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and increased the striatal NA level 2,2 times less than 0,1
mg\kg Diumancal. Decurcinol (1 mg\kg), but not Diumancal,
decreased hypothalamic DA.

The stimulating effect of low doses of Diumancal, in
comparison with Decurcinol, is related to the fact that Di-
umancal severely increases striatal NA and increases the DA
level in the hypothalamus differently from decurcinol.

High doses of Diumancal (1mg/kg) and Decurcinol
(10mg/kg) decrease the levels of NA and DA in all three brain
structures. This fact is a possible explanation for the sedative
effect of these medications.

In conclusion, the behavioral and biochemical changes
produced by novel CCB-s Diumancal and Decurcinol could
be of great interest in light of the possible use of calcium an-
tagonists to treat disorders of the central nervous system.

Conclusions

1. Diumancal and decurcinol were completely ineffec-
tive in preventing the sedative effect of a-methyl tyrosine.

2. Both medications, when administered in low doses,
slightly reduced clonidine-induced sedation in rats. This ef-
fect was more remarkable in horizontal and vertical reactions.
There were not any statistically significant changes in the
defecation, grooming and searching components of behavioral
reactions.

3. Both in high doses deepens clonidin induced seda-
tion, but not in a way that is statistically significant.

4. Diumancal and decurcinol both affect the brain bio-
genic amines, suggesting both the inhibition and activation
of monoaminergic systems, according to dosage.
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Coma hepatica virala B si/sau D la gravidele cu eclampsie nonconvulsiva
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The Hepatic Coma of Viral Origin B and/or D in Pregnancy and in Eclampsia without Convulsions

The hepatic coma of viral origin B and/or D occurs during all periods of pregnancy but is more common during the last trimester. Pregnancy
in the last trimester can be complicated by eclampsia characterized by specific clinical symptoms which evolve into coma. Very few cases are
known of a coma in pregnancy which evolved during eclampsia without convulsions. The diagnosis of these cases is difficult. The article describes
a coma which evolved during eclampsy without convulsions which was initially believed to be an hepatic coma of viral (B) etiology.
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MeuyeHouHasa Koma BUpYcHoI 3Tuonorun B n/unu D y 6epemeHHbIX ¢ 6eccyaopoXKHOI SKNamncuen

ITeyeHOYHass KOMa BUPYCHOIT aTyonoruy B u/mwmm D He MCKI04aeTcss BO BCexX Mepuofax 6epeMeHHOCTH. BepeMeHHOCTb B IOCIefHeM
TPUMECTPE MOXKET OC/IOKHATHCA SK/IAMIICHEN, IPOTEKAIoLell ¢ XapaKTepHbIMU KIMHUYECKUMI CUMITOMAaMM U C PasBUTHEM KOMBL. Pexe
[eYeHOYHass KoMa y 6epeMeHHbIX pasBMBAETCs IIPU 9KIAMIICUN, TIPOTeKaroleil 6e3 cymopor. B momobHsIx cnydasx nuddepenianipHas
AMArHOCTMKA KOMBI C/IoXKHA. OTMCBIBAeTCA CIIy4ail KOMBI IIPU SKIaMIICHM 6e3 CY[opOor, IepBOHAYa/IbHO IMIPMHATAA KaK MeYeHOYHas KOMa

BUpYCHOI B aTnonorun.

KmoueBble c10Ba: IeueHOYHasA KOMa BUPYCHOI 3THOIOT UM, 9K/TaMIICH.
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Introducere

Maladiile hepatice detine un loc important in morbidi-
tatea si mortalitatea femeilor gravide. Printre aceste maladii in
Republica Moldova se includ si hepatita virala B (HVB) si/sau
hepatita virald D (HVD). Coma cauzatd de HVB si/sau HVD
acuta la gravide poate fi inregistrata in tot decursul sarcinii mai
rar — in primul trimestru §i, mai frecvent — in ultimul trimestru
de sarcind, si cu un deces in 80-90% din cazuri [4].

Dintre gestozele tardive fac parte edemul gravidic,
nefropatia, eclampsia [3]. Eclampsia este stadiul culminant
de evolutie a gestozei [1]. Se caracterizeaza printr-o simpto-
matologie complexa, simptomul cel mai evident fiind convul-
siile. Manifestarile clinice in eclampsie sunt bine cunoscute
specialistilor: hipertensiune arteriald, hiperreflexie, cefalee,
tulburéri vizuale si contractii musculare involuntare periorbicu-
lare si ale fetei, apoi urmate de convulsii generalizate tonice,
faza de convulsii clonice si apoi faza comatoasa (V. Achim et.
al., 1989). In cazuri extrem de grave apare o stare de coma,
neprecedatd de convulsii, numita ,.eclampsie neconvulsivd”
(Gh. Paladii, 1993). Modificdrile hepatice macro- si histopa-
logice, inregistrate in hepatita virald fulminanta difera de cele
atestate in coma neprecedatd de convulsii, numitd ,,eclamp-
sie neconvulsivd” [2, 5]. Diagnosticul comei in ,eclampsie
neconvulsivd” este dificil [4]. Activitatea de mai multi ani in
sectia specializatd de patologie hepatica (hepatite virale etc.)
la femei, inclusiv la femeile gravide, mi-a permis sd acumulez
cunostinte teoretice si practice nu numai in diagnosticul si in
tratamentul comei hepatice de etiologie virald (HVB si/sau
HVD), dar si in cel al comei de alta etiologie (hepatoza grasa
acuta de sarcina etc.).

Scopul lucrarii

A prezenta caz de coma neprecedata de convulsii
si numitd ,eclampsie neconvulsivd” confundatd cu coma
hepatica virala, suspectata in timpul necropsiei si confirmata
prin multiple investigatii histopatologice ale diferitor organe

si tesuturi.

Materiale si metode

Pacienta T. C., cu vérsta de 21 de ani, a fost internata
in maternitate pe 14.01. cu diagnosticul: sarcina 36-37 de
sdptdméni, nefropatie de gradul II. Starea generala in ziua
spitalizarii i in urmatoarele zile era apreciata de specialisti
drept satisficitoare. Anterior a suportat viroze respiratorii.
Pand la concediul prenatal a activat in calitate de laborant
biochimic, deseori semnala diverse manifestari alergice, care
dispareau dupa administrarea preparatelor desensibilizante.
In timpul serviciului contacta cu diferite substitutii biologice
umane (sange, urin etc.). In tot decursul sarcinii regulat (de
multiple ori) era supusa diferitelor manopere parenterale
instrumentale medicale.

Pe 11.02.,in jurul orei 22.00 — nastere prematurd. Dupa
cateva ore (1-3) s-a constatat o scadere a tensiunii arteriale
(panala 0), lduza ,,brusc” si-a pierdut constienta. In decursul
catorva ore au aparut semne clinice hemoragice, icter scleral
moderat, oligurie, apoi anurie si, concomitent, edem univer-
sal. Rezultatele de laborator efectuate in primele 3-4 ore de

comd: hemograma: eritrocitele - 2,6 mln, leucocitele - 7600,
neutr. neseg. - 49% si segmen. - 40%, limfocitele - 6%,
monocitele — 2%, eozinofilele - 3%, VSH - 10 mm/or&. Urina -
tulbure, intunecatd, proteina - 1,65%, eritrocitele acopera
campul vizual. Bilirubina totald — 40 mcmol/l, directd - 14,4
mcmol/l, proteina serica totala — 48,3 g/l, protrombina — 50%,
ureea — 2,8 mmol/], activitatea AIAT - 3,1 mmol/l, AsAT - 3,4
mmol/l. Dupa 10 ore de comd, eritrocitele — 1,2 mln, leucocitele
- 19800, neutr. neseg. — 18 % si segm. — 56%, limfocitele — 19%,
monocitele 4%, eozinofilele — 2%, celulele plasmatice - 1%,
VSH - 60 mm/or4, bilirubina totald — 98 mcmol/l, directd 4
% mcmol/l, AIAT - 12,7 mcmol/l, AsAT - 3,9 mcmol/l, ureea
- 11 mcmol/l.

In baza datelor epidemiologice (contact profesional
cu sangele, multiple manopere parenterale instrumentale
medicale in tot decursul sarcinii), clinice (icter scleral si
cutanat, semne hemoragice in diferite regiuni ale corpului)
si paraclinice (hiperbilirubinemie, hipertransaminazemie,
hipoprotrombinemie) obstetricienii au stabilit la lauza dia-
gnosticul prezumtiv: hepatita virald acuta, forma fulminants,
comad hepatica.

Consiliul medical cu participarea autorului relatarii,
intrunit dupd 12 ore de coma, a constatat starea generala foarte
grava, coma, tegumente palide cu multiple petesii, purpure si
echimoze, sclere icterice, ficatul la nivelul rebordului costal
drept, ascitd, anasarcd. Laparoscopia efectuatd in 15 ore de
comd a determinat prezenta in cavitatea abdominald a lichi-
dului sangvinolent, capsula retinata a ficatului, pe suprafata
ficatului hemoragii si hematome.

Consultul medical a stabilit diagnosticul: sarcina 36-37
de saptamani, nagtere prematura (fit mort), nefropatie de
gradul II, ruperea precoce a membranelor amniotice, soc
anafilactic medicamentos, insuficientd cardiovasculara si
hepatorenald, coma de gradul II, sindromul microaglutinarii
diseminate.

Hepatita virald B si/sau D fulminantd, in componenta di-
agnosticului stabilit de consultul medical n-a fost inregistrata,
dar teoretic nu a putut fi exclusa. S-a recoltat probé de sange,
in care s-a determinat bilirubina totald - 192 mcmol/l, biliru-
bina directd - 88 mcmol/l, AIAT - 11,7 mcmol/l, ureea - 21,3
mcmol/l si prezenta in singe a Ag HBs. Decelarea Ag HBs in
proba de sdnge a complicat si mai mult diagnosticul diferential
dintre coma hepatica virala B si coma determinata de careva
varianta de gestoza. Si totusi hepatita virald B fulminantd
la 1duza a fost exclusa pand la deces, in baza lipsei in proba
de singe a anticorpilor specifici pentru hepatita virala B
acutd — anti-HBc IgM examinati prin testul ELISA.

Dupa 32 de ore de coma lduza a decedat. Diagnosticul
anatomopatologic: sarcind 36-37 de sdptamani, nastere
prematurd, eclampsie nonconvulsivd, hepatonecroze multiple
masive §i degenerescentd grasd, icter parenchimatos, ficat
de consistenta moale, de aspect gilbui, cu capsuld retinata
si cu desen lobular atenuat, insuficientd renalohepatica
acuta, sindrom hemoragic, sindrom desiminat de coagulare
intravasculard, hematurie, hidrotorax, pericarditd exsu-
dativ-hemoragica, ascitd sangvinolentd, anasarcd, anemie
polietiologica, edem pulmonar si cerebral.
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Concluzie

Desi frecventa ,eclampsiei neconvulsivd’ este redusa
(1/1000-1500 de sarcini), aceasta gestoz tardivd are o evolutie
foarte severa si fulgerdtoare, necesiti o studiere continud a pa-
togeniei: manifestarile clinice precoce, diagnosticul diferential
in coma cerebrala hepatica la gravide §i in coma cerebrald in
gestoza tardiva - ,,eclampsie neconvulsiva’”
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Genetica sindromului metabolic: studiile de agregare in familii
G. Curocichin

Catedra Medicina de Familie, USMF ,,Nicolae Testemitanu”

Genetics of the Metabolic Syndrome: Family Aggregation Studies

The article is a compilation of research on the heredity qualities of the metabolic syndrome and its components, independent risk factors of
cardiovascular diseases and type II diabetes mellitus published in 31 journals over an eleven-year period. There is a general consensus in favor
of a strong causative genetic component for metabolic syndrome. This assumes a relatively limited number of loci with pleiotropic effects. Some
data supports the hypothesis of intergenetic interaction in the realization of the syndrome. Environmental factors seem to play an important role
in the initiation and progression of the metabolic syndrome in individuals with genetic predisposition to the condition/disease.

Key words: insulin resistance, metabolic syndrome, genetics, heritability.

leHeTuKa meTabonuueckoro CMHApomMma: nccnenoBaHuA arperagynum B ceMbAax

VIsy4eHbl TyO/IMKaLmy, HOCBSAIIEHHbIE CeMEITHOMY Hac/IeJOBaHIIO METabOIN4eCKOr0 CMHIPOMA 11 €T0 COCTABHBIX KOMIIOHEHTOB, AB/IAOIIVIXCA
CaMOCTOSITe/IbHBIMI (paKTOpaMI MOBBIIIEHHOTO PUCKA CePHeYHO-COCYAUCTHIX 3a00/IeBaHNIT M CAXapHOTO [AuadeTa BTOPOro Tuma. buum
IIPOaHAIM3MPOBAHEI Pe3Y/IbTaThl paboOT 110 TeMe C ITy6MHOII ToucKa 11 eT. B yacTHOCTH, 6111 0TOOpaHBI 31 CTaThs CO CBOOOHBIM JOCTYIIOM
K IIOJIHOMY TEKCTy INyONMMKalym. Pe3yIbTaTbl M3ydeHHBIX PabOT CBUIETENBLCTBYIOT O CYLIECTBOBAHMYU CHJIBHOI FeHETUYeCKOl KOMIIOHEHTBI
B [IATOTeHe3e MeTabOoNMNMYeCKOro CUHApPOMa. IIpennomaraeTcss Hamdye OTHOCUTENIbHO HeGOIbIIOTO KOMIMYECTBA JIOKYCOB C IJIeHOTPOIHBIM
3 PeKTOM B OTHOLIEHNN TIPOSABJICHNIT 3TOTO CHHAPOMA. VIMeIoTCs JaHHBIe B HOJIb3y TUIIOTE3bl MEKTEHHOTO B3aVIMOJIEIICTBIA B IIpoIiecce
peanusanuyu CuHApoMa. BaxkHas pob B MHUIMALNY U HPOrPeCCHPOBAHNY MeTab0/IIMYeCKOr0 CHHAPOMA Y JINLI, IPePaCIOIOKEHHbIX K HEMY
TeHeTUYeCKY, IPUHAIEKNT GPaKTOpaM BHELIHEN Cpefibl.

KnroueBbie cmoBa: VMHCY/IMTHOPE3NCTEHTHOCTD, MeTabonMIecKuit CUHAPOM, TEHETUYIECKOE HAaC/IEMOBaHME.

Introducere de risc sporit de mortalitate de toate genezele, in special
de cele cardiovasculare si complicatiile diabetului zaharat

Prevalenta fenomenului denumit ,,sindrom meta-
de tipul II. Prevalenta inaltd si variatiile ei de la populatie

bolic” (SM) sau sindromul de insulinorezistentd este mare

in toate populatiile studiate pand in prezent. Acest sindrom
se intalneste la toate grupurile de varstd, demonstrand
o crestere a raspandirii in grupurile cu varstele medii i
avansate. Totodata, prevalenta SM depinde de etnie, aria
geografica de resedintd a populatiilor studiate si de crite-
riile diagnostice aplicate pentru depistarea lui. Rezultatele
mentionate in majoritatea lucrédrilor in domeniu sustin ca
atat componentele individuale, constituente ale sindromu-
lui metabolic, cat si sindromul integral prezinta un factor

la populatie sugereaza prezenta unei componente genetice
puternice, care favorizeaza dezvoltarea sindromului meta-
bolic la unele populatii.

Scopul lucriarii a fost elucidarea in baza datelor din
literaturd a rolului factorului genetic in transmiterea prin
ereditate si dezvoltarea sindromului metabolic, precum si a
componentelor constituente ale acestuia care, de sine statitor,
prezinta factori de risc sporit cardiovascular si de diabet za-
harat de tipul IL.
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