igdpexmioRicTa, KapAlonora, BeBPONATONOTA,  OTONAPHHIONOA 1
000R’ REORO NICHXOTEPANieBTa.

BHCHITHHM TH® ¥V TBOPAX KJIACHKIB XVIOXKHbOI
JITEPATYPH

Crinap A.O.
Kadezpa indexnifinmx xgopod 3 KypcoM efmiieMionorii

Coikviousich 3 CYJaCHUMH CTYJeHTAMH, MHAMOBOM 3Bep-
TACHY VRATY Ha HEBHCOKHH piBeHS iX 3aranbBOI KyILTYpH. B rpymi He
finpme 3-4-X QONOBIK UHTANH Taki HeoOXiJHi Kapio TBOPH, fK
«3armcxHE Bpaday B.B. Bepecaeaa, cnosizapaa A.J1LYexopa Ta im.
Crynenms Mano 3HaltoMi 3 1cmp1em MeJHUHHNA, 30KpeMa - mMC HaM
HalibmrxTe - 3 APAMATHTHOK m:opmo sUBUCHHE iH(peKmidAMX XBO-
po6. BiaxpurTaM € 7ol BHJATHEX JikapiB - Myaporo [lpoBadexa,
RoTkina, 3abonorHoro Ta in. CTyAeHTH BiIKpHBAIOTE J14 cebe BIeHO-
0 10 Ha3B1 MixpoGa, BEBYAIOTHN TX0T0 Nell nixap BiIaB CROE XKHATTH.

Opma 3 indexnili, axa anamwna MHOOKUHR C1ij 4K B Apama-
TeuHil icTopil Aocmimxenmn indexmilimEx xBopoO, Tak i1 B icTOpil
THOJCTRA Ta B XyAOXHiM niTepaTypi - ne sucHnanl TH.

Ha mifMiny Bif cyXmX BijcoTkiB MoHOIpadil, v TBOpax
NM_.A Bynraxosa, A.I1Yexopa, 1.C.Typrenesa, b.JL.Ilacrepraxa Maii-
cTepHC BHOECAHL OOpa3m, KNiHIYHA KapTWHA RKapOOBVIOTECH B
OaM’ITE HazaRKaA. Xi6a MoxHA 3a6yTA DOTyTTS XBOpPOIO BHCHITHAM
tagoM, nepegami A.IlYexormd (onomimamma «Tmdw), abo cEm TH-
¢ozmoro xsoporo y B.JLIlacrepraxa (poman «Joxrop JKmearo»). B
1.C. Typreresa («OTisl B JeTH») YBara OpEAUIAETECH DUIAXAM 3apa-
xemnsa, B MLA Bynraxopa («/{mm TypreseBbx») - zadepeRmHABOMY
JIATHO3Y.

TpyAsOmi B aHATI3M aHAMHE3Y BUKPHBAIOTLCH B.JL.Iacrep-
HAKOM, NIATAHHA ACOHTOJIOTII - B YCIX BHINE HABEJEHAX ABTOPIB.

Yepez 3HaMOMCTBO 3 KIACHYHOIO JHTepaTypoo MaiGyrHi
nixapl pUATECA NMPAaBWILHO 1 00epeXHO KOPHCTYBATHCH BeJIAKEM Oa-
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DOES HUMAN FULMINANT LIVER FAILURE IN
HEPATITIS VIRUS INFECT JON ASSOCIATE WITH FIBRIN
DEPOSITION?

P.Dyachenko, 3 years graduate fellow

Fibrin deposition is fundamental to patogenesis in a pumber of
animal models of liver njury including that from carbon tetrachioride,
endotoxin, galactosamine, acetaminophen (parace-tamoi), and murine
hepatitis virus strain 3 (MHV-3). In hepato-cellular NECTOS1S
associated with these pathological process, resident macrophages
within the liver (Kupffer cells) exhibit morphological features of
activation and rtelease inflammatory mediators, including
procoagulants, tumor necrosis factor alpha (TNF-cu), interleukin-1
(IL-1), proteolytic enzymes, and eicosa-noids as well as superoxide
anions and nitric oxide.

Recently, a pivotal role for a procoagulant with prothrombin-
cleaving activity (prothrombinase) in MHV-3-induced hepatic
necrosis was demonstrated. Macrophages isolated from susceptible
(BALB/c) but not from resistant (A/J) animals express large amounts
ofthisprothmbi:mseinviMandinvive. Of greate interest is that
systemic inhibition of the prothrombinase with high-titer neutralizing
monoclonal antibody prevents hepatic necrosis and prolongs survival
in MHV-3-susceptible mice. |

Unfoerﬂmately,thm'earemdirectdatadeﬁninganimarface
between immune-mediated coagulation and the acute or chronic



