamic impairment.

The overall characteristics of Fentanyl have made it the
most useful drug in such procedures. The dose requirements
vary greatly (25-500ug), the drug should be administered in
small increments, the effect is easily reversed with Nalo-
xone if respiratory depression results [2].

In order to afford more sedation than moderate dose nar-
cotics provide, a second drug is usually given such as Dro-
peridol, a butyrophenone, without adding too narcotic-induced
respiratory depression. Another choice is a benzodiazepine
(Midazolam) which provides also anterograde amnesia, but
care should be taken regarding respiratory depression. The
disadvantage using benzodiazepine is decreased level of con-
sciousness that results in loss of verbal contact with the
patient [2].

Topical anesthesia / Anticholinergics

Before difficult intubation, an anticholinergic is advised
in order to blunt response to airway instrumentation, being

also useful to improve visualisation by decreasing secretions
that also are diluting and washing-off topical anesthetics.

Anesthesia of the nares and nasopharynx should be added
to vasoconstriction by using a lidocaine 4% -phenylefrine
0.25% combination. Further application of lidocaine gelly
on the ETT will complete blunting of the sensory input from
the nasal mucosa [2].

The tongue and oropharynx can be anesthetized with 10%
lidocaine spray as well as supraglottic and glottic structures.

Trachea and subglottic structures can be anesthetized by
a translaryngeal (transtracheal) block. This consists in
injecting quikly with a needle 23-gauge or a 14-16-gauge IV
catheter of 2-4 ml of lidocaine 2 or 4% through the cricothy-
roid membrane in the trachea at the end-expiration.
Following cough, trachea and supraglottic structures are
anesthetized as well. The catheter can be left in place and
used for transtracheal jet ventilation or placement of a wire
for retrograde intubation [4].

Nerve blocks

Glossopharyngeal block (fig. 5) cuts the sensory input
from the areas of the tongue and oropharynx by blocking the
lingual Mi€ive and pharyngeal branches of the glossopharyn-
gealdierve.

Fig. 5 Glossopharyngeal block [4]

This is easily achieved by injecting bilaterally at the base
of the palatoglossal arch 2-3ml of lidocaine 1% with 22-gauge
spinal needle [4]. Aspiration is mandatory in order to avoid
intravascular delivery of the anesthetic. This block is accept-
able with a full stomach and does not affect airway integrity.

However, controlled studies have shown that lidocaine
gargling followed by spray application of 10% lidocaine is
equally effective.

Superior laryngeal nerve block will anesthetize the air-
way below the epiglottis. This is done by locating the hyoid
bone and injecting, 1 cm below each greater cornu, 3 ml
of lidocaine 2% and by this blocking the internal branch of
the superior laryngeal nerve at the penetration point of the
thyrohyoid membrane [4]. This block is contraindicated by
coagulopathy, local pathology or full stomach.
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N\ o

Fig 6. Superior laryngeal nerve block and transtracheal block [4]

Subglottic airway is blocked by transtracheal block as
previously described.

These blocks allow the awake patient to better tolerate
intubation by obtunding protective reflexes (cough, swal-
low) but the risk of aspiration is increased as well as tran-
sient obstruction due to the the loss of re
caliber.

Blind nasotraches

Nasal intubation
goscopy is imposible.
fortable than oral intubation i
neck, suspected cervical injury or restricted neck motion,
clenched teeth, oral ianMSTAlBEﬁM]EB
of the laryngoscope. Nasal intubation is equally possible in
anesthetized and awake patients and in the sitting position
for patients with congestive heart failure or kyphoscolio-
sis that cannot tolerate lying flat [5].

The patient is encouraged to breathe spontaneously in
order to facilitate blind intubation. The tube is lubricated with
lidocaine jelly and advanced through the nares, at a plane
perpendicular to the face, during inspiration, until maximum
breath sounds are heard (usually 14-16 cm in adults). Breath-
holding and coughing signal close proximity to the larynx.
The tube is then inserted into the glottis during inspiration.

Several technical maneuvers can help [2,4,6] :
¢ Extension of the neck will guide the tube more ante-
riorly

e Rotation of the head will guide the tube laterally
e Laryngeal pressure may guide the tip of the tube into
the glottis

o A C-shaped stylet can be put inside the tube

e Magill forceps inserted through the mouth can also
direct the tube associated or not with direct laryn-
goscopy. Care should be taken not to damage the cuff.

ICINA DE

o Voluntary tongue protrusion will inhibit the swallowing
and guide the tube anteriorly

e Partial cuff inflation (15 ml) in the hipopharynx will
also direct the tip anteriorly

Contraindications to nasal intubation make this choice
less frequent. Apnea is a major contraindication because try-
ing to place the tube without respiration as a guide is futile.
Other contraindications are relative but significant: coag-
ulopathy, facial and basilar skull trauma, intranasal disor-
der or tumor, expanding neck hemathomas, patient com-
bativeness (if not controlled with sedation), as well as
adverse effects: bacteriemia, sinusitis and pharyngeal lac-
eration.

Flexible Fiberoptic Intubation

Fiberoptic bronchoscope (FOB) (Fig.7) is used for intu-
bation when neck movement is to be avoided or when a dif-
ficult to manage airway is known or predicted. Indications
are unstable cervical spine, expanding neck masses, upper
i i i acial and airway, burns, and anatomic
asal intubation.

Fig. 7 Flexible Fiberoptic Bronchoscope [3]
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It is considered a very reliable approach to difficult air-
way management and has more universal application than
any other technique. It can be inserted nasally or orally for
both upper and lower airway problems in patients of any
age and in any position. Secretions or blood can impair visu-
alization and therefore a vasoconstrictor is needed.
Contraindications are relative and represented by severe
midface trauma and coagulopathy, active airway bleeding
or vomiting. Apnea may represent a contraindication for the
inexperienced operator. Shortcomings are also represented
by the cost and fragility and the fact that it requires more
training than any other equipment.[4,6]

Light Wand / Lighted Stylet (Fig. 8)

Intubation can be performed using a malleable stylet with
an atraumatic lighted tip connected to to a light source. This
light wand allows transillumination of the anterior neck tis-
sues when inserted in the trachea. In the trachea, the light
is bright, but in the esophagus, the light is less intense and
more diffuse. Several studies have shown the lighted stylet
to have a very high success rate (454/ 459 in anraggregate
study) [3] in patients with'known or anticipated difficult air-
way.

Fig. 8. Trachlight [3]

The failed intubations were in morbidly obese patients
in whom transillumination was difficult. This technique may
be particularly useful in patients with restricted neck move-
ments or mouth opening, in facial trauma and also when
the FOB is not available (ambulances, ED) or bronchoscopy
is difficult to perform. Contraindications are polyps,
retropharyngeal abscess, tumor, laryngeal fracture or other
airway pathology like in any other blind technique [6].

Indirect Rigid Fiberoptic Laryngoscopes (Fig. 9)
Are designed for the same patients as those considered

for FOB (limited mouth opening or neck movement). Because
of their anatomically shaped blade, the alignment of oropha-

ryngeal and laryngeal axes is not necessary and no manipu-
lation of the neck is needed. It can be used in awake as well
as in unresponsive patients Compared with FOB they are
hard and control soft tissue better, more portable, allow bet-
ter management of secretions and are not so costly. Also
less training in their use is required.

Fig. 9: Bullard Laryngoscope [3]

Bullard laryngoscope has proven itself useful in diffi-
cultairway and there is a significant learning curve with
this device. Bullard Elite Laryngoscope, the recent version
of the Bullard laryngoscope, is the only indirect laryngo-
scope that incorporates attachable metal stylets. It has also
a channel for oxygen insufflation, suction, and instillation
of local anesthetics [35.6].

UpsherScope is the simplest in design, has a C-shaped
delivery slot on the right side of the instrument. Only an
adult siz¢ s [available.

WuScopeTis similarto the previous ones, with a han-
dle, an anatomically designed blade, a fiberoptic view port
with a fiberoptic rhino laryngoscope and a port for oxygen
insufflation. The system accounts for better visualization
capacity but the cost is higher.

The major difficulty in using these devices is the inabil-
ity to visualize the larynx because of blood, emesis or secre-
tions or inability to place the tip of the blade under the
epiglottis [6].

Retrograde Intubation

It is a technique especially useful in patients with cer-
vical spine injuries, abnormal anatomy, or who have suf-
fered airway trauma. It consists in passage of a wire or plas-
tic stylet through the cricothyroid membrane that is
coughed out in the larynx and further in the oropharynx. It
can be done in the anesthetized or the conscious patient. If
the patient is conscious, the maneuver should be preceded
by transtracheal topicalization. The tracheal tube is then insert-
ed over the wire, which is held in with mild tension. The tip
of the tube may catch the anterior commissure and therefore
not pass. Technical tricks may be used such as turning the
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tube, loosening the wire or threading the tube onto the wire
via the Murphy eye [3, 4].

Because the technique is performed blindly, it is impor-
tant to be cautious in order to avoid worsening of preexisting
conditions. If the practitioner is not experienced in this tech-
nique, it should not be considered in a “difficult airway”
intubation.

Recently a needle holder has been developed that reduces
undesired events when the wire is introduced in the trachea.[6].

Cricothyrotomy

Needle cricothyrotomy Inability to provide oxygen to
the trachea via other means makes urgent performance of
cricothyrotomy or tracheostomy necessary. In the emergency
setting, cricothyrotomy is a safer and timelier option than
tracheostomy. It should be performed with catheters at least
4 cm long and up to 14 cm in adults. Standard catheters are
subject for kinking and this is the reason that leads to a spe-
cial 6-Fr emergency transtracheal airway catheters produc-
tion (Cook Critical Care). They are introduced using the
Seldinger technique through the cricothyroid membrane. An
upgrade to such catheter is,the presence of a durable, clas-
tic, high-volume, low-pressure cuff that seals the/airway [6].

Surgical cricothyrotemy is perforfied.by making an
incision through cricothyfoid membrane using a scalpel after
which an ETT is inserted. This is thesumost rapid technique
and should be used when equipment for less invasive tech-
niques is unavailable and situation is critical.

Tracheostomy

Consists in establishing transcutaneous access to the tra-
chea below the level of the cricoyd cartilage. It may be ne-
cessary when acute airway impairment occurs in children
whose cricothyroid space is considered too small for can-
nulation, as well as in persons with laryngeal pathology with
effect on the local anatomy.

Percutaneous dilatational tracheostomy is the most
commonly performed tracheostomy technique. It is con-
sidered the last option because its invasiveness and trauma
to the tracheal wall. The technique is also not recommended
for emergency tube placement in patients with an enlarged
thyroid gland.

Translaryngeal tracheostomy can be performed at the
bedside. It is a newer tracheostomy technique considered safe,
and cost-effective. If compared with percutaneous dilation-
al technique it is less invasive and has fewer complications.
The method (Fantoni technique) consists of making the stoma
outward by inserting a tracheal tube into the mouth and
pulling it retrograde outside the neck, through the larynx
using a guidewire introduced in the trachea. The tracheal
rings are simply spreaded apart. It is also considered bene-
ficial in patients who are coagulopathic[6].

Surgical tracheostomy is the most invasive and should
be performed in a sterile environment in an elective man-
ner. It is a non-emergent airway performed for patients with
stable airways when intubation is impossible via oral or nasal
route, patients in whom prolonged intubation is anticipat-
ed (> 2 weeks) and patients who have been intubated tran-
slayngeally for more than 3 days[5,6].

There are not absolute contraindications to tracheosto-
my because this is a lifesaving procedure. However the ben-
efits should be weighted when there is a a coagulopathy,
an infection of the neck or inability to extend the neck [4].

Transtracheal Jet Ventilation

The use of high gas flow rates (15-40 liters/min) through
the transcricoid or transtracheal catheter will permit venti-
lation. This can be achieved with a special device similar
to an automobile tire inflator or directly from a wall or cylin-
der high-pressure oxygen delivery system through a 3-way
stopcock attached to some tubing. Short bursts of oxygen
will allow oxygenation and limit the risk of barotrauma but
in the sametimereare should be taken for the gas to escape
by mdintaining airway open by chin-lift maneuver or Guedel
airway. Complications are not infrequent: pneumothorax,
pneumomediastinum, subcutaneous emphysema [5, 6].

Physiologic responses to airway
instrumentation and Complications

Laryngoseopy and intubatiensarie powerful noxious sti-
muli’by vielating'the patient’s protective airway reflexes and
the responses may have deleterious respiratory, neurological
and cardiovascular effects. This stressful condition predictably
leads to violent cough, hypertension and tachycardia. A
deeper level of anesthesia is needed to blunt this response
compared to the response to surgical incision. In this regard,
laryngoscopy and intubation should be considered a very
invasive procedure. Hemodynamic changes and dysrhyth-
mias (particularly ventricular bigeminy) can be attenuated
by administering iv lidocaine (1,5mg/kg), fentayl (0,5-5ug/kg),
remifentanil (1pg/kg), alfentanil (10-20 pg/kg) before laryn-
goscopy. There is a high-risk population with coronary artery
disease, asthma, high intracerebral pressure [2, 4, 5].

Hemodynamic changes: Pressor response — hyperten-
sion and tachicardia occur as a result of sympathetic sti-
mulation and begin within 5 seconds, plateaus approximately
1 minute and returns to baseline at 5 minutes. Increased
intracranial pressure and increased intraocular pressure
do not have a fully cleared physiopathology but seem like
having the same afferent pathway and sympathetic mecha-
nism. Vagal response, more common in children, may result
in bradicardia or sinus arrest. Hypotension is common after
tracheal intubation due to reduced venous return consequent
to PPV and the decreased cardiac output can precipitate
arrhythmias or cardiac arrest. Sedative agents can also act
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on peripheral vasculature or myocardium with a hypoten-
sive effect and the rare development of postintubation pneu-
motorax can also contribute to hypotension [2, 4, 5].

Airway trauma. Laryngoscopy and intubation can lead
to a range of complications from tooth damage, lip, tongue
or mucosal laceration, dislocated mandible, retropharyngeal
injury and sore throat, to tracheal stenosis. Most of these are
due to instrumentation and pressure on delicate and sensitive
airway structures. The cuff pressure needed to seal airway is
usually 20 mmHg and reduces the tracheal mucosal blood
flow by 75%. When the pressure exceeds the capillary-arte-
riolar blood pressure (30 mmHg), tissue ischemia can lead
to a sequence of inflammation, ulceration, granulation and
stenosis[4]. Repeated laryngoscopy attempts during diffi-
cult intubations are most frequently leading to pharyngeal
bleeding and periglottic edema with the inability to venti-
late, thus turning a bad situation into a life-threatening one.
Delayed injuries due to direct wounds and tissue edema are
postintubation croup, vocal cords paralysis associated with
hoarseness and increased risk of aspiration[5].

A special concern for the practitioner facing a difficult
airway situation is laryngospasm. Laryngospasm is a force-
ful, involuntary spasm of the laryngeal musculature caused
by sensory stimulation of the superior laryngeal nexve. It re-
presents an abnormal sen$itive reflex toinhaled agents, secre-
tions or foreign bodie$. It is usually prevented by maneu-
vering patient either deeplysasleep orfully.awake, but it can
still occur. Treatment conSists in administering positive pres-
sure ventilation by bag valvednd mask with 100% oxygen
or administering iv lidocaine. If'it persists and hypoxia devel-
ops succinylcoline (0,25-1mg/kg).should be'given,in order
to paralyze the laryngeal muscles [2]. Consequent relaxation
of pharyngeal muscles may: lead-fo upper airway\obstruc:
tion and continued inability to ventilate.

Another method of relieving laryngospasm consists in ante-
rior displacement of the mandible and in the same time apply-
ing digital pressure in what is called “laryngospasm notch” (see
Fig. 10). This is behind the ear lobule in a point bounded ante-
riorly by the ascending ramus of the mandible, posteriorly by
the mastoid and cephalad by the base of the skull [4].

Pressure is applied firmly inward and toward the base
of the skull on each side with the index or the middle fin-
gers while at the same time lifting the mandible.

The large negative intrathoracic pressures generated by
the struggle in laryngospasm can lead to pulmonary edema
even in young adults [4].

Base of skull

Pressure point

Mastoid process

Condyle

Fig. 10 “Laryngospasm notch” [4]

Bronchospasm as reflex response to intubation is most
frequent in asthmatic patients. It can also be a clue to endo-
bronchial intubation.

Tube malpositioning and malfunction. Esophageal
intubation, over insertion of the ETT in the right main
bronchus or cuff positioning in the larynx as well as valve
or cuff damage or tube obstruction are not unusual events
with deleterious effects if not catastrophic. Checking and
excluding each of these eventualities is mandatory [2, 5].

Conclusions

Oralland nasal ntubations can be performed in awake
and anesthetized patients by rigid laryngoscopy, fiber optic
visualization-or {‘blind” technique guided or not in at least
12 possible methods of passing ‘an ETT tube through the
larynx. Alternative techniques of preserving an airway using
LMA, Combitube, cricothyrotomy or tracheostomy can be
added. Circumstances (location, pathologic, available tools
and skills) are of paramount importance for the adequate
decision to be taken in order to overcome a “difficult air-
way”. Therefore, clearheaded assessment of the actual sit-
uation, anticipation of further events and skillfulness are the
key of successful difficult airway management.

References

1. Kaur S, Heard OS. Airway management and endotracheal intu-
bation. In: Irwin RS, Cerra FB, and Rippe JM, editors, Intensive Care
Medicine. Boston: Lippincott Williams and Wilkins, 1999: 1-15.
2. Stone DJ and Gal TJ : Airways management. In : Miller RD
editor. Anesthesia. Fifth edition. Philadelphia: Churchill
Livingstone; 2000. p.1414-1451.

3. Clinton JE and McGill JW : Basic Airway Management and De-
cision Making. In. Roberts J, Hedges J, editors. Clinical Procedures
in Emergency Medicine. Philadephia: W.B. Saunders; 1998. pp. 1-44.

4. Larson PC. Airway Management. In: Morgan, Jr. GE, Mikhail
MS,.Murray MJ, editors. Clinical Anesthesiology. Third edition.
McGraw-Hill; 2002. pp. 59-86.

5. Freid E. Airway Management: New and Innovative Techniques.
Society of Critical Care Medicine-6 Critical Care Refresher Course.
San Diego. Cal. 2002. pp. 59-68.

6. Hagberg CA. Current Concepts in the Management of the
Difficult Airway. ASA.refreshment course 2001 vol 29 chapter 13.

42  Revista de Medicind de Urgentd, Vol. 2, Nr. 1: 33-42



REFERATE GENERALE

Revista de Medicina de Urgentd, Vol. 2, Nr. 1: 43-47
© Asociatia de Medicina de Urgenta si Dezastre

Intoxicatia cu ciuperci II
(aspecte clinice si tratament)
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Abstract

Each toxin involved in the mushroom poisoning generates dif-
ferent clinical aspects. The period between uptake and the develop-
ment of symptoms may help in recognition the toxic syndrome (rapid
or delayed onset), but this is not an absolute criteria. Most of the time
the treatment is a supportive one and only few toxins have specific
antidotes, some of them being founded only on theoretical basis.

Further on, we present the data regarding the mushroom poi-
soning in our hospital in 2003. (Revista de Medicina de Urgenta,
Vol. 2, Nr. 1, 43-47)

Key words:
toxins, clinical features, treatment, antidotes.

INTOXICATTACU AMATOXINA

Tablou clinic

Intoxicatia cu amatoxina este prezenta in cazul ingestiel
de ciuperci din genul Amanita, Galerina,"Lepiota, Conocybe.
Tabloul clinic se instaleaza tardiv, la 612 ore de la.ingestie,
chiar 24 de ore [1, 2, 3, 4]. O instalare mai rapida a simp-
tomelor nu exclude ingestiawdejamatoxine;-in-conditiilerin
care au fost ingerate mai multe specii de ciuperct [1]-De
multe ori, datorita instalarii tardive, pacientii nu pot aso-
cia simptomatologia cu ingestia de ciuperci [2, 5].

Sunt descrise 1n literatura 4 faze ale toxidromului (dupa
alti autori 3 faze) [2, 3, 5]. O prima faza este cea asimpto-
matica, latenta, care in medie dureaza 10 ore. Este urmata
de faza gastrointestinala , cu durata de maxim 24 de ore [2],
in care pacientul dezvolta o forma de gastroenterita severa
cu diaree profuza, cu continut muco-sanguinolent, uneori
de tip holeriform, varsaturi care pot fi sanguinolente, co-
lici abdominale, slabiciune generalizata, febra, tahicardie,
hipotensiune, diselectrolitemii. Pe fondul necrozei mucoa-
sei se poate instala ileusul paralitic [1, 2, 5, 7].

A doua faza este cea de aparenta vindecare, cu o remitere
partiala sau totala a simptomatologiei In urmatoarele 1-2
zile, perioada in care pacientii risca sa fie externati, conside-
randu-se vindecati [2]. Este perioada in care se initiaza hepa-
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tocitoliza; apar cresteri ale transaminazelor, fosfatazei alca-
line, bilirubinei, amoniemiei, timpului de protrombina. La 1-6
zile, de obicei in a patra zi de la ingestie, apar manifestarile
fazei hepatice cu tablou clinic de insuficientd hepatica ful-
minanta (icter, echimoze sau petesii) si cu posibila asociere
a insuficientei renale (de regula in a treia zi), cardiace, a pan-
creatitei acute, coagularii intravasculare diseminate.

Evaluarea initiala a statusului volemic este foarte impor-
tanta ca si urmarirea semnelor de disfunctie hepatica sau
de alterare a statusului mental. Cel mai fidel indicator al
severitatii intoxicatiei il reprezinta timpul de protrombina
(PT) [1].

O treime din pacientii care au ingerat specii de Amanita
decedeaza 1n lipsa unui tratament [2]. Majoritatea pacientilor se
reface dupa una sau mai multe saptaméani de la ingestie, dar o
parté din cei care recupereza ramane cu un grad de disfunctie
hepatica. In cazurile severe, care evolueaza cu insuficienta hepa-
tica fulminanta, decesul survine la 7 zile de la ingestie [7].
Evolutiile fatale sunt asociate cu varsta sub 10 ani, scurtarea
perioadei de latenta si coagulopatie severa [5, 6]. Mortalitatea
ridicata la copii se explicaprintr=o absorbtic mai mare pe kilo-
gramcorp, in conditiile unei greutati corporale mai mici [3].

Tratament

in faza de prespital, se vor avea in vedere masurile de
sustinere a functiilor vitale. In departamentul de garda se vor
urmari urmatoarele etape: scaderea absorbtiei toxicului, cres-
terea eliminarii lui, tratamentul de sustinere, administrarea
de droguri care impiedica intrarea amatoxinei in hepatocit.

Tratamentul de sustinere administrat precoce, presupune
hidratare agresiva cu solutii electrolitice si glucoza, sub con-
trolul ionic si al glicemiei si corectia coagulopatiei (admi-
nistrarea de plasma proaspata congelata — PPC, vitamina
K), fiind esential in managementul intoxicatiei [2, 5, 6, 7].

In ceea ce priveste scaderea absorbtiei toxinei, aceasta
se poate face prin lavaj gastric daca varsatura nu s-a pro-
dus, eficient in decurs de 1 ora de la ingestie. Depasirea aces-
tui interval face incerta eficacitatea sa [1,3,4], desi s-au gasit
toxine 1n aspiratul duodenal chiar la 36 de ore de la ingestie,
astfel Incat, unii autori recomanda lavajul gastric intarziat
[2]. Administrarea de carbune activat este indicata ca urmare
a puterii sale mari de adsorbtie a toxinei, reteaua de pori
putand adsorbi 100—-1000 mg drog/ 1 g carbune. Efectul este
maxim daca se administreaza in intervalul de 30 minute de
la ingestie. Doza este de 1 g/kge (30—-100g), administrat per
os (pe sonda nazo-gastrica), repetat in doza de 0,51 g/kgc
la fiecare 2—4 ore, pentru cel putin 48 ore, pentru a Intrerupe
intrarea amatoxinelor in circuitul entero-hepatic [1, 2, 4, 6].
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La copii, se administreaza in doza de 1-2 g/kge (15-30g),
de asemenea repetat 0,5-1 g/kgc la fiecare 2—4 ore) [1].

In cadrul masurilor de scadere a absorbtiei toxicului mai
sunt amintite substantele catarctice [1,3], desi de obicei nu
sunt necesare, avand in vedere faptul ca diareea este un ele-
ment important al tabloului clinic [2] si aspiratia gastroin-
testinala, al carei beneficiu in prezent este doar teoretic,
fiind citata pentru rolul de a elimina toxina recirculata
entero-hepato-biliar [3, 4, 6].

Cresterea eliminarii toxicului se face prin fortarea
diurezei (cu mentinerea unei diureze de 100200 ml/ora),
hemodializa, hemoperfuzie, plasmafereza [3, 6]. Ultimele
trei metode de multe ori sunt ineficiente ca urmare a prezen-
tarii tardive la camera de garda, avand eficacitate maxima
in primele 24 ore de la ingestie [4, 5, 7]. Desi citata de unii
autori, plasmafereza nu se suprapune totusi pe mecanismul
de transport al amatoxinei, avand in vedere ca aceasta nu
se leaga de albumina [2].

In intoxicatia cu amatoxina nu exista antidoturi, ci doar
substante care impiedica intrarea acesteia in hepatocit [1,
3, 4]. Sunt citate penicilina G, silibinina, acidul tioctic, cime-
tidina, N-acetilcisteina, vitamina C, steroizii si neomicina
[1,2,3,4,5].

In favoarea penicilingi=G vin 3 ipoteze: dislocuirea ama-
toxinei de pe proteinelé plasmatice, €u stimularea excretiel
sale renale [4], sterilizareayflorei intestinale atunci eand este
administrata in doze mari*(300.000—1 mil. U/kge sau 250
mg la fiecare 4 ore), prevenirea instalarii encefalopatiei prin
inhibarea productiei bactériene de acid'gaba-aminobutiric
(GABA) [3,7] si inhibarea intrarii amatoxinei in celula
hepatica [2, 7].

Silibinina este un flavonoid | tin préparatsolubil desiliz
marina (extract de Silibinin marianum), care inhiba pene-
trarea amatoxinei in hepatocit [1, 3, 4]. Administrarea sa
in primele 48 ore (sunt citate doze de 20-50 mg/kgc/zi) s-
a dovedit a avea efect profilactic impotriva deteriorarii hepa-
tice (studii clinice si pe animale) [2]. Alte studii i atribuie
un efect de eliminare a radicalilor liberi de oxigen [3]. Ace-
lasi rol se atribuie si vitaminei C [2].

In ceea ce priveste acidul tioctic (acid alfa-lipoic), be-
neficiul sau clinic nu este dovedit in intoxicatia cu amatoxi-
na[2, 3, 4].

Cimetidina este citata pentru efectul sau de inhibitie al
citocromului P450, in asociere cu penicilina si acidul tioc-
tic si care se presupune a fi eficienta daca se administreaza
in primele 2-3 zile de la ingestie [7].

N - acetil cisteina poate fi activa in interval de 4 ore de
la ingestie si In doze repetate, ca In intoxicatia cu acetami-
nofen (doza de atac de 140 mg/kgc i.v., doza de intretinere
de 70 mg/kgc la fiecare 4 ore i.v sau p.o, in total 17 doze)
[7] dar, de asemenea, nu exista dovezi clinice evidente.

Utilizarea neomicinei se bazeaza pe aceeasi indicatie
ca In hepatitele fulminante sau comele hepatice [2].

Mai exista in literatura date despre rolul etanolului in
diminuarea toxicitatii preparatelor liofilizate de Amanita
phalloides, fara demonstratii clinice [3].

In cazurile cu insuficienta hepatica severa, transplantul
hepatic poate reprezenta o ultima solutie [2, 4, 7].
Se recomanda urmatoarea schema de tratament [2]:
1. Initierea imediata a reechilibrarii hidro-electrolitice;
2. Lavaj gastroduodenal si aspiratia fluidelor sau, ca
alternativa, drenajul biliar endoscopic (controversat);
3. Administrarea de carbune activat, per os, la fiecare
2 ore, timp de 36 de ore;
4. Fortarea diurezei sau hemodializa in cazurile simp-
tomatice; hemoperfuzia ca alternativa (controversat);
. Administrarea de Penicilina G, 250 mg la fiecare 4 ore;
6. Considerati administrarea de neomicina si alte ma-
suri terapeutice in insuficienta hepatica.

()]

INTOXICATIA CU ORELANINA

Tablou clinic

Fara istoricul de ingestie, diagnosticul intoxicatiei cu ore-
lanina este putin probabil, iar detaliile referitore la aceas-
ta sunt foarte importante: ora ingestiei, cantitatea ingerata,
speciile coingerate, locul procurariiacestora si numarul de
persoane care a consumat din masa respectiva [8].

Debutul simptomatologiei este tardiv, acesta survenind
la 72 ore pana la 14 -20 zile de la ingestie, in medie 6 zile
2,7, 8,9, 10, L1]. Initial, la 2448 ore de la consum, apar
simptomele gastrointestinale, cu greturi, varsaturi, dureri
abdominale, diaree sau constipatie. Tabloul digestiv dispare
in scurt timp, fiind inlocuit de o perioada de acalmie aparen-
ta [8, 10].' De obicel diagnosticul nu se poate pune pina la
instalarea insuficientei renale [11]. Odata instalata (in decurs
de 36-ore=2 saptamani),’accasta se-manifesta cu durere in
flancuri, polidipsie, poli-, oligo- sau anurie, pe fondul anore-
xiel, frisoanelor, mialgiilor si rashului. Somnolenta, cefaleea
intensa, paresteziile, tinitus-ul, convulsiile, fac parte de
asemenea din tabloul clinic al intoxicatiei, fiind conditio-
nate de severitatea insuficientei renale [2,7,8,9,10,11].

Bioumoral, se inregistreaza cresteri ale ureei si crea-
tininei, sumarul de urina evidentiaza hematurie, proteinurie,
cilindri hematici, dar cu posibilitatea mentinerii celorlalte
valori, inclusiv a testelor hepatice, in limite normale [10,11].
Netratata, in 50 % din cazuri insuficienta renala se cronici-
zeaza [9,10]. Severitatea simptomelor este direct propor-
tionala cu cantitatea de toxina ingerata [8].

Tratament

in neobisnuitul caz in care pacientul se prezinta in decurs
de 24 de ore de la ingestie, se practica decontaminarea gas-
trointestinala cu administrarea de carbune activat in dozele
cunoscute [8,9]. Prezentarea tardiva, episoadele repetate de
emeza si alterarea statusului mental contraindica efectuarea
decontaminarii gastrice [8].

In general, tratamentul are ca scop eliminarea toxinei
din circulatia sistemica prin hemoperfuzie si hemodializa.
Hemodializa poate fi eficienta in 50% din cazuri [7, 10],
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cu reluarea functiei renale. Unii autori sustin ideea initierii
ei cat mai precoce, practic inaintea instalarii semnelor de IRA,
dar nu exista date concludente in acest sens [2, 8]. Furosemidul
si alte diuretice de ansa sunt de evitat, ca urmare a cresterii
nefrotoxicitatii, fapt dovedit la animalele de laborator [7].

Masurile de sustinere presupun corectarea starii de soc si
a deshidratarii, administrarea de antiemetice cand situatia o
impune, tratamentul convulsiilor cu benzodiazepine (mida-
zolam 1n doza de 0,01-0,05 mg/kge i.v la adulti si 0,05-0,2
mcg/kge i.v la copii, administrat lent in cateva minute, diazepam
in doza de 5-10 mg i.v in 23 minute la adulti si 0,2-0,5 mg/kgc
1.v la copii), urmate de administrarea de fenitoin [8].

INTOXICATIA CU GIROMITRINA

Tablou clinic

Simptomele intoxicatiei se instaleaza tardiv, tipic la 6-24
ore, mergand pana la 5 zile [11, 12]. Formele usoare bene-
ficiaza de 48 de ore de latenta pina la aparitia manifestarilor.
In cazurile de intoxicatie prin inhalare, simptomele apar la
2 ore de la expunere [12].

Clinica este similara cu a intoxicatiei cu izoniazida, ca
urmare a asemanarilor structarale intreaceasta st MMH (mo-
nometilhidrazina) [1194Severitatea si latenta simptomato-
logiei depind de caracteristicarindividuald de @ sintetiza MIMH.
Pacientii cu deficit de@lucozo-6-fosfat dehidrogenaza (G-
6-PD) dezvolta o puternica'reactie la‘aceasta toxina [2].

Initial, la 6-10 ore, apar manifestarile gastrointestinale,
cu dureri abdominale, tenesme, meteorism, varsaturi si dia-
ree, care vor tine cateva.zile[2]. Pentru o diferentiere-gro-
siera intre intoxicatia cu' Gyromitra st cea-Cu-Amanita, s¢
spune ca cefaleea si emeza fara diaree sunt caracteristice G-
romitrei, iar diareea marcata fara cefalee apartine Amanitei
[2]. Faza gastrointestinala poate fi urmata de toxicitate neu-
rologica, hematologica sau hepatorenala. Apare icter atat prin
insuficienta hepatica cat si prin hemoliza, cianoza care nu
raspunde la oxigenoterapie, rezultata din acumularea de me-
themoglobina, urini hipercrome prin hemoglobinurie si mio-
globinurie, cefalee, ataxie, alterarea senzoriului, convulsii
[11, 12]. La nivele scazute, methemoglobinemia poate fi tole-
ratd, dar o acumulare de peste 20% duce la alterarea statusului
mental, dispnee, manifestari de ischemie miocardica [12].

Probele de laborator evidentiaza modificari hepato-renale
si hematologice (corpii Heinz, pusi in evidenta pe frotiul din
sangele periferic) [12].

Tratament

Tratamentul de sustinere si de decontaminare este de pri-
ma intentie, avandu-se in vedere corectarea dezechilibrelor
hidro-electrolitice, la nevoie stoparea emezei, mentinerea unui
debit urinar adecvat pentru prevenirea instalarii insuficientei
renale acute.

Administrarea carbunelui activat este rareori benefica,
ca urmare a prezentarii tardive la camera de garda. Daca to-

tusi se administreaza (1 g/kgce), el nu trebuie asociat cu sub-
stante catarctice, Intrucat diareea se va produce oricum, in
lipsa oricaror masuri luate [13].

Manifestarile neurologice, in speta convulsiile, vor be-
neficia de administrarea de piridoxina. Vitamina B6 a fost
citata ca antidot in intoxicatiile cu Gyromitra, fiind si sub-
stanta de electie in convulsiile induse de izoniazida [7,12].
Sunt necesare doze de 25 mg/kge pentru a restabili nivelul
de GABA (acid gaba-aminobutiric) la nivelul sistemului ner-
vos central [2, 7, 11, 13]. Piridoxina se dilueaza in proportie
de 1: 5 si se administreaza in decurs de 15-30 minute, doza
putandu-se repeta pana la maxim 20 g/ 24 ore la adulti si mai
putin la copii. Depasirea dozelor terapeutice (in literatura
se citeaza doze de 132—183 g/24 ore) poate determina insta-
larea unei neuropatii periferice tardive [11,13].

in convulsiile din intoxicatia cu giromitrina se mai pot
administra benzodiazepine (diazepam in doza de 5-10 mg
i.v. in 10-15 min la adulti, maxim 30 mg, lorazepam, in doza
de 2-8 mg in p.e.v. lentd, maxim 2 mg/min la adulti, mida-
zolam, in doza de 0,01-0,05 mg/kgc i.v. la adulti) dar, de
evitat fenobarbitalul, deoarece acesta determina o crestere
a metabolizarii hidrazinei la compusi toxici si totodata, poate
avea oghetabolizare hepatica incetinita in situatia instalarii
insuficientei hepatice [12, 13].

Methemoglobinemia necesita albastru de metilen 1% (1-2
mg/kgc, 1.v., in 5 minute, repetat la fiecare 4 ore, pana la ma-
xim 7 mg/kgc), pentru a converti fierul feros al hemoglobi-
nei la forma trivalenta; se asociaza oxigenoterapie [12].

in cadrul masurilofterapeutiée mai sunt mentionate trans-
fuziile, dializa si administrarea de acid folinic [7, 12].

INTOXICATIA CU MUSCARINA

Tablou clinic

Debutul simptomelor este la 30 minute — 2 ore de la
ingestie si pot dura intre 6 si 24 ore [14]. Tabloul clinic este
cel produs de excesul colinergic, fiind identic cu cel Intal-
nit 1n intoxicatia cu organofosforate si alti inhibitori de
acetilcolinesteraza, cu exceptia manifestarilor date de sti-
mularea nicotinica. Se pot retine o serie de formule mne-
motehnice care includ exprimarea clinica a toxidromului:
PSL (Perspiratie, Salivatie, Lacrimare), SLUDGE (Salivatie,
Lacrimare, Urinare, Diaree, Gastroenterita), DUMBBELS
(Diaree, Urinare, Mioza, Bradicardie, Bronhospasm, Emeza,
Lacrimare, Salivatie) [11, 14]. Sindromul PSL se autolimi-
teaza dupa o zi [11].

Tratament

Daca tabloul clinic este specific excesului de acetilco-
lina, se poate administra antidotul specific, atropina, avand
efect parasimpaticolitic la nivelul musculaturii netede. Doza
este de 0,42 mg (dupa alti autori 0,5-1 mg/kge) i.v. sau i.m.
lent la adulti si de 0,05 mg/kge (respectiv 0,01 mg/kge) la
copii, putandu-se repeta la 20-30 minute pana la aparitia
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semnelor de atropinizare (midriaza, uscaciunea mucoaselor,
tahicardie) [7, 14].

Se mai amintesc in cadrul tratamentului glicopirolatul
(are actiune la nivelul musculaturii netede, SNC, glande-
lor secretorii, blocand actiunea acetilcolinei), albuterolul
(bronhodilatator, cu actiune pe receptorii beta 2 adrenergici),
diazepamul (deprimant al SNC la toate nivelele), posibil si
antihistaminicele prin contracararea efectelor histaminei
(wheezing, hipotensiune, flash) [7, 14]. Masurile de sustine-
re fac parte de asemenea din schema de tratament.

INTOXICATIA CU MUSCIMOL
SI ACID IBOTENIC

Tablou clinic

Simptomele intoxicatiei debuteaza la 30-60 de minute
de la ingestie, rar la 3 ore, fiind similare cu cele din intoxi-
catia cu etanol [11]. Desi se pot intalni greata si varsatura,
fenomenele gastrointestinale pot lipsi [7, 11]. Manifestarile
sunt in principal legate de alterarea SNC, fiind consecinta
alternarii efectului deprimant centraleuseelstimulant. Ame-
telile si letargia pot fi upmate de agitatie, dizartrie, ataxie,
confuzie, delir; deasemenea, pacientulprezinta euforie, halu-
cinatii, psihoze. Niveleléide constienta alteriicaza [7, 11, 16].
In formele severe de intoxi€atie, se pot instala coma si con-
vulsiile tonico-clonic€. Halucinatiile sunt in mod caracte-
ristic vizuale, constand inlterarea pereeptiet culorilor si a
formelor obiectelor [7].

Se pot intélni si o serie de efecte anticolinergice (usca-
ciunea tegumentelor, febra;-midriaza; mioelonii,phipertens
siune, tahicardie) sau din'contra,‘efecte colinergice (nmioza,
hipersalivatie, bradicardie) [7]. Febra, tahicardia si hiperten-
siunea sunt puse si pe seama agitatiei psihomotorii [16].

Simptomele in general nu dureaza mai mult de 12 ore,
cu exceptia cefaleei care poate persista cateva zile [7].

Tratament

Tratamentul consta in masuri de decontaminare gastrica,
daca prezentarea s-a facut in timp util (o ora de la ingestie),
asigurarea unei atmosfere linistite, administrarea de benzo-
diazepine pentru sedare, si intreruperea atacurilor de panica,
a halucinatiilor si convulsiilor [7, 16]. Unii autori avertizeaza
asupra utilizarii diazepamului, ca urmare a raportarii unor
cazuri de paralizie aparute la administrarea chiar si a unor
doze foarte mici de diazepam la cei cu ingestie de 4. Musca-
ria [2]. Mai este mentionata in literatura fizostigmina in
tratamentul agitatiei psiho-motorii severe, refractare, dar
numai in conditiile unei electrocardiograme cu intervale PR,
QT normale si In prezenta unor manifestari anticolinergice
periferice. Se pot administra 1-2 mg la adulti in bolus intra-
venos si 0,5 mg la copii [7].

Daca se instaleaza febra, aceasta nu se trateaza cu anti-
piretice, fiind in cel mai probabil caz determinata de starea
de agitatie a pacientului [16].

INTOXICATIA CU PSILOCINA
SI PSILOCIBINA

Tablou clinic

Complexul manifestarilor intoxicatiei debuteaza la 30
minute, tipic, intre 2 si 4 ore de la ingestie, putand intarzia
panala 6 ore [11,16]. Ca urmare a asemanarilor structurale
cu LSD, serotonina si triptofanul, pacientul va prezenta ata-
xie, vedere incetosata, cefalee, confuzie, disforie, necoor-
donarea miscarilor, parestezii, slabiciune, halucinatii. Halu-
cinatiile sunt de obicei vizuale dar pot fi si auditive si tactile.
Aspectul particular al halucinatiilor prezent in intoxicatia
cu derivati indolici consta in alterarea perceptiei senzitive
si in distorsiuni vizuale — aud culori si vad muzica (,,hear-
ing colours*, ,,seeing music™) [11]. Aceste perceptii pot fi
insotite de o exaltare religioasa sau din contra, de o frica
patologica.

Manifestarile gastrointestinale (greata, varsatura), daca
apar sunt tranzitorii. Se mai pot inregistra manifestari ale
cresterii activitatii simpatice: midriaza, hipertensiune sau hi-
potensiune, hiperreflexie, tahicardie sau bradicardie. Acestea
rareori depasesciintervalul de 4=6ore [7].

{ni'cazul intoxicatiilor severe pot aparea coma, hiperter-
mie, convulsii si chiar exitus. Forma severa se intalneste
preponderent la copii, daca intoxicatia s-a produs pe cale
digestiva, iar la adulti in administrarea pe cale intravenoasa
a extractului de ciuperci. Administrarea parenterala a toxi-
nei mai poate da artralgii,.cian0za, frisoane, febra si mial-
gii [7].

Tratament

Tratamentul este de sustinere, cu luarea masurilor de
decontaminare gastrica, daca ingestia s-a produs 1n timp util
si de sedare [2,7].

INTOXICATIA CU COPRINA

Tablou clinic

Toxidromul este similar cu o reactie disulfiram, determi-
nand mai degraba o stare generala neplacuta si doar ocazio-
nal putand fi fatala [9].

In acest tip de intoxicatie este foarte important istoricul
de ingestie de ciuperci. De obicei, pacientul asociaza simp-
tomele cu consumul de alcool. Daca insa intervalul dintre
cele doua ingestii este mai mare de cateva ore, respectiva
asociere nu se mai poate face si cauza simptomelor ulteri-
oare nu mai poate fi precizata [7]. Intensitatea reactiei de-
pinde de cantitatea de alcool ingerata si de durata consu-
mului de alcool [2].

Tipic, simptomele se instaleaza la 1/ 2 de ora de la inges-
tia de etanol si dureaza in medie cam 3—6 ore, perioada de
latenta putandu-se prelungi pana la 72 ore [7, 11]. Tabloul
clinic include cefalee pulsatila, hiperemie tegumentara, si-
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tuata in mod particular 1n regiunea superioara a corpului,
diaforeza, greata, varsatura, gust metalic, constrictii toraci-
ce, tahicardie, hipotensiune, agitatie, confuzie, parestezii.
Ocazional s-au inregistrat aritmii (fibrilatie atriala, extra-
sistole atriale si ventriculare) [7,11,15]. Simptomele sunt
autolimitate, iar pacientul trebuie avertizat asupra interzicerii
consumului de alcool in urmatoarele zile, existand posibi-
litatea reaparitiei fenomenelor intoxicatiei [11].

Tratament

In cadrul tratamentului, decontaminarea gastrica nu este
necesara [ 11]. Provocarea emezei cu sirop de ipecac este de
evitat deoarece acesta poate contine etanol [11]. De evitat
sunt si antiemeticele cu actiune alfa-blocanta (fenotiazine).
Simptomele gastrointestinale se trateaza prin administrarea
de metoclopramid care, prin blocarea receptorilor dopamin-
ergici, are actiune prokinetica; doza este de 10 mg i.v la fie-
care 2-3 ore, fara a se depasi 1 mg/kge la aduti si de 0,1-2,5
mg/kgc 1.v repetat la fiecare 2-3 ore, la copii [15].

Masurile de sustinere mai presupun administrarea de
fluide in cazul hipotensiunii, care raspunde de obicei la
administrarea de solutii saline; O hipotensiune refractara.la
terapia cu fluide va beneficia de agenti vasopresoriyin acest
caz preferandu-se agenfi citactiune ditecta ca noradrenali-
na in detrimentul dopaminei [7, 15].

In cadrul terapiei simpt®matice fififfa sildifenhidramina,
utilizata impotriva hipefemiei cutanate [11]. Mai multi autori
descriu existenta unui antidot, 4-metilpirazol (4-MP, Fome-

pizol), folosit si in intoxicatia cu metanol, dar a carui uti-
lizare practica nu a fost aprobata inca. Se pare ca actioneaza
la nivelul alcool-dehidrogenazei, cu inhibitia formarii acetal-
dehidei [11, 15].

Se mai citeaza propranololul in diminuarea starii de hi-
perexcitabilitate, cu administrarea sa in doza de 10-15 mg
p-o [2]. Se va lua in calcul si utilizarea antiaritmicelor [7].

IRITANTII GASTROINTESTINALI

Tablou clinic si tratament

Aceste tipuri de toxine (aminoacizi, peptide, rasini) sunt
prezente Intr-o mare varietate de ciuperci. Severitatea si du-
rata intoxicatiei sunt diferite, prezentand variatii individuale.
Simptomele debuteaza la 30 minute — 48 de ore de la ingestie
si pot dura intre 4 si 48 de ore [7]. Acestea se aseamana in
multe privinte cu cele produse de toxinele protoplasmatice
si doar instalarea lor rapida le poate diferentia de tipurile
fatale [17].

Tabloul clinic include varsatura, diaree sanguinolenta,
diaforezascefalee,mialgii, spasm,carpo-pedal, parestezii,
slabicitne generalizata. Varsatura si diareea pot persista cate-
vazile [7, 17]. Formele severe ale acestei intoxicatii sunt
relatiy rare si se asociaza cu deshidratare si tulburari electro-
litice, in special la copii si batrani. O terapie adecvata de
reechilibrare hidro-electrolitica poate preintampina evolutia
spre deces a acestor forme [17].
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Aspecte particulare ale etio-patogeniei
si resuscitarii stopului cardio-respirator la gravide

Cristian Pandrea*, Claudiu Tiparut, Florenta lancut, Leonard Roman*

Rezumat

Patologia implicata in producerea stopului cardio-respirator la
gravide include afectiunile generic incriminate la adult, dar si altele,
particulare (embolia cu lichid amniotic, hemoragia peri-partum,
eclampsia etc.), legate de sarcina si modificarile induse de aceasta.

Astfel, algoritmul de resuscitare al stopului cardio-respirator
va fi adaptat acestor particularitati, subliniind rolul intubatiei pre-
coce, pozitiei de decubit lateral sting din timpul manevrelor de
resuscitare, utilizarii electrozilor de defibrilare, efectuarii operatiei
cezariene de urgentd si adaptarii medicatiei utilizate la noile
conditii fizio-patologice ale organismului din timpul sarcinii.

Nu in ultimul rind, se va acorda o importanta deosebita pre-
venirii circumstantelor de instalare a stopului cardio-respirator,
managementului cazurilor cu risc crescut precum si tratamentu-
lui complicatiilor sau cauzelor rapid reversibile.

Abstract

The leading causes of death in pregnant women include com-
mon sickness involved inadults, and other, particular (amniotic
fluid embolism, peripartum haemorrhage, eclampsia, etc. ) relat-
ed to changes induced by pregnancy.

Thus, the cardio-respiratory arrest protocol will be adapted
to this particularities, emphasising the role of precocious intuba-
tion, left side inclining of thesbody during the resuscitation, using
special electrodes for defibrilation and proper drugs in this spe-
cial conditions, perimortem cesaréan‘section.

It is very important to prevent leading circumstances of car-
dio-respiratory arrest and.treat well.it’s reversible-causes,-to be
carefull with the high risk cases and complications. (Revista de
Medicina de Urgenta, Vol. 2, Nr. 1, 48-53)

Introducere

Resuscitarea gravidei respecta protocolul international
de resuscitare a adultului, dar trebuie sa tina cont de doua
aspecte importante si anume modificarile fiziologice sur-
venite in timpul sarcinii (tabel 2) si faptul ca trebuie resus-
citate doua persoane simultan (mama si fat), acordandu-se
prioritate resuscitarii mamei.

Etio-patogenia stopului cardio-respirator
la gravide

Cele mai frecvente cauze ce pot conduce la stop cardio-
respirator in cazul gravidelor sunt reprezentate de embolii
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pulmonare, traumatisme, hemoragia peri-partum, eclamp-
sia, ruptura de placenta, complicatiile anesteziei obstetri-
cale (supradozarea anestezicelor, intubatiile nereusite) etc.
[1, 2, 3, 4]-vezi tabel 1.

Numeroase studii arata ca traumatismele reprezinta cea
mai frecventa cauza de stop cardio-respirator la gravide, iar
dintre acestea, omuciderile ocupa primul loc. Pe de alta parte,
embolia pulmonara reprezinta afectiunea nontraumatica cel
mai frecvent incriminata in acest sens [1].

Mentionam 1in cele ce urmeaza cateva caracteristici ale
celor mai frecvente cauze de stop cardio-respirator la gravide:

a) tromboembolismul pulmonar

Sarcina creste predispozitia pentru dezvoltarea stazei
venoase, tromboza venoasa avand cea mai frecventa localizare
la nivelulvaselerpelvine, veneleriliofemurale si poplitee.
Tromboembolismul pulmonar s¢ produce mai rar antepar-
tum, dar incidenta acestuia creste foarte mult postpartum [5].

b) embolia cu lichid amniotic

Are 0 incidenta de 1/10 000 de nasteri, determinand o
rata a mortalitatii materne de peste 86%. De obicei apare
la multipare, in cazul nasterilor laborioase, tetanie uterina,
delivrentd precipitata, dupa operatiile cezariene, disproportie
cefalospelvica, placenta, pragvias-polihidramnios [5].

¢) traumatismele

Leziunile prin trauma survin in 6—7% din sarcini [6],
reprezentand cea mai comuna cauza de deces, cu rata mor-
talitatii materne de 7-24% dupa trauma majora. Trauma-
tismele abdominale pot determina ruptura de placenta,
nastere prematura sau avort, ruptura uterului si moartea fatu-
lui. Ruptura de placenta apare in 1-5% din traumatismele
cu leziuni minore si in 40—-66% din cele cu leziuni ameninta-
toare de viata. Ruptura uterului este complicatie rara ce apare
la mai putin de 0,6% din traumatisme la gravide, deter-
minand o rata a mortalitatii sub 10%, mortalitatea fetala fiind
insa de aproape 100% [7].

d) eclampsia

Eclampsia se defineste prin convulsii tonico-clonice gene-
ralizate si coma, fiind atribuita obstructiei microcirculatiei
cerebrale prin cheaguri fibrino-plachetare si vasoconstrictiei
cerebrale intense. In 30% din cazuri sunt prezente trom-
bocitopenia, cresterea productiei de fibrina si scaderea timpu-
lui partial de tromboplastina [8].

e) complicatiile anesteziei obstetricale

Exista numeroase complicatii ale anesteziei obstetricale, fie
ea locala, epidurala sau generala, care pot reprezenta factori de
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Tabel 1. Etiologia stopului cardio-respirator la gravide [1].

Patologie preexistenta
Malformatii cardiace congenitale
Boli valvulare dobandite
Disritmii
Infarct miocardic
Contuzie miocardica
Patologie cerebro-vasculara
Hemoragie intracraniana
Anevrism
Patologie pulmonara
Astm bronsic
Hipertermie maligna
Abuz de droguri si medicamente
Complicatii obstetricale
Hemoragie
Atonie uterina
Decolarea de placenta
Placenta previa, accreta, increta sau percreta
Coagularea intravasculara diseminata

Eclampsia
Embolie cu lichid amniotic
Cardiomiopatie idiopatica peripartum
Cauze iatrogene
Intubatie nereusita
Sindrom de aspiratie traheo-bronsica
Supradozare a anestezicelor
Erori de medicatie, supradozari sau alergii
Hipermagneziemie
Embolie pulmonara
Tromb
Aer
Grasime
Traumatisme
Omucidere
Sinucidere
Accidente rutiere
Electrocutare

Infectii, sepsis

risc pentru inducerea unui stop cardio-respirator lagravide,
amintind aici hipotensiuneasspinala; bloculmotor major sau
esecul intubatiei. Pentru asigurarea unui.eonfort chirurgi-
cal adecvat unei operatii cezariene, /anestezia regionalal tre-
buie sa ajunga pana lagitvelul fibrelor senzitive ale nervilor
spinali T2-T4. Inevitabil sefealizeaza'si,un bloe.motor care
uneori poate afecta miscarile diafragmului‘si implicit res-
piratia. Consecinta imediata este apneea, urmata de stop ‘car-
diac hipoxic. Dificultatea-sau esecul intubatiei suntrare,
aparand in 1/200-1/1000 'de anestezii generale: Factorii‘de
risc asociati intubatiei dificile sunt: vizualizarea dificila a struc-
turilor oro-faringiene, gat scurt, obezitate, protruzia inci-
sivilor maxilari, retrognatie [2].

f) cardiomiopatia in sarcind

Afecteaza in general gravida in ultimele luni de sarcina
si in primele 2—6 luni post-partum, rata mortalitatii prin car-
diomiopatia peri-partum putand ajunge la 84%. De etiolo-
gie necunoscuta, apare mai frecvent la multipare, negrese,
in sarcinile gemelare, preeclampsie sau eclampsie, infectii
virale [8].

La toate acestea se adauga si cativa factori de risc legati
de mama: rasa, varsta prea mare, celibat, sarcinile multi-
ple, lipsa de ingrijire pe parcursul sarcinii [1].

Particularitatile protocolului de resuscitare
a stopului cardio-respirator la gravide

In lucrarea de fata vom face doar o prezentare schema-
tica a algoritmului de resuscitare cardio-respiratorie la adult
conform protocolului ILCOR (International Liaison Com-
mittee on Resuscitation) 1n vigoare (figura 1) [9] si vom pune
mai mult accentul pe modificarile fizio-patologice induse

de sar€ina si particularitatile algoritmului de resuscitare la
gravide, cu abordarea acestor aspecte din perspectiva for-
mulei mnemotehnice A(airways), B(breathing), C(circula-
tion), D(drugs, defibrilation).

A. Caile aeriene

In timpul sarcinii,mterubmatit in volum deplaseaza sto-
macul in sus si spre stanga, rotindu-1 cu 45 de grade [10].
Totodata scade motilitatea, tonusul gastric si timpul de eva-
cuare’'a stomacului.-Aceste- modificari, impreuna cu cele
hormonale, cresc presiunea intragastrica si scad tonusul
sfincterului esofagian inferior, consecinta fiind refluxul gastro-
esofagian 1n 70% din cazuri [1].

Permeabilizarea cailor aeriene se efectueaza prin hiper-
extensia capului, subluxatia anterioara a mandibulei, extra-
gerea corpilor straini din cavitatea bucala si hipofaringe si
aspirarea secretiilor. Toate acestea trebuie efectuate cu pacienta
inclinata spre stdnga, manevra detaliata in cele ce urmeaza
[11]. Daca exista o suspiciune de traumatism cervical se
efectueaza imobilizarea coloanei cervicale cu guler Schantz.

B. Respiratia

Cresterea 1n volum a uterului, mai ales dupa 20 de sap-
tamani de sarcina determina ascensionarea cu aproximativ
4 cm a cupolei diafragmatice. Desi diametrele toracice
antero-posterior si transvers sunt crescute, miscarile reduse
ale diafragmei scad capacitatea functionala reziduala in spe-
cial in decubit dorsal [10]. Consumul de oxigen si productia
de CO2 cresc [3] in concordanta cu nevoile metabolice ale
fatului, uterului si placentei precum si datorita efortului car-
diac si respirator [10]. Accentuarea vascularizatiei cailor
aeriene superioare duce la edematierea lor, reducand diametrul
intern al traheei si creste riscul hemoragiilor la acest nivel.

Pacienta va fi intubata cat mai rapid posibil, cu ajutorul
manevrei Sellick, pentru prevenirea riscului crescut de aspirare
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Tabel 2. Modificari survenite in sarcina

In afara sarcinii

In sarcina

Cardiovascular [6]

Puls 70-80/min Creste cu 10—-15/min
Debit cardiac 4.5 I/min Creste cu 40%
Presiune arteriala sistolica 110 mmHg Scade cu 5-15 mmHg
Hematologic [6]

Volumul sangvin 4000 ml Creste cu 30%-50%
Volumul plasmatic 2400 ml 3700 ml

Volumul eritrocitar 1600 ml 1900 ml
Hemoglobina 120-160 g/1 100-140 g/1
Hematocrit 37%-48% 32%—42%

Leucocite 4.500-10.000 /ml 5.000-14.000 /ml

Respirator [6]

Volum tidal

Creste cu 25%

Volum rezidual functional

Consum de oxigen [12]

Gastrointestinal [6]

Presiune intra-abdominala

cade cu 25%

Golirea stomacului

Laborator [13]

Albumina serica

3,0-4,5 g/d

Fosfataza alcalina sericﬂ EVI STA

RGENTA

Fibrinogen 250-400 mg/dl

600 mg/dl

a continutului gastric in arborele traheo-bronsic [11]. Intubatia
este in general dificila in aceste cazuri datorita grosimii gatu-
Iui, maririi in volum a sanilor si edemului glotic. Poate fi utila
folosirea unui laringoscop cu lama reglabila, a unei sonde
de intubatie cu diametrul mai mic si a mandrenului [1].
Ventilatia se va efectua cu oxigen 100% si folosind presiuni
de inspir mai mari (pentru contracararea presiunii intra-
abdominale ridicate).

C. Circulatia

In sarcina, debitul cardiac creste incepand cu primele
10 saptamani de gestatie si atinge un maxim la 20 de sap-
tamani de sarcina [1, 3, 12]. Aproximativ 25% se distribuie
sectorului utero-placentar care functioneaza ca un sunt arte-
rio—venos cu rezistenta scazuta [1, 12]. Compresia venei
cave inferioare 1n decubit dorsal, de catre uterul de dimen-
siuni mari, determind o crestere a presiunii in vena femu-
rala cu concentrarea a peste 30% din volumul total de sange
in partea inferioara a corpului [10]. Alte modificari survenite
sunt reprezentate de scaderea presiunii arteriale sistemice
si a celei capilare pulmonare, cresterea frecventei cardiace
[1] si a volumului sangvin la termen [12]. Frecvent in sarcina

se descrie o stare de hipercoagulabilitate, fibrinogenul si fac-
torii I1, VII, VIII, IX, X, avand nivele crescute [6, 13]. Exista
si o tendinta la anemie prin cresterea volumului plasmatic
expansionat ce determina o scadere a hemoglobinei [3] in
trimestrul II de sarcina, nivele sub 11 g/dl fiind totusi con-
siderate patologice [12].

Avand in vedere toate aceste modificari, precum si obezi-
tatea, cresterea in volum a sanilor si a presiunii intraab-
dominale, compresiile toracice externe vor fi efectuate cu o
frecventa de aproximativ 100 compresii/minut, o rata de 15
compresii/2 ventilatii, locul de compresie va fi deplasat inspre
cranial pe stern [11], iar pacienta va fi inclinata spre decu-
bitul lateral stang 15-30 de grade [6]. Acest lucru se poate
realiza cu ajutorul unei mese inclinate sau prin plasarea unor
perne, paturi sau a unui dispozitiv inclinat Cardiff sub flan-
cul drept al pacientei. O altd metoda de decompresie a venei
cave inferioare este deplasarea manuala spre stanga a uteru-
lui de catre un ajutor [1, 9]. Deasemenea, abordul venos nu
se va face la nivelul venelor safena si femurala [1] ; in scopul
cresterii Intoarcerii venoase, ridicarea membrelor inferioare
poate fi utila.
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Figura 1. Algoritmul universal de management al stopului cardio-respirator la adult [9].
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D. Medicatia si defibrilarea

Sarcina poate modifica metabolizarea si volumul de dis-
tributiec al medicamentelor. Posibilele mecanisme includ
cresterea volumului plasmatic si modificarea concentratiei
proteinelor de legatura. La femeia gravida medicamentele
frecvent folosite in timpul Advanced Cardiac Life Support,
ca de exemplu vasopresoarele, n special agentii beta adren-
ergici, pot cauza vasoconstrictie utero-placentara cu sca-
derea oxigenului fetal si a dioxidului de carbon eliminat;
anestezia locala poate induce acidoza fetala, iar beta-blo-
cantele pot determina bradicardie fetala [13]. Adrenalina va
fi administrata in doza standard [1], la fiecare 3 minute, intra-
venos sau endo-traheal.

Defibrilarea (in cazul fibrilatiei/tahicardiei ventriculare fara
puls) se realizeaza conform protocolului ACLS (200J-200J-
3601), fiind insa dificil de aplicat padela pentru “apex”’ cu pacien-
ta Inclinata spre stanga, existand si riscul ca sanul stang sa vina
in contact cu mana resuscitatorului. Aceste inconveniente pot
fi evitate prin utilizarea unor electrozi de defibrilare.

Reevaluarea pulsului central si a respiratiilor se va face
dupa fiecare minut. Daca dupa 4-5 minute de resuscitare
nu se obtine nici un rezultat, iar varsta gestationala este de
cel putin 24 de saptamani se va cfectua operatia,cezariana
de urgenta [1][4]. Este odecizie dificil de luat, necesita pre-
zenta unui obstetrician/i a unui neonatolog,insa extragerea
fatului decomprima venasava inferioard'si creste sansa de
resuscitare atat a mameis€at si a fatului [4]. Manevrele de
resuscitare se continua pe totgparcursul interventiei chirur-
gicale si dupa aceasta [9]- Daca este nccesar, seva efectua
chiar masaj cardiac intern transabdominal [10].

Exista cativa factori de prognostic pozitiv in supra-
vietuirea fetala: varsta sarcinii mdi.mar¢'de 28 de saptamaniy
greutatea fatului mai mare de 1 kg, interval scurt de timp
intre instalarea stopului cardiac la mama si extragerea fatu-
lui, o alta cauza de stop cardiorespirator decét hipoxia cron-
ica, starea anterioara buna a fatului, disponibilitatea unui ser-
viciu de terapie intensiva a nou-nascutilor si calitatea
masurilor de resuscitare aplicate mamei [1].

Tratamentul cauzelor ce conduc
la stopul cardio-respirator la gravide

Nu 1n ultimul rand, se va lua in calcul tratarea cauzelor
care au condus la instalarea stopului cardiac.

Tromboembolismul ramane cauza numarul 1 de deces
matern [1]. Daca se ridica suspiciunea de tromboembolism
pulmonar, se va institui de urgenta tratament cu heparina
si chiar trombolitic, chiar daca sarcina reprezinta o contra-
indicatie relativa a acestuia [1].

In cazul emboliei cu lichid amniotic, dupa masurile de
resuscitare va fi initiat tratamentul de sustinere a functiilor

vitale constand in oxigenoterapie, ventilatie cu PEEP, perfuzare
cu solutii saline, produsi de sange, vasopresoare, corectarea
tulburarilor de coagulare si evacuarea uterului [5, 14].
Managementul gravidei traumatizate are aceleasi pri-
oritati cu cel al pacientei fara sarcina, cu unele considera-
tii: protectia cailor aeriene si oxigenoterapia precoce, esentiale
in prevenirea hipoxemiei fetale, resuscitarea volemica cu
solutii cristaloide si controlul hemoragiei. Nasterea pre-
matura este deasemenea o complicatie in cazul unui trauma-
tism si prin urmare echipa de interventie trebuie sa fie
pregatita pentru o delivrenta iminenta sau avort spontan [7].
Tratamentul eclampsiei consta in eliminarea fatului si
a placentei; prevenirea convulsiilor si scaderea reactivitatii
sistemului nervos central cu sulfat de magneziu adminis-
trat lent in bolus i.v. 2-4g, urmat de perfuzie continua 1-3g/ora,
mentinand un nivel terapeutic de 4-5mEq/l deoarece un nivel
seric crescut determina scaderea progresiva pana la disparitie
a reflexelor osteo-tendinoase sau stop cardiac ori respira-
tor [8]; aceasta concentratie ridicata poate fi contracarata
prin administrarea de clorura sau gluconat de calciu [10],
iar controlul hipertensiunii arteriale se va face cu hidrala-
zina sau nitroprusiat de sodiu [14].
indazul tahiaritmiilor ventriculare induse de anestezi-
ce (bupivacaina), un raspuns mai bun se obtine prin con-
versie clectrica si administrare de tosilat de bretilium (5
mg/kg corp) decat prin administrare de lidocaina [11].
Pentru evitarea situatiilor ce pot conduce la stop cardio-
respirator la gravide, se vor avea in vedere cateva aspecte
importante printre care realizarea unui plan detaliat de ngri-
jire a gravidei, de management al cazurilor cu factori de risc
crescut si.monitorizarea-continua.a dcestora, documentarea
si‘interpretarea cu/acuratete-a modificarilor patologice sur-
venite in cursul sarcinii si nu in ultimul rand interventia
prompta cand apar complicatii [2].

Concluzii

Consideram necesara reamintirea punctuala a celor mai
importante aspecte particulare ale resuscitarii unui stop car-
dio-respirator survenit la o gravida.

Astfel, intubatia trebuie efectuata cat mai precoce, pro-
tejand astfel caile aeriene si asigurand necesarul de oxigen,
pacienta va fi inclinata spre stanga, pentru limitarea com-
presiunii aorto-cave, iar abordul venos va evita venele safena
si femurala. Se va aplica protocolul Advanced Cardiac Life
Support cu practicarea operatiei cezariene dupa 4 minute
de resuscitare fara succes a mameli, daca fatul are peste 24
de saptamani, se ia In considerare masajul cardiac intern
dupa 15 minute de resuscitare fara succes si se vor trata cau-
zele rapid reversibile ale stopului cardio-respirator.

52 Revista de Medicind de Urgenta, Vol. 2, Nr. 1: 48-53



Aspecte particulare ale etio-patogeniei si resuscitarii stopului cardio-respirator la gravide

Bibliografie

1. Datner EM, Promes SB. Resuscitation issues in pregnancy. In:
Tintinalli JE, Kelen GD, Stapczynski JS editors. Emergency me-
dicine: a comprehensive study guide, fifth edition, 2000, New York:
The McGraw-Hill Companies: pp. 71-76.

2. Kwazulu-Natal Department of Health [homepage on the Inter-
net] Saving mothers-Policy and management guidlines for common
causes of maternal deaths. Guidelines for resuscitation in pregnancy.
[cited 2004 september 29]. Available from: www.kzn-
health.gor.za/savingmothers.pdf

3. Takrouri MSM, Seraj MA, Channa AB. Special report, Cardio-
pulmonary Resuscitation in pregnancy. Report on: Advisory steate-
ments of the International Liason Committee on Resuscitation
(ILCOR) CPR in Pregnancy [monograph on the Internet]. Saudi
and American Heart Associations: Cardiopulmonary resucitation
in obstretrics; 2004 Aug [cited 2004 october 13]. Available from:
http://www.angelfire.com/md/Takouri/ CPRMEJA html

4. Kloeck W, Cummins RO, Chamberlain D, Boassaert L, Callan
V, Carli P. Special Resuscitation Situations: An Advisory State-
ment From The International Liason Committee on Resuscitation.
Circulation-AHA [serial on the Internet]. 1997 [cited 2004 octo-
ber 23]; 95:2196-2210. Available from: http:// circ. ahajour-
nals.org/cgi/content/full/95/8/2196#SEC35

5. Kirby RR. Pulmonary abnormalities: Diagnosis anditreatment
of respiratory failure. In: Civetta.JM, Taylot RW, Kirby RR. Critical
Care. Philadelphia, Nework: Lippincot-Raven Publishers; 1997.
pp- 1412-1413.

6. Sugrue ME, O’ConnotMC, D’ Amours SK. Obstretics and Gy-
naecology: Trauma during pregmancy. ADF Heath [serial on the
Internet]. 2004 Apr. [cited 2004 october 23755 (1): [about 4p].
Available from: http://www.defence.gov.au /dpe/dhs/infocen-

tre/publications/juornals/NolDs/adthealth _apr04/ ADFHealth
5 1_24-28.html

7. University Air Care Organisation [home page on the Internet].
Chicago: The Association; [udated 2004 sept.: cited November
2004]. Pregnancy and Trauma University air care. Available from:
http://www.Universityaircare.org/ce/preg/ pregtrauma.html

8. James CF. Cardiac disease and hypertensive Disorders in
Pregnancy: Hipertensive disorders. In: Civetta JM, Taylor RW,
Kirby RR. Critical Care. Philadelphia, New York: Lippincot-Raven
Publishers; 1997. pp. 1392-1395.

9. Nolan J, Baskett P, Gabbot D, Gwinnutt C et al. Advanced Life
Support Manual. 4-th ed. Resuscitation Council (UK) & ERC.
London, 2000.

10. Brichant J.F. Cardiopulmonary resuscitation in the pregnant
woman. Euroanaesthesia [serial on the Internet]. 2001 April 7 [cited
2004 october 13]. Available from: http://www. Euroanaesthe-
sia.org/education/rc_Gothenburg/ 11rcIHTML

11. Morris S, Stacey M. Resuscitation in pregnancy: ABC of
Resuscitation, 5-th edition. BMJ [serial on the Internet]. 2003 [cited
2004 september 29]. No. 327/ bmj.327.7426.1277 [about 4 pages],
Available from: http:// www. bmjjournals. com /cgi

12. Caton D. Pregnancy: pregnancy imposed stress. In: Civetta
IM, TayleRW, Kirby-RR. Critical GatesPhiladelphia, New York:
Lippincot-Raven Publishers; 1997. pp. 315-316.

13.« Miller VH. Obstetric Emergencies: Medical Disorders of
Pregnancy. In: Schwartz GR. Principales and Practice of Emer-
gency Medicine. Pensylvania: Williams&Wilkins Company; 1992.
pp- 797-800.

14. Bemis PA Pregnancy and Delivery Emergency. Nursing CEUS
[serial on the Internet]. 2002.deecember [cited 2005 january 10].
Available from http:/www.Nursingceu.com/NCEU/courses/26 bemis

Revista de Medicind de Urgentd, Vol. 2, Nr. 1: 48-53 53



PRACTICA MEDICALA

Revista de Medicind de Urgenta, Vol. 2, Nr. 1: 54-55
© Asociatia de Medicina de Urgenta si Dezastre

Sepsis sever cu origine la nivelul insertiei cateterului de dializa

Dan Marinescu*

50-year-old women with invasive pituitary adenoma, diabetes
and chronic renal failure under hemodialysis, with undiagnosed
severe sepsis caused by an infected dialysis catheter are presented.
(Revista de Medicina de Urgenta, Vol. 2, Nr. 1, 54-55)

Key words
severe sepsis, infected dialysis catheter

O pacienta de 50 de ani este transferata din sectia de tera-
pie intensiva a unei clinici de Diabet, Nutritie si Boli meta-
bolice catre spitalul nostru pentru managementul unei stari
de coma instalata in cursul zilei respective.

Pacienta era cunoscuta cu diabet zaharat (DZ) de tip II
din 1992 care a devenit insulinonecesitant din 1997. Dezvol-
ta in timp insuficienta renala cronica(IRC) (aflata acumin
program de hemodializa)yhipertensiune arteriala secundara,
retinopatie diabetica proliferativa, cataracta si| cecitate la
nivelul ambilor ochi.

De asemenea pacienta‘este cungscuta cu adenom hipo-
fizar invaziv si acromegalie (fig.1):

Cu 36 de ore inaintea prézentarii in serviciul nostru, pacien-
ta a prezentat la domiciliu alterarea progresiva a\starii de
constienta si fenomene de agitatie psihomotorie. In ziua urma-
toare este dusa pentru sédinta'dé hemadializa intimpul careia
starea de constienta se deterioreaza sl mai mult, iar pacienta
devine extrem de agitata psihomotor, cu scaderea tensiunii arte-
riale la 80 mm Hg pentru care este sedata cu Haloperidol si
i se administreaza Dopamina in cantitate neprecizata.

Pacienta este trimisa pentru consult intr-un serviciu de neu-
rochirurgie. Aici se efectueaza un examen clinic si o tomo-
grafie computerizata (CT).

Examenul clinic consemneaza GCS=11, fara redoare de
ceafa sau deficite neurologice, iar dupa examenul CT se
exclud fenomene de apoplexie hipofizara si necesitatea inter-
ventiei neurochirurgicale, si este trimisa tnapoi cu indicatia
de a fi reevaluata din punct de vedere diabetologic.

in clinica de diabet se exclude o cauza metabolica a comei
si se retrimite spre serviciul de neurochirurgie pentru a inter-
na pacienta, care nu este retinuta aici ci este returnata la sectia
de terapie intensiva a clinicii respective excluzandu-se din nou
o cauza neurochirurgicala. Din aceasta clinica, pacienta este
trimisa la spitalul nostru fara a se obtine acordul prealabil.

La sosirea In Departamentul de Urgenta se constata coma
GCS 3, prezenta respiratiei spontane cu tahipnee (FR 30/min.),

* Departamentul de Urgente Majore, Spitalul Clinic de Urgenta Bucuresti,
Calea Floreasca 8, Sector 2, Bucuresti. e-mail: danmarinescu@yahoo.com.
Primit in 18 martie 2005, acceptat in 25 aprilie 2005.

murmur vezicular diminuat bilateral. Tensiunea arteriala de
120/70 mm Hg si alura ventriculara de 100/min. regulat,
Sp 0,=85%.

Nu prezinta redoare de ceafa, are cataracta bilaterala,
iar reflexele cutanate plantare sunt indiferente.

Abdomenul este suplu, mobil cu respiratia. Tegumentele
sunt febrile (t°C=39), iar mucoasele intens deshidratate.

Pacienta a venit cu un cateter venos periferic pe care era
montata o perfuzie cu ser fiziologic, sonda urinara fara urina
in punga si un cateter de hemodializa la nivelul venei sub-
clavii stangi acoperit de o compresa sub care erau secretii
purulente abundente in jurul cateterului (fig. 2).

Dupa preoxigenare pe masca si secventa rapida de
inductie anestezica (Xilina 1% 10 ml, Midazolam 5 mg si
Succinileolina 100 mg) pacienta este intubata orotraheal si
asistata ventilator pe Oxylog 2000 in SIMV cu Fi0,=100%,
FR=14/min., p,,.~30mbar, astfel ca SpO, devine rapid
100%.

Hemograma arata o leucocitoza de 19200 elemente/i 1
cu neutrofilie de 84,5%, trombogitopenie de 90000/i 1si 7,9
g de hemoglobina/dl.

Glicemia este de 248 mg/dl, ureea de 188,3 mg/dl, iar
K*=4;5 mmol/l.

Echilibrulacidobazic arata'un/pH de 7,454, pO,=41,8
mmHg, pCO,=36,9 mmHg HCO3-=25,4 mmol/l, BE=1,8
mmol/l, lactat=12 mg/dl, S,0,=77,1%, sunt de 30%.

Radiografia pulmonara arata bronhopneumonie.

Se pune diagnosticul de:

Sepsis sever cu origine la nivelul insertiei cateterului de
hemodializa. Bronhopneumonie Coma GCS=3. DZ tip II
insulinonecesitant. IRC in program de hemodializa. HTA
secundara. Retinopatie diabetica proliferativa. Cataracta
bilaterala. Adenom hipofizar invaziv. Acromegalie.

Dupa consultul de specialitate, medicul de terapie inten-
siva ia legatura telefonic cu medicul de garda din clinica de
diabet caruia 1i comunica diagnosticul si starea pacientei, si
decizia de a trimite pacienta in salonul de terpie intensiva a
clinicii de diabet insotita de un medic din Departamentul de
Urgenta.

Se remarca nerecunoasterea sepsisului complicat cu
bronhopneumonie, cu punct de plecare infectia cateterului
de dializa cauzata de neglijarea intretinerii zilnice a pansa-
mentului si timpul prelungit de mentinere a cateterului.

De asemenea, mentinerea unei paciente in coma GCS=3,
tahipneica si hipoxemica fara a fi intubata si ventilata con-
stituie o alta eroare in managementul acestei paciente cu o
patologie extrem de severa.
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Nu in ultimul rind se observa practica (din pacate frecven- Multumiri
ta si complet eronatd) a trimiterii unui pacient in stare grava
fara a se obtine n prealabil acceptul celor care trebuie sa-1 Multumesc domnului doctor Cristian Pandrea pentru aju-

torul acordat in realizarea iconografiei.
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NovoSeven
comentarii

Emilian Moisescu

Un comentariu pesimist ar incepe cu ,,hemostaza ne-
chirurgicala, in ciuda eforturilor medicale, nu poate fi inca-
drata intr-un algoritm de abordare eficient™.

Cauzele singerarilor sunt multiple, o incercare de iden-
tificare si de clasificare exhaustiva fiind greu de realizat si
nereprezentand scopul propus. Raportate la actul operator,
ele sunt pre- sau postoperator; daca preced interventia chirur-
gicala, identificarea lor ar putea conduce la un necesar trans-
fuzional scazut sau la limitarea leziunii declansate deja; daca
succed interventia chirurgicala, rezolvarea cu succes repre-
zinta cu siguranta solutia salvatoare de viata.

In acest labirint: cAnd, cum si, mai ales, care este solutia
terapeutica raman intrebari la care actul medical trebuie sa
raspunda. Sigur eficient! Dar cum?

Diagnosticul diferential este"eomplex;niupoate fijatat
de rapid incat sa tina pagul cuthemoragia, nu poate\fi facut
la locul accidentului sau la patul bolnavuluiyiar gandul final
duce spre neputinta, sau peate spre alternative neargumentate
suficient teoretic, sau poate neargumentate suficient inca.

Si in aceasta cascada de evenimente ajungem la Novo-
Seven .

NovoSeven — FVII activat recombinant (rfEVIla) a fost
creat in dorinta de a gasi o solutie terapeutica hemofiliei
cu inhibitori (anticorpi-anti-F Villhsi-anti F1X); este apro-
bat de U.S. Food and Drug Administration’ (FDA) ‘pentru
aceasta indicatie de aproape un deceniu [1, 2].

Experienta clinica arata insa o extindere a acestei indi-
catii.

Este la dispozitie o bibliografie selectionata aleator despre
un agent hemostatic al hemofiliei cu inhibitori, utilizat in
entitati clinice extrem de variate, in care autorii au simtit ca
trebuie sa comunice observatia lor Intr-un moment disperat,
amenintator de viata, in care finalul depaseste argumentatia
teoretica. Simpla parcurgere a titlurilor referintelor biblio-
grafice arata diversitatea situatiilor clinice in care s-a apelat
la NovoSeven [1-51].

Este doar solutia acestor situatii clinice sau este solutia
finala a tratamentului hemoragiilor nechirurgicale, fara cauza
precizata? Poate depasi asteptarile firmei producatoare?

* Medic primar ATI, Clinica de ATI, Spitalul Clinic de Urgenta
Bucuresti, Calea Floreasca nr. 8, Sector 1, Bucuresti. e-mail: gelumoi-
sescu@yahoo.com

Abrevieri:

FFP — fresh frosen plasma

AT III — antithrombin TIT

PCC — prothrombine complex concentrates

FXIlla — factorul XIII al coagularii activat

rFVIla — factorul VII al coagularii activat, recombinant.

Primit in 23 februarie 2005, acceptat in 5 aprilie 2005.

Are indicatii mai largi, are mecanisme de actiune nepre-
cizate pana acum?

Probabil ca da, pentru ca firma-mama a declansat nume-
roase studii controlate pentru situatii clinice departe de prima
indicatie.

Incerc sa le mentionez, nu si le prezint, diversitatea lor
fiind coplesitoare, iar pentru moment, medicina ramane re-
alitate stiintifica si magie, intruchipate intr-o singura forma
- FVIla recombinant.

A fost o prezentare a gandurilor si asteptarilor unei per-
soane care a folosit NovoSeven 1n situatii fara indicatie pre-
cisa, situatii fara iesire, aflate intr-un cerc vicios [3, 4].

Si poate ca acelasi gand l-au trait multi [5]; si au reac-
tionat. Cum?

NOVOSEVEN in:

1. Controlul hemoragiilor din traumatismele majore [6, 7].

2. Scaderea necesarului transfuzional in trauma — studiu
multicentric, dublu orb, prospectiv, randomizat [8].

3. Controlul hemoragiilor intracerebrale — studiu al firmei
NovoNordisk [9,.10, 11].

4. Controlul hemoragiilor in supradozajul anticoagu-
lantelor eumarinice.— studiu.al firiiei NovoNordisk, cu o
observatie: eficient, dar-poate ‘o altCrnativa scumpa [12].

5. Controlul hemoragiilor din transplantul hepatic - pro-
tocol propus de NovoNordisk [13,14].

6. Urologie — scaderea pierderilor sangvine in prosta-
tectomia retropubiana [15].

7. Controlul hemoragiilor din trombocitopatii conge-
nitale sau dobandite, din uremie, din ciroza hepatica, din
obstetrica, din chirurgia cardiaca. .. (enumerare incompleta)
— de lecturat titlurile specifice din bibliografie.

Importanta problemei si observatiile incurajatoare adu-
nate in timpul anilor fac ca societati nationale medicale sa
elaboreze protocoale de abordare a hemoragiilor nechirur-
gicale.

In Israel, folosirea rFVIIa este recomandata la orice
pacient cu hemoragie masiva care nu raspunde la masuri
chirurgicale specifice si la terapia adecvata de componente
sanguine.

Hemoragia masiva este acceptata atunci cand se pierde
intregul volum sanguin 1n 24 ore, sau 50% din volumul san-
guin in 3 ore, sau volumul sangerarii este mai mare sau egal
cu 150 ml/min sau rata sangerarii este mai mare de 1,5
ml/kg/min pentru cel putin 20 de minute [7].

Si alte tari precum Polonia, Croatia, Romania au ela-
borat protocoale privind administrarea de NovoSeven.
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In Romania, comisia de evaluare a indicatiilor Novo-
Seven in A.T.I., sub presedintia D-lui Prof. Dr. Dan Tulbure,
sintetizeaza recomandari de utilizare in hemoragiile masive
[16].

Voi insera in continuare pozitia Academiei Europene de
Anestezie in care regasim FVIla recombinant, ca ultima
incercare in algoritmul de abordare a sangerarilor difuze,
nechirurgicale, cu un pret orientativ al produselor [17]:

SANGERARE NECHIRURGICALA

0 Desmopresina =4 g
o FFP, trombocite = lu FFP
= lu trombocite

cca.160euro
cca. 60euro
cca. 300euro

o antifibrinolitice = aprotinina (70mg) cca. 220euro

o AT IIT , PPC = AT III (1000U.1.)  cca. 430euro
=PCC (500 U.L) cca. 230euro

o FXIIIa =FXIIla (1250U.1.)  cca. 260euro

o rFVIla =FVIla (4,8mg) cca. 3000euro

Factorul VIla initiaza hemostaza prin legarea de factorul
tisular (glicoproteinda de membrana), exprimat la locul
injuriei vasculare, cu care formeaza un complex FVIla —
factor tisular, capabil sa declanseze formarea de trombina
si activarea plachetelor, intervenind astfel in hemostaza pri-
mara, cat si In cea secundara .

Se mai naste o intrebare: activarea plachetelor este secun-
dara formarii trombinei pe suprafata acestora sau rFVIla
creste expresia receptorilor IIb/Il1a plachetari printr-un me-
canism propriu? [18, 19, 20, 21].

Efectul procoagulant al FVIIa este strict localizat la
nivelul injuriei vasculare, administrarea lui neconducéand la
0 activare sistemica a coagularii.

Si asa isi face loc si un comentariu optimist: sangerarile
masive, sangerarile difuze, o plaja intinsa de patologic de
urgenta poate recurge la NovoSeven; documentat sau empi-
ric inca, oprirea sangerarilor apare, hemostaza se produce,
oferind practicii medicale un graunte de siguranta si satis-
factie in plus.
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Disectie de aorta in absenta durerii,
cu ruptura in pericard si ocluzie de carotida comuna dreapta

Camelia Marin*

Abstract

A special case by the patient’s age, sex, absence of medical his-
tory and of the clinical symptoms of an acute aortic dissection,
with clinical evidence of the complications (stroke and cardiogenic
shock). (Revista de Medicina de Urgenta, Vol. 2, Nr. 1, 59-60)

Key words
stroke, cardiogenic shock, acute aortic dissection

Cuvinte cheie
accident vascular cerebral, soc cardiogen, tamponada
cardiaca, disectie acuta de aorta

O pacienta in varsta de 88 ani este adusa la camera de
garda pentru alterarea starii, generale si deficit motor stang
instalate de aproximativ 4 ore. Instalarea simptomatologiei
a fost brusca cu aparitia deficitului metor si-alterarea starii
generale, simptomatolegic agravata progresiv in absenta
durerii toracice. Pacicnta nufavea antecedente personale
patologice semnificative cungscute.

La examenul fizic: pacienta:constienta, cooperanta, agi-
tata, prezinta dispnee, FR=24/min, TA=80/60 mmHg,
AV=100/min, fara marei traumatice, tegumente reci, mar-
morate, cianoza a buzelor, jugulare turgide.

Pupilele erau egale, intermediare, reactive, pulmonar
murmur vezicular prezent bilateral fara raluri supraadaugate,
zgomote cardiace asurzite. Abdomenul era suplu, mobil cu
respiratia, discret dureros la palpare in epigastru.

Examenul neurologic a relevat pareza faciala dreapta
frusta de tip central, hemipareza stanga predominent
brahiala, semn Babinsky pozitiv stang.

La sosirea in departamentul de urgenta, concomitent cu
evaluarea pacientei, s-au demarat masurile de resuscitare:
oxigenoterapie, Incarcare volemica cu solutii cristaloide si
macromoleculare cu cresterea tensiunii arteriale la
100/50mmHg.

Analize efectuate: Hb=16.2g/dL, L=11 600/ L,
PLT=146 000/i L, glicemie=145mg/dl, uree=58.3mg/dl,
ALT=86U/l, AST=295U/1, ionograma normala, enzime car-
diace normale.

Electrocardiograma: ritm sinusal fara modificari acute
de faza terminala.

* Departamentul de Urgente Majore, Spitalul Clinic de Urgenta
Bucuresti, Calea Floreasca Nr. 8, Sector 1 Bucuresti, e-mail: camy-
marin@yahoo.com

Primit in 25 martie 2005, acceptat in 5 mai 2005.

Ecografia cardiaca a identificat dilatatie a aortei ascen-
dente (54mm) cu prezenta de lichid pericardic circumfe-
rential de 5-8mm si colabarea cavitatilor drepte — aspect de
tamponada cardiaca.

Examenul CT cerebral de aspect normal.

Examenul CT toracic: anevrism de aorta ascendenta cu
diametrul de 6¢cm, disectia intimei aortei ascendente extin-
sa caudal pe aorta descendenta pe o distanta de 5 cm, cu
interesarea trunchiului brahio-cefalic, revarsat lichidian
intrapericardic cu grosime de 2cm (vezi fig. 1, 2 si 3).

Chirurgul cardio-vascular nu indica interventia opera-
torie datorita varstei pacientei si extinderii leziunilor.

Se continua tratamentul de sustinere a functiilor vitale:
incarcare volemica, suport inotrop pozitiv si vasopresor,
oxigenoterapie.

Pacienta decedeaza la 10 ore de la debutul simptoma-
tologiei.

Discutii

Disectia de aorta este o afectiune grava a aortei cu o rata
mare a mortalitatii (58% la pacienti cu disectie de aorta de
tip.A la care nu s-arintervenit chimiggical) [1], avand ca varf
de incidenta decada 67 de varsta. Sunt mai frecvente cazurile
la barbati, iar hipertensiunea arteriala ca factor predispozant
e Intalnita in 50-80% din cazuri [2].

Durerea toracica acuta este semnul predominant al afecti-
unii si apare in 74-90% [2] din cazuri (durere puternica cu
iradiere in spate) Simptomatologia este data si de existenta
complicatiilor: insuficienta cardiaca, sincopa, accident vas-
cular cerebral, paraplegie, stop cardiac. Ruperea in cavitatea
pericardica si dezvoltarea tamponadei cardiace determina
aparitia hipotensiunii arteriale (soc cardiogen).

Ca particularitati ale cazului prezentat pot fi conside-
rate atat varsta pacientei - in afara varfului incidentei cat si
sexul si absenta factorilor predispozanti cel putin cunoscuti,
dar mai ales absenta din tabloul clinic a durerii [3] si coe-
xistenta a doua complicatii: ruptura in pericard cu tamponada
cardiaca si ocluzia carotidei comune drepte de catre falsul
lumen cu simptomatologie de accident vascular de emis-
fer drept [3, 4].

In concluzie, in cazul concomitentei simptomatologiei de
accident vascular cerebral si soc se trateaza si se investigheaza
mai Intai socul. Disectia aortei in absenta durerii, cu ruptura
in pericard si ocluzie a carotidei comune poate da simpto-
matologia de accident vascular cerebral si soc cardiogen.

Multumiri doamnei doctor Anca Basca pentru ajutorul
dat in selectarea iconografiei.
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Hemopericard (—). Reconstructie tridimensionala.
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INSTRUCTIUNI PENTRU AUTORI

Revista de Medicind de Urgentd, publicatie oficiala a AMUD,
este o revista cu referenti al carei scop este cresterea calitatii
serviciilor de medicina de urgenta prin educatie si informatie
de calitate din domeniul medicinei de urgenta si al specia-
litatilor conexe. Revista publica articole originale, referate
generale, prezentari de cazuri, articole ce prezinta anumite
concepte, politici de sanatate, protocoale, corespondenta si
recenzii.

Manuscrisele propuse spre publicare vor fi insotite de
o scrisoare de intentie 1n care se va face o scurta descriere
a manuscrisului, se va specifica sectiunea pentru care este
propus, se va mentiona autorul pentru corespondenta, se va
specifica daca este un studiu randomizat, circumstantele in
care au mai fost prezentate informatiile din manuscris (con-
ferinte, congrese etc.) si orice posibil conflict de, interese
(financiar, profesional)4Nu, vor fi acceptate manuscrisele
care au mai fost publicate (exceptie fac prezentarile de la
congrese, conferinte etc. Si,publicareatezumatului in vo-
lume speciale dedicatesdcestor manifestari).

Pregatirea manuscrisului

Manuscrisele vor firedactate pe coliformatA4 scrise pe
o singura parte, cu caractere de 12 si spatiere la doua ran-
duri. Vor fi lasate spatii de 4 centimetri la fiecare margine a
colii, numerotarea colilor se va face incepand cu pagina care
contine titlul. Pentru a se asigura o recenzie confidentiala nu
va aparea nicaieri numele autorilor, institutia sau orasul si nu
se vor face trimiteri la propriile referinte bibliografice la per-
soana intai.

Pe prima pagina va figura titlul lucrarii, numele intreg
al autorilor, titlurile profesionale si academice, si afilierea
la asociatii si organizatii profesionale in perioada in care
s-a derulat respectivul studiu. In continuare se vor specifi-
ca numele manifestarilor, locul si data la care lucrarea a mai
fost, eventual, prezentata. Se vor specifica toate sursele de
finantare. Se va preciza marimea textului prin numarul de
cuvinte continut de text, exclusiv rezumatul.

Se va mentiona adresa pentru trimitere de extrase, urmata
de autorul desemnat cu adresa completa (adresa, numar de
telefon, fax si adresa pentru posta electronica) si autorul
desemnat pentru corespondenta cu adresa completa.

Trimiteti patru copii ale manuscrisului si pastrati intot-
deauna copii dupa tot ceea ce trimiteti.

Vor fi preferate articolele scrise in limba engleza (o parte
din referenti sunt nativi de limba engleza). De asemeneca se
va putea apela la traducerea de catre colaboratorii special

desemnati de catre consiliul editorial al revistei, in acest scop
se va contacta editorul responsabil.

Textul articolelor va fi organizat in urmatoarele sectiu-
ni: Introducere, Materiale si Metode, Rezultate $i Discutii
(care vor include si concluziile). Fiecare din aceste sectiuni
se va incepe pe pagina noua. Se vor folosi unitatile de masura
ale sistemului international si numele generice ale medica-
mentelor (care poate fi urmat de numele de firma intre paran-
teze in sectiunea Materiale si Metode).

Redactarea manuscrisului

Titlul reprezinta o chintesenta a lucrarii, nu este o sentinta,
va contine suficiente informatii pentru a orienta potentialul
eititor asupra continutului articolului, dar se vor evita cuvin-
tele de umplutura ca ,,studii asupra®, ,,observatii cu privire
1a* etc. Nu vor fi incluse abrevieri, formule chimice, expre-
sit de jargon. Nu se prefera aparitia unei lucrari in mai multe
parti (pot aparea hiatusuri) ci lucrari unitare. Se va prezenta
si un titlu prescurtat (cand titlul este lung) care va figura pe
colontitlul fiecarei pagini ,,running heads®.

Rezumatul. Toate manuscrisele (articole originale,
referate generale, cazuriclinice) vor include un rezumat in
limba engleza care sa nu depaseasca 250 de cuvinte. Pentru
articolele tip referat general, prezentarile de caz si de con-
cepte se pot folosi rezumate descriptive mai mici de 150
de cuvinte.

Rezumatul va contine cate un scurt sumar al fiecarei
sectiuni importante ale articolului: Introducere, Material si
Metoda, Rezultate si Discutii, adica va sublinia obiectivele
si scopul studiului, va descrie metodologia folosita, va rezu-
ma rezultatele si principalele concluzii. Retineti ca rezumatul
este citit primul si daca nu e bine alcatuit poate ramane sin-
gurul! Nu se vor prezenta aici niciodata informatii necon-
tinute 1n text sau concluzii care nu reies din rezultatele pre-
zentate si nu se vor cita referinte bibliografice.

Introducerea va prezenta cat mai clar natura si scopul
problemei investigate; va trece in revista doar literatura cea
mai pertinenta care sa orienteze cat mai bine cititorul in pro-
blema respectiva; va descrie metoda folosita si eventual va
sublinia de ce a ales acea metoda; va prezenta rezultatele
esentiale ale studiului si principalele concluzii care rezulta
din aceste rezultate (nu se vor pastra concluzii pentru partea
finala a lucrarii).

Materiale si metoda. in prima parte se prezinta meto-
dologia folosita si motivele pentru care a fost aleasa aceas-
ta (si nu alte metode echivalente). Se vor da apoi toate detali-
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Instructiuni pentru autori

ile (In ordine cronologica) astfel incat experimentul sau
studiul propus sa poata fi repetat de cei care o doresc pen-
tru a se obtine date similare.

Daca metoda folosita e noua sau nepublicata, se dau toate
detaliile, altfel, se citeaza doar sursa unde este descrisa. Pentru
materiale se dau toate specificatiile tehnice ale echipa-
mentelor folosite si producatorii lor, reactivii si substantele
folosite (se folosesc nume generice, cele de firma si pro-
ducatorul vor fi folosite doar daca exista mari diferente intre
diversele produse). Se descriu criteriile de includere ale
pacientilor in studiu si se vor obtine consimtamantul scris
al acestora (conform regulilor comitetelor de etica din res-
pectivele institutii). Analizele statistice obisnuite se folo-
sesc fara comentarii care vor fi rezervate unor metode sofisti-
cate sau neobisnuite, cand se pot cita referinte bibliografice.

Rezultate. Intai se descrie in detaliu partea experimen-
tala deja enuntata in sectiunea de Materiale si Metoda. Apoi
se prezinta datele semnificative si reprezentative (fara redun-
danta sau prezentarea fara discriminare a oricaror date) fara
a se comenta semnificatia lor.

Daca sunt date experimentale putine, se descriu, altfel
se folosesc tabele sau grafice.

Nu se descriu aici metode 6mise in precedenta sectiiine:

Discutii. Scopul primar al acestui capitol este sa arate
relatiile dintre faptele Observate.

Se prezinta principiileyrelatiile si generalizarea datelor
prezentate la sectiunea Rezultate, prin urmare se discutd,
nu doar se recapituleaza rezultatele:

Se aminteste orice eXceptie sau lipsa de corelatie a
datelor. Se compara datele obtinute (in concordanta sau nu)
cu cele din literatura publicata. Se discuta posibilele impli-
catii teoretice sau practice’alé datelor obtinute._Enuntati cat
mai clar concluziile si argumentati-le pe fiecare in parte.

Terminati capitolul cu un scurt sumar sau concluzii care
sa puna in evidenta semnificatia lucrarii

Multumiri. In aceasta sectiune sunt adresate multumiri
tuturor celor care au participat la realizarea lucrarii, dar nu
suficient pentru a purta calitatea de autor.

De asemenea sunt mentionate aici sursele financiare
folosite pentru realizarea lucrarii (contracte, granturi etc.)
sau absenta acestora.

Pentru detalii suplimentare privind redactarea se poate
consulta lucrarea lui Day RA [1]

Bibliografia va fi de asemenea dactilografiata la doua
randuri, citatiile se fac in ordinea aparitiei in text si NU alfa-
betic. Pentru articole cu mai mult de sase autori se vor trece
primii sase urmati de et al. Se vor nota si datele nepubli-
cate, comunicate personal autorilor, cu acordul scris al celor
care comunica informatia. Pot fi citate si date de pe Internet
cu notarea adresei exacte a site-ului si data accesarii aces-
tuia (pentru detalii consultati

http://www.nlm.nih.gov/bsd/uniform_requirements.html)

Tabelele se vor numerota si se va face referinta la ele
in text consecutiv. Se pun pe pagini separate dupa biblio-
grafie.

Figurile si alte materiale ilustrative se vor trimite atat in
original (radiografii, tomografii etc.), cat si 4 copii de cali-
tate. Materialele ilustrative 1n format digital vor fi de buna
calitate (minim 300 dpi). Explicatiile prin sageti sau alte indi-
catii nu se vor face pe ilustratiile originale, ci pe o copie.
Pe spatele lor se vor numerota fiecare, se va scrie pe scurt
ce reprezinta si se va indica cu o sageata marginea de sus.

Nu se vor mai aminti in text informatiile continute in
tabele sau materiale ilustrative.

De fiecare data se va trimite o data cu manuscrisele si
versiunea electronica pe o discheta, de preferat in Microsoft
Word. Scrisoarea de intentie va figura intr-un fisier sepa-
rat, iar in alt fisier va fi documentul precedat de rezumat si
urmat de tabele si figuri. Pe eticheta discului va figura data,
numele autorului pentru corespondenta, numele fisierelor
si soft-ul folosit (cu versiunea sa).

Toate materialele (tabele, figuri etc.) care au mai fost
publicate in alta parte vor fi insotite de permisiunea scrisa
a celuice deéting drépturile de aufor.

Recenzia si publicarea

Procesul de recenzie este strict confidential si implica
o faza initiala in care,fiecareshaterial este analizat de un
editor. Daca manuserisul nu este considerat corespunzator
va fi respins. In caz contrar se trimite la un referent de spe-
¢ialitate caré-valcomunica-ediforului decizia sa impreuna
cu eventualele modificari. Editorul va face cunoscute autoru-
lui insarcinat cu corespondenta toate deciziile luate in lega-
tura cu manuscrisul. Manuscrisele acceptate pentru publi-
care vor fi editate in conformitate cu politica revistei, astfel
incat sa se asigure o minima uniformitate a stilului. Autorul
va primi un spalt pentru a da bunul de tipar, dupa care nu
se mai admit alte modificari.

Editorul sau referentul are dreptul sa solicite datele ori-
ginale care stau la baza manuscrisului pentru o mai buna
recenzie, aceste date fiind confidentiale, nefiind folosite
decat pentru elucidarea problemelor aparute si urgentarea
recenziei.

Manuscrisele aprobate pentru publicare devin propri-
etatea revistei care detine din acest moment drepturile de
autor.

Manuscrisele vor fi trimise la adresa Dr. Dan Marinescu,
Departamentul de Urgente Majore, Spitalul Clinic de Urgenta
Bucuresti, Calea Floreasca nr. 8, Sector 1. Bucuresti. e-mail:
danmarinescu@yahoo.com
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1. Day R A. How to write and publish a scientific paper.
1989, Cambridge University Press.
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Formular de autorizare a publicarii
si cedare a drepturilor de autor

Fiecare autor (si toti coautorii) care trimite un manuscris catre Revista de Medicina de Urgenta trebuie s semneze
si sa trimita acest formular pe adresa Dr. Dan Marinescu, Departamentul de Urgente Majore, Spitalul Clinic de Urgenta
Bucuresti, Calea Floreasca nr. 8, sector 1, Bucuresti.

Titlul articolului:

Numele autorului:

Calitatea de autor si
Declar ca am participatSufici i area datelo a e cazul), si scrierea

Consider rezultatele acestui studiu valid i i or (daca le vor cere)
datele originale care stau la baza
Acest manuscris nu m (E Malte reviste.
Garantez cd acest artB Q (Mﬁmmmppg L!a ateriale ilegale care
sa prejudicieze drepturile altora.

Daca sunt incluse fragmente din materiale ale caror drepturi de autor sunt protejate de lege, am obtinut sau voi obtine

permisiunea scrisa a detinatorilor respectivelor drepturi si voi cita sursele bibliografice in textul articolului.
Am revazut forma finala a manuscrisului si 1l aprob pentru publicare.

Contflicte financiare.
Declar ca nu sunt afiliat si nu am nici o legatura financiara (angajat, consultant, onorarii) cu nici o organizatie sau

entitate cu interes financiar direct in subiectul tratat in acest articol cu exceptia celor declarate la sectiunea de Multumiri.

Cedarea drepturilor de autor.
Prin semnarea actualului formular transfer catre AMUD toate drepturile de autor.

Semnatura autorului Data



ASOCIATIA DE MEDICINA DE URGENTA SI DEZASTRE

Bucuresti, Str. Ionel Perlea nr. 10, sector 1
Telefon: 004-021-317 0131; fax: 004-021-317 0168
E-mail: drpandrea@yahoo.com

FORMULAR DE ADEZIUNE

DOAMNA/DOMNUL . ..ot e e e e e e e e e e e
DATA NASTERII: ANUL ............. LUNA .............. ZIUA ... ... ...
FUN T A o e e e e e e e e e e
LOCULDE MUNGCA ...ttt e et
o ADRESA ...
e TELEFON ... e e
O A K e
DOMICILIUL . . .o e e e e e e e e e e e e e e e
o ADRESA . e
e TELEFON FIX)MOBIL Y, . ... &£ 0. oo
QO FAX G N . S i
o E-MAILS .
*va rugam sa comginicati orice'modificare aparuta in datele de mai sus!
1. Doresc sa devin: 2. Dorese sa-mi reinnoi€sc calitatea de:
1 Membru titular 0 Membru titular
[0 Membru, sustinator L' Membru sustinator
[0 Membru'asociat EMembru asociat
0 Membru corespondent [ Membru corespondent
al Asociatiei de Medicina al Asociatiei de Medicina
de Urgenta si Dezastre. de Urgenta si Dezastre.

Mentionez cd am luat cunostintd de drepturile si obligatiile ce-mi revin conform statutului Asociatiei
de Medicind de Urgentd si Dezastre.

Presedinte AMUD, Semnadtura solicitantului,

Formularul poate fi trimis pe adresa: Unitatea de Primiri Urgente, Spitalul Clinic de Urgentd Bucuresti,
Calea Floreasca nr. 8, Sector 1, Bucuresti cu specificatia: in atentia D-lui Dr. Pandrea Cristian.

Informam pe cei care doresc sa obtina revista ca exista mai multe modalitati in acest sens si anume prin intermediul dobandirii cali-
tatii de membru al AMUD. Conform statutului AMUD exista mai multe categorii de membri. Amintim membrii titulari si pe cei aso-
ciati (pentru cei implicati direct In acordarea asistentei medicale de urgenta - vezi detalii in statut la www.amud.ro) pentru care coti-
zatia este de 4 si respectiv 2 euro pe luna. De asemenea, exista si calitatea de membru corespondent, care va permite contra unei cotizatii
de un euro pe luna sa intrati in posesia celor patru numere anuale ale revistei.

Astfel, prin trimiterea pe adresa AMUD (Dr. Cristian Pandrea, Departamentul de Urgente Majore, Spitalul Clinic de Urgenta Bucuresti,
Calea Floreasca Nr. 8, Sector 1, Bucuresti) a formularului de adeziune completat (disponibil atat in revista cat si on line la adresa
www.amud.ro) si a recipisei care sa faca dovada ca ati achitat cotizatia anuala (echivalentul in lei a 12 euro la cursul BNR) in contul
ROS57RNCB5079000017650004 (IBAN) deschis la BCR - sucursala Tunari, deveniti membru corespondent al AMUD si veti primi
si cele patru numere anuale ale revistei in cel mai scurt timp de la aparitie.



SIMULATORUL UNIVERSAL DE PACIENT LAERDAL SIMMAN

La inceputul anului 2001 Laerdal Medical AS a lansat pe piata echipamentelor pentru instruire medicala doua produse ce reprezinta o
noutate absoluta in domeniul sistemelor de instruire: Laerdal AirMan — simulator de cai respiratorii dificile si Laerdal SimMan — si-
mulator universal de pacient.
Utilizarea acestor simulatoare are avantaje care privesc nu numai instruirea medicala in sine ci si modalitatile de evaluare a instruirii
precum si cercetarea medicala, deoarece:
* Nu prezinta risc pentru pacienti
* Pot fi prezentate multe scenarii, inclusiv situatii deosebite si critice la care e nevoie de o reactie rapida
* Participantii pot vedea imediat rezultatele deciziilor si actiunilor lor
* Scenarii identice pot fi prezentate unor echipe medicale diferite
* Sunt cunoscute cauzele situatiilor rezultate
* Cu ajutorul manechinelor de simulare echipele medicale pot utiliza diverse echipamente medicale expunandu-se astfel situati-
ilor de la nivelul interfetei om-masina
* Se pot realiza inregistrari audio sau video ale sedintelor de simulare si se poate realiza inclusiv monitorizarea fiziologica a par-
ticipantilor (precum ECG sau EEQG); neexistand restrictii care tin de confidentialitatea datelor pacientilor, inregistrarile pot
fi folosite ulterior pentru cercetare, evaluarea performantelor sau acreditare
Simulatorul universal de pacient Laerdal SimMan a fost in mod special proiectat pentru a indeplini cerintele de instruire bazate pe sce-
narii de anestezie, ACLS, ATLS si de proceduri pe caile respiratorii dificile.
Laerdal SimMan este un sistem portabil, flexibil, robust si usor de folosit. Sistemul cailor respiratorii foloseste multiple compartimente
gonflabile care permit o simulare cu un nivel inalt de realism al situatiilor dificile care pot aparea pe caile respiratorii. Laerdal SimMan
prezinta respiratie spontana, expir de CO2, o intreaga gama de zgomote respiratorii, decompresia pneumotoracelui in 4 zone. Tot la
nivelul cailor respiratorii se pot practica cricotiroidotomia, bronhoscopia, ventilatia pe balon, sonda, masca laringeala, Trachlight, Combitube
si multe alte proceduri. Pot fi practicate manevre legate de circulatie si de administrare de droguri, precum si tot ceea ce tine de ABC-
ul resuscitarii cardiopulmonare. Manechinul are puls carotidian bilateral, puls brahial si radial, puls femural bilateral iar acestea sunt
sincrone cu ECG si dependente de presiunea sanguinéselectata si'de pozitia‘anatomica.
Presiunea sanguina poate fi'luata in mod automat, prin auscultatie sau palpare si are volumul ajustabil. Funetiile cardiace sunt com-
plexe, existand un generator de ritmuri care furnizeaza peste 2500 variante ECG. Manechinul are o biblioteca destul de consistenta de
zgomote cardiace, poate fi monitorizat, defibrilatsi i se poate aplica pacing extern cu prag de pacing variabil. Manechinului i se pot
face cateterizare urinara, lavaj peritoneal, acces venos si intramuscular si ii pot fi adaugate module de simulare a traumelor, module
pentru nursing si pentru simularea hemoragiilor puternice. Programul de control al manechinului este deosebit de vast si are posibili-
tatea crearii de scenarii prin‘care manechinul reactioneaza in modul cel mai realist posibil la.administrdarea de droguri si anestezice.
Sistemul Laerdal SimMan ofera instructorului multiple,variabile de control. Sistemul vine impreuna cu un simulator de monitor touch
screen cu 4 canale care este unealta de control a studentului. Monitorul afiseaza ECG, tensiunea arteriala, SpO2 (inclusiv alarme),
CO2 si temperatura. Instroetorul aredafndemana, uncomputerpe care sunt afisatetoate informatiiledespre sistem precum si doua tele-
comenzi, una pentru functii respiratorii ‘st alta"pentru functii-cardiace, care' i1 permit'mobilitatea’deplina.
Programul de simulare contine opt scenarii pre-programate care au fost dezvoltate conform cu regulamentele ACLS ale Asociatiei
Americane de Cardiologie si pornind de la aceste modele instructorii pot sa-si construiasca propriile lor scenarii pentru a adapta Laerdal
SimMan la protocoalele locale de instruire si la cazuistica specifica.
La momentul de fata in Romania se poate lucra cu Laerdal SimMan in centrele de instruire de la Spitalul Clinic de Urgenta Sf. Pantelimon
si de la Spitalul Clinic Judetean Tg. Mures, dotate cu sprijinul Ministerului Sanatatii si al Bancii Mondiale.
Pentru mai multe informatii despre importanta simularii in medicina si despre sistemele de simulare Laerdal va rugam sa contactati
reprezentantul Laerdal in Romania, Medimpact S.R.L. sau sa vizitati pagina de web www.laerdal.com.

a Catalina Duhanes

Medimpact S.R.L. Cluj-Napoca,
reprezentant in Romania al Laerdal Medical AS

Laerdal SimMan
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