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Y4yeOHOoe moco0me mnpeaHa3HAYEHO MJIsA CTYACHTOB CTAPIIMX KYPCOB, B TOM 4YHCJIe H
HHOCTPAHHBIX CTYJAEHTOB, a TAK:Ke JIsl OPAMHATOPOB, ACIHPAHTOB



OcTpasi meyeHOYHasi HeIOCTATOYHOCTH — 3TO OBICTPO MPOTPECCUPYIONIEE, YrpoKarollee
JKU3HHU COCTOSIHUE, KOTOPOE BO3HUKAET, KOTJa IPOUCXOJAUT MACCUBHOE MOBPEXKICHHUE MEUECHU C
HEKPO30M IIapEHXHUMBbI MEUYCHU. Pa3BUTHE OCTPOM IMEUYEHOYHOM HEIOCTATOYHOCTU TOBOPHUT O
norepe Qynkiun nedeHn Ha 80-90%. CocrosiHEe XapakTepu3yeTcs OBICTPHIM B TEUYCHHE
HECKOJIbKUX THEH WM HeAelb Pa3BUTHEM IEYCHOYHOH 3HIe]anomatud W KOaryJlomaTHH C
reMOpPpPart4eckuM CHUHAPOMOM. OTUM CHHIpPOMaM OOBIYHO MPEIIIECTBYET MPOIPOMaIbHBIN
nepuo OOJIE3HH, TPOSBIISIONINICS TOITHOTOM, PBOTOH, XKENTyXoW. B ciydasx, korma octpas
MEYCHOYHAss HEIOCTAaTOYHOCTh SBIISETCS PE3yJbTaTOM IEpPeO3UpPOBKHU  areTaMuHoeHa
(mapamieramona) WM OTpPaBICHHMEM MYXOMOPAMHU MJIM HMEET UIIeMHYECKUH TIeHes,
sHIeATONaTHs] MOXET MPEANICCTBOBATh PA3BUTHIO KEITYXH U TMPOJAPOMAIBHBIA TEPHOT
Oosie3Hn OTCyTCTBYeT. (OueHb YacToO OCTpas IMEUYEHOYHash HEJOCTaTOYHOCTh OCJIOXKHSETCS
Pa3BUTHEM IOJHMOPTaHHOM HEJOCTATOYHOCTH, B TOM YHUCIE CEPACYHO-COCYIUCTOM, MOUECUHOMN
HEJOCTATOYHOCTH, YTO YXY/IIACT MPOrHO3 /JIs MAllUEHTOB.

Kunacendukanus onpeaenser cieayonre BapuaHThl OCTPOM MEUEHOYHOW HETOCTATOYHOCTH: 1.
"T'unepoctpriii" — sHuedanonarus pa3BUBACTCSA B TEUYEHHUE CEMHU JHEH TMOCJE TOSBICHUSL
xkentyxu 2. "Octpeiit" — pa3BUBaeTCs ¢ MHTEPBAIOM OT § 10 28 IHSIM MEXIYy IMOSBICHHUEM
KENTYyXu U pazputueM sHiedanonatun 3. "Tlogoctpsiit" — sHueanonarus pazsuBaercs uepes 4
— 12 Henenb nocne KeNTyxXu.

B [CJIOM, BBIPAKCHHOCTDb OTCKA MO3TI'a BBILIC IIPH FI/IHepOCTpOfI IICYCHOYHOU HEOOCTATOYHOCTH U
IIPOrHO3¢ oe3 TPAHCIUIAHTAIIUU XYKE, UEM IIPpHU TOAOCTPOM BAPHUAHTC.

OcTtpass medyeHo4YHasi HEJOCTaTOYHOCTb MOXET BO3HMKHYTh KaK IPH HMCXOJHOM OTCYTCTBUU
3a00J1eBaHUi NIEYEeHU M BO3HUKHOBEHHHM 3a00JIeBaHMs BIEpPBbIE, TaK U Ha (OHE CYIIeCTBYIOIIEH
[ATOJIOTUM  NEYEHW U MPEACYIIECTBYIOUIEM  XPOHHYECKOM  MEYEHOUYHOKJIETOYHOMN
HEI0CTaTOYHOCTH (OCTpasi TMeYeHOYHasi HelO0CTaTOYHOCTh Ha (POHE XPOHHUYECKOW MEeYeHOUYHO-
KJIETOYHOM HemocTaroyHocTH). OcTpas MeYeHOYHas HeIO0CTaTOYHOCTh - IIUPOKUHA TEpMHUH,
UCTIOJIb3YEMBIH JJISl ONMCAHMsI PA3BUTHS TSDKEIOM MEYEHOUYHOM TUCPYHKLIUU B TEUCHHE LIECTH
MECSIIEB C MOMEHTa TOSBJIEHUS CHUMIITOMOB, B TO BpeMS KaK XPOHHYECKHUX 3a00JIEBaHUSAX
NEYEeHU (XPOHMYECKOM aKTHBHOM T€NaTuTe, LMPPO3€ IMEYEHH) BOCHAIUTEIbHBIN/(PpUOPO3HBIT
IpOIECC M TEUYEHHE NMEUYEHOYHOKIETOYHON HEIOCTATOYHOCTH INPOJOJKAETCS B TeUEHHE Ooiee
IIECTH MecsleB. XpOHUYECKHe 3a00JeBaHMUs IEUYEHU U XPOHHMYECKas IMEeYEHOYHO-KIJIETOUHAs
HEJ0CTAaTOYHOCTh BCTPEYAKOTCA Yallle, YEM OCTpasi MEYEHOUYHasi HEAOCTaTOYHOCTh. [losiBneHne
OCTpPOH NEYEeHOYHOM HEeIO0CTAaTOYHOCTH Ha (DOHE CYLIECTBYIOIIEH XPOHMYECKOW IMEYEeHOYHO-
KJIETOYHOM HEJOCTATOYHOCTH MOXKET OBITh BbI3BAHO HWHGEKIUeH (4acTo CHOHTAaHHBIM
OaKTepHaIbHBIM MEPUTOHUTOM), KPOBOTEUEHHUEM M3 BAapUKO3HO PaCIIMPEHHBIX BEH IMUIIEBO/A
W/WIHM KeTyAKa, Ype3MEpHBbIM YIMOTPEOICHUEM aJKOTOoJIs, MCIOJb30BaHUEM T'e€laTOTOKCHUYHBIX
IIPEnapaToB, HEPAUMOHAIBHOW JUYPETUYECKON TEpATUEH.

ITHOJIOTUSI OCTPOi NMeYeHOYHOH HeI0CTATOYHOCTH: BUpyCHas uHGekuus. B HacTosiee
Bpems uaeHTuduurponano 6 narorennsix Bupycos (HAV, HBV, HCV, HDV, HEV, SEN), 4 u3
kotopeix (HBV, HCV, HDV, SEN) 061a1a10T BbICOKOI CLIOCOOHOCTBIO BBI3bIBATh XPOHHUECKOE
BOCTAJICHUE TTEYEHHU;

¢ JICKapCTBCHHOC IMOPAXCHUEC (napaueTaMon, HpOTI/IBOTy6epKyJ'Ie3HBIe npenaparsl 1 Ilp)



*  TOKCHYECKOE MOPaKeHUE (ATKOT0Ib, MyXOMOp)
*  [OcJeonepaloHHbIe OCIOKHEHHUS U IPYrUe NPUYHHBI, B T. 4. HEYCTAaHOBJICHHBIE.

B kanHMYecKO# KapTHHE MOKHO BBIIENINTH 2 BeAyUMX cuHapoma. 1. CHHAPOM MacCUBHOTO
HEKpo3a TEYCHH, TMPOSIBISIONIUNACA: — HapacTawlleid oOmel c1abocThio; — aHOpPEKCHEeH; —
MOCTOSIHHOM TOIIHOTOM, IIEpEXOAAIIei B pBOTY; — MOBBIIICHUEM TeMIEpaTypbl; — HapaCTaHUEM
KENTYXH; — MOSBJICHUEM CIEHU(PUIECKOTO CIIAAKOBATO-IIPUTOPHOTO "MEUeHOYHOr0" 3amaxa; —
YMEHBIICHHEM DPa3MEpOB MEUeHH (CHMOTOM ITyCTOTO MOApeOephs); — MOSBICHHEM B OOIIeM
aHaJ M3e KPOBHU JICHKOIMTO3a (Tak Has3bIBacMas JICMKeMOWJHas peakmus), yckopernHoi COD,
CHI)KEHHEM MPOTPOMOMHOBOTO HMHIEKca A0 50% u HuKe; — HapaCTaHHEM B OHMOXMMHYECKOM
aHaJM3e KPOBHW 00IIero OWiMpyOnHa 3a cdeT HenmpsaMoil (paknuu Ha (OHE CHUKEHHUS YPOBHS
AJIT (cuagpom OumupyOomHOpepMeHTHOW aucconmanuu). 2. CuHApoM SHiedaronaTuu
(meueHoyHas MPEeKoMa U KoMa).

B 3aBuCHMMOCTH OT IPUYMH PA3IUYaIOT 3HJOTCHHYIO U 3K30T€HHYIO M CMEIIaHHYI0 (opMy
[IEYCHOYHO-KJIETOUYHYI0 HEIOCTATOYHOCTh CONPOBOXKAAIOUIYIOCH YAaCTUYHBIM WU IOJIHBIM
pa3pylIeHUEM renaTOLUTOB U TAXKEIBIMU PaCCTPONCTBAMU Pa3INYHbIX (PYHKINN EUYEHH.

B ocnose annorennoit popmsr OITH nexxutT MacCHUBHBIN HEKPO3 MEYSHH, BOZHUKAIOIINN B
pe3yJibTaTe MPSIMOTO MOPAXEHUs €€ NapeHXUMbl. J[AHHOE COCTOSHME MOKET BO3HUKATH IO
JeCTBUEM CIIenyIoImuX (HakTopoB :

1. TemaroTokcHueckoe W LEPEOPOTOKCHYECKOE JCHCTBHE METa0OJHMTOB (TpUnTOodaH,
TUPO3HWH, METUOHHH, MaCIIsTHAsI KHCIIOTA).

2. TlosgBaeHHs ITOKHBIX MCAUATOPOB, 3aMCIJIAIOIINUX OHMOreHHBIE AMUHBI (HOpaﬂpeHaﬂl/IH,
I[OHaMI/IH), 4TO MPUBOJUT K HAPYIICHUIO B3aUMOOCHCTBUSA HeﬁpOHOB.

3. OcBoOOXeHNE U aKTHUBAIUS JIN30COMAIBHBIX (pepMeHTOB (0COOEHHO TUPOIIa3).
4. Ortek roJIOBHOIO MO3ra MpH JUIUTEIbHOM T€YEHUH KOMBI.

5. Hapymenue Boano-comeBoro u KIIC, npuBogsmiee Kk 3aepkKe KUIAKOCTH BO
BHEKJIETOYHOM IpocTpaHcTBe U yMeHbleHuto OLIK.

6. BosuukHOBeHue koarynomaruii ( JIBC-curmpom).

7. Tlpucoenunenue Hapymenuit ¢pynkuuu noyex (OITH), nerkux (PCB).

Ok3oreHHas (nmoprokaBanbHasi) ¢opma OlleH pasBuBaercss y GOJbHBIX LHUPPO30OM IedyeHu. B
HOpMalibHBIX ycioBHAX 80 % »HHIOreHHOro aMMuaka Merabosmsupyercs mnedeHbro. Ilpu
LMPPO3€ JAHHBII NIPOLIECC HApYIIAETCs, B pe3yjbTaTe Yero nporucxoaut nopaxenue [IHC.

Cwmemannas gopma OlleH 00buHO poTeKaeT ¢ npeodiaaHueM SHA0TEHHBIX (PaKTOpPOB.



Jlnarnoctuka

JlaGopaTopHble MeTO/bl 00cieI0BaHUs — KIMHUYECKUA aHAIU3 KPOBH, TJIIOKO03a, OMJIMPYOUH,
nporpomoud, ACT, AJIT, OGemnok wmoueBuHa, kpeareHuH, KIIC, 5JIeKTpONUTHI TUIa3MBlI,

OCMOJISIPHOCTh, aHaM3 MO4YH. WMHCTpyMmMeHTanmbHBIE METOAbl oOcienoBanus : Y3UM meuenw,
OIICHKa KPOBOTOKa B BOPOTHOW BEHE IOIJIEPOBCKUM METOJIOM, KOMITBIOTEpHAsT TOMOTpadus
mo3ra u DOl mpu |l cragum sHuedanonatuu, Ouoncusi medeHu. J[as ocTpoll NMEYCHOUHOU
HEJIOCTATOYHOCTH XapakTEepHO : BBICOKUM YpOBEHb TpaHCAMHUHA3, TUIEPOMIMPYOUHEMMUS,
TUIEPa30TEeMUsl, CHHKCHHME  NPOTPOMOMHA,  TUIOTJIMKEMHUS, PEXKE  THIEePIIUKEeMUs,
MOJIOKUTEIbHBIE PeaKIIMK HAa OUITUPYOUH U )KEeTYHbIe TUTMEHTHI B MOYE.

OneHuBas NaTONOTUIO IEUEHH CIELYET :
1. ouenuTts TUI TUNIEPOUTUPYOUHEMUN (KOHBIOTHPOBAHHAS, HEKOHBIOTHPOBAHHASA);

2. OLEHUTb THUIl HOBPEXKICHUS NE4YeHU ( MOBPEXAECHUE IeraToLuTa, XOJIeCTa3, CHUKCHHE
CUHTETUYECKON (YHKIIMU [TEYEHH).

C TOukM 3peHHMs NATO(QU3UOJOTHUM BCE JKEITYXH MOXHO OOBEAMHUTH B JBE TIpYIIBLl B
3aBHCHUMOCTH OT TUIIA TUIIEPOUITNPYOUHEMHUN:

I. IloBbllIeHMe COJepP:KAHUSI HEKOHBIOTHPOBAHHOIO (HECBA3aHHOIO, HENPSIMOro)
OnIMpyOuHa:

1) moBbIlIeHHAs BBIPA0OTKA OHITMPYOHHA — TeMOJn3, Hed(PEKTUBHBINA reMOTI033;

2) HapylIeHHbI 3axBaT OwnupyonmHa — cuHzapom JKunbOepa,  3acToiiHas cepiedHast
HEJIOCTaTOYHOCTb, TIOPTO-KOBAJIBHBIE aHACTAMO3bI, KEITYXa HOBOPOXKICHHOTO;

3) HapylieHHas KoOHboranusi OwimmpyOmHa — cuHzapom JKuieOepa, cunmpom Kpuriepa-
Haiispa, xxenryxa HOBOPOXKIEHHOTO.

I1. lToBbIlIEHUE COIEPKAHUSA KOHBIOTHPOBAHHOIO (CBSI3AHHOTI0, PAMOI0) OMIMPYOUHA:

1) HapylieHHe KaHaJbIIEBOW OKCKPEIMM — IMOBPEKACHHE TEMaTOIMTOB B pE3yJbTaTe
BHUPYCHOTO, aJIKOTOJBHOIO TemaTUTa WM LUppo3a, BHYTPHUIIEUEHOUHBIM XoJiecTas
OepeMeHHBIX, HapylIeHHE TpaHCIOpTa KOHBIOTMPOBAHHOIO OWIMpYyOHMHA (CUHAPOMBI
Habuna-J[>xoncona, Poropa);

2) TOBpEXICHHE BHYTPUIICYCHOYHBIX KEITYHBIX POTOKOB — MEPBUYHBINA OWIIMAPHBIN IUPPO3,
MIEPBUYHBIN CKIEPO3UPYIOLIUI XOJaHTHUT, OIIyXO0JIH;

3) TOBpeXIeHHE BHEMCUCHOYHBIX JKETYHBIX MPOTOKOB — XOJICJOXOJIMTHA3; TEPBUYHBIN
CKJIEPO3UPYIOIINM XOJIAHTUT, CTPUKTYPBI M OITYXOJIN KEITYHBIX TPOTOKOB;

4) xoecTas — HapylIeHHe 00pa30BaHMs )KETYH B TeNaToONUTe (BHYTPUIICICHOYHBIH X0IecTas3)
WIM HapylleHHe OTTOKa >Kem4yMu (BHENEUYEeHOYHBbIN xoiecTa3). BHyTpumneueHOUYHBIN
X0JIECTa3 MOKET OBITh 00YCIIOBJIEH OCTPBIM (T€TaTUThI, MEIUKAMEHTHI) UM XPOHHUYECKUM
MOBPEXJACHUEM TeNaTOUMUTOB (LUPPO3bl, CKIEPO3UPYIOLUIUN XOJAHTUT, MEIUKaMEHTHI,



uH(pekus). BHenedeHOUHBbIN Xo0yiecTa3 MOXET OBITh OOYCIOBJICH XOJIETOXOIUTHA30M,
CTPUKTYpPAMM  JKEJIUHBIX IPOTOKOB,  CKJIEPO3UPYIOIIMMXOJIIHTUTOM, KAapLHHOMOMN
MIOJDKEITYI0YHOM JKEJIe3bl, PAHKPEATHTOM HIIM aTPE3UeH KEITUYHBIX TIPOTOKOB.

OLIGHI/IBaSI IIaTOJIOTMYCCKUM nponecc B NCUCHUMU, HGOGXO[[I/IMO 3HATh NPU3HAKU IMOBPCIKACHUA
TCIIaToluTOB, HAJIMYMC X0JICCTAa3d U YMCTh OICHUTb CUHTCTUYCCKYHO q)yHKI_[I/IIO IICYCHU.

Mapkepsl noBpe:kaeHusi remaronuToB: mnosbimieHue AcAT (acmaparamuHoTpaHcdepasa),
AnAT (amanmnamuHOTpancgepasa), [TTII (ramma-rmyramunTpaHcnenTujasa, , MIETOYHAS
docdaraza. AcAT HaxoauTcs B MUTOXOHIPpHIX, ATAT- B iuTonIa3Me Ne4eHOYHbIX KIETOK.

Mapkepsl xoJiecTa3a: mobimieHue 1menodnon docdarassl, ['TTII, JIAIT (chiBopoTOUHOM
JEeHIIMHAMUHOIICTITH 1a3bl )

CHMKeHUe CUHTeTH4YecKOW (YHKIMH Te4YeHH: CHIDKeHHE anb0ymuHa, (GuOpUHOTeHa,
nporpoM6OuHa, (aktopos Y,YII,IX, GonpinHCcTBa MOOYIMHOB (HMCKIIIOYAsk TaMMa-TIO0YIINH),
YIUTMHEHUE TPOTPOMOMHOBOTO BpeMeHH. [IpoTpoMOMHOBOE BpeMsi XapaKTepH3yeT CKOpPOCTb
MpeBpalicHusl TPOTPOMOMHA B TPOMOWH W YIJIMHSACTCS TPU CHUKCHHH TPUTPOMOMHA,
¢ubpunorena, paxropos I, I, Y1, X. Cunre3 daxropos II,YII,IX, X B meuenn npoucxoaur c
yuactueM ButamuHa K. [luddepuHnmpoBars MapeHXHMMATO3HOE IOBPEXKIECHHE IEUYEHH OT
runoButamMmuHo3a K mMoxHo ¢ momomibio B/M BBeneHuss ButamuHa K. [lpu runmoButammunosze
BUTAMUHOTEpaNus yAJIUHAET IpoTpoMOrHOBOE BpeMs Ha 30% yke yepe3 CyTKHU Mociie BBEICHUS
ButamuHa K.

Humencuenasn mepanua 11pU ABJIICHUAX MIEYCHOYHOM HEJIOCTAaTOUYHOCTH JOJDKHA OBITE
HallpaBJICHa Ha YCTPAHCHUC ISTHOJIOTHYCCKOI'O CI)aKTOPa , BOCCTAHOBIJICHHUA q)YHKI_II/II/I
NCYCHOYHLBIX KIJICTOK, CHUKCHUSA aKTUBHOCTHU KUIIIEYHON q)HOpLI.

1. Z[I/IeTa. OI‘paHI/I‘-IeHI/Ie JKUPOB, OCIIKOB. HOTpe6HOCTI/I OopraHu3Ma B SHCPIrun yAOBJICTBOPAIOT 34
CUCT YIJICBOHOB.

2. BoccraHoBieHnEe 0OMEHHBIX IpOLECCOB B I'CIATOLUTE JOCTUTACTCA IIYTCM:
® OKCUI'CHOTCpAIlnu,

e TIOBBIIICHUS YPOBHS IJIMKOTeHa B remaronuTax B/B BBeneHueM 10-40% pacTBopa IiItOKO3bI
¢ uacynuaoM (1E/] Ha 4 rp ritoko3sr), B 103€ 4-6 Tp/Kr/CcyT;

e crabMiaM3alMM KJIETOYHBIX MEMOpaH MPUMEHEHHEM TIelaToNpoTEeKTOPOB (dCCeHLuane ),
MHTUOUTOPOB NpoTeoaeTndeckux GpepmeHToB (konTpukain 100 teic EJl/cyT);

® TIPUMEHEHUS AaHTHOKCHUIAHTOB : acKopOmHOBas kuciota 5% Smi B/B 3-4 pasa B JeHb,
Toko(eposna anerar 1-2 ma B/M, yautroda 10-20 mi B/B; pubokcun 2% 10 mi B/B;

e JIMKBHIAIMM OTEeKa TEMaTOIUTOB: JA3uKC 1-2 MI/KT craproBas pa3zoBas /033, TpH
Her((HEKTUBHOCTH YBEIUUUTD, 3yduiuinH 2,4% -0,6 Mr/kr/4ac.



3. Viaydmenne OOMEHHBIX TPOIECCOB B TEUEHH OCYIIECTBISETCS BBEICHUEM BHUTAMHHOB
rpynmnsl B, Butamuna /I, K, HUKOTMHOBOW , JIMIIOJUEBOM KHUCIOTHI, MpENapaTroB sHTApHOU
KHCIoTh — Peambepuna, Pemakcomna

4. VrHereHue IpoLECCOB I'HMEHUS B KHUILIEYHUKE M HEWTpaJM3allud aMMMaKa JOCTUIAeTCs
IIPOBEJCHUEM JEKOHTAMUHALMU KUIIEYHHUKA ( HEOMULIMH, OJIEAHJAOMULMH 10 2 I'p IEPOPaIBbHO),
OUMINEHUEM KHIIEYHHKA (COJEBBIE ClAOWUTENbHBIE, BBICOKME CH(OHHBIC KIN3MBbI), B/B
BBEJICHUEM IIIOTAMUHOBOM KUCI0THI 1% pactBopa 50 mu.

5. HckyccTBeHHasi JETOKCHKAIMsA: SHTepocopOuus, miazmodepes, miazmocopbuus. CambiM
ONTUMAIIHBIM 3KCTPAKOPIOPAIBHBIM METOJIOM JICYEHHUS TMAIMeHTOB C OCTPOM NEUYEHOYHOMH
HEI0CTaTOYHOCTBIO SIBJISICTCS albOyMUHOBBIN Tuanu3 Ha annapate MARS.

6. Ilpu pa3BUTHU TeHEPATM30BaHHOTO KPOBOTEUCHHS MTPOBEACHNUE TeMOCTAaTHYECKON Tepamnu (
KpUOMpHUIENUTaT 5-6 1103, CBEKe3aMopoxokeHHas tuiazma 500 mur, Tpanekcam Ir-2-3 p/cyr,
amMuHOKanpoHoBas kucinota 100 miu 3 pasza, TMIIMHOH, 3Tam3miat 2-4 mi B/B 4paza B cytkn) [lpu
HEOOXOIMMOCTH NPOBEJCHUE T'eMOTPaHC(PY3UH, MPEANOYTHTEIbHEE HCIIOIB30BATh CBEXYIO
JOHOPCKYIO KpPOBb, YTO MO3BOJISIET O0ECHEeYUTh OOJBHOTO MAKCHMAIbHBIM KOJIMYECTBOM
(haKTOpOB CBEPTHIBAHHUS.

7. TpancraHTanuss TI€YEHH - EIUHCTBEHHBIH O()QPEKTUBHBIA METOJ JICYCHHS OCTpPOM
MEYEHOUYHOM HEJOCTATOYHOCTU. PelleHre O TpaHCIUIAHTALMHM NPUHHUMAETCS KOJUIETHMAJIbHO C
Y4E€TOM IOKa3aHUW, MPOTUBONOKA3aHUM M JOCTYIHOCTH AOHOPCKUX OPraHOB, YTO SIBJISIETCS Ha
HACTOALIUU MOMEHT BPEMEHHU CEPbE3HOM MPOOIeMOil BO BCeM MUDE.



Acute liver failure is a rapidly progressive, life-threatening condition that occurs when massive
liver damage occurs with necrosis of the liver parenchyma. The development of acute liver
failure indicates a loss of liver function by 80-90%. The condition is characterized by the rapid
development of hepatic encephalopathy and coagulopathy with hemorrhagic syndrome within a
few days or weeks. These syndromes are usually preceded by a prodromal period of the disease,
manifested by nausea, vomiting, and jaundice. In cases where acute liver failure is the result of
an overdose of acetaminophen (paracetamol) or fly agaric poisoning or has an ischemic origin,
encephalopathy may precede the development of jaundice and there is no prodromal period of
the disease. Very often, acute liver failure is complicated by the development of multiple organ
failure, including cardiovascular and renal failure, which worsens the prognosis for patients.

The classification defines the following variants of acute liver failure: 1. "Hyperacute™” -
encephalopathy develops within seven days after the appearance of jaundice 2." Acute " —
develops with an interval of 8 to 28 days between the appearance of jaundice and the
development of encephalopathy 3." Subacute " — encephalopathy develops 4 to 12 weeks after
jaundice.

In general, the severity of brain edema is higher in hyperacute liver failure and the prognosis
without transplantation is worse than in the subacute variant.

Acute hepatic insufficiency can occur both in the initial absence of liver diseases and the
occurrence of the disease for the first time, and against the background of existing liver
pathology and pre-existing chronic hepatic cell insufficiency (acute hepatic insufficiency against
the background of chronic hepatic cell insufficiency). Acute liver failure is a broad term used to
describe the development of severe hepatic dysfunction within six months of the onset of
symptoms, while chronic liver diseases (chronic active hepatitis, cirrhosis of the liver)
inflammatory/fibrotic process and the course of hepatic cell failure continues for more than six
months. Chronic liver disease and chronic hepatic cell failure are more common than acute liver
failure. The appearance of acute hepatic insufficiency against the background of existing chronic
hepatic cell insufficiency can be caused by infection (often spontaneous bacterial peritonitis),
bleeding from varicose veins of the esophagus and/or stomach, excessive alcohol consumption,
the use of hepatotoxic drugs, irrational diuretic therapy.

Etiology of acute liver failure: viral infection. Currently, 6 pathogenic viruses (HAV, HBV,
HCV, HDV, HEV, SEN) have been identified, 4 of which (HBV, HCV, HDV, SEN) have a high
ability to cause chronic liver inflammation;

* drug damage (paracetamol, anti-tuberculosis drugs, etc.)
« toxic damage (alcohol, fly agaric)
* postoperative complications and other causes, including unidentified ones.

In the clinical picture, there are 2 leading syndromes. 1. The syndrome of massive liver
necrosis, manifested by: — increasing general weakness; — anorexia; — constant nausea, turning
into vomiting; — fever; — increased jaundice; — the appearance of a specific sweet-cloying "liver"



smell; — a decrease in the size of the liver (a symptom of an empty hypochondrium); — the
appearance in the general blood test of leukocytosis (the so-called leukemoid reaction),
accelerated ESR, a decrease in the prothrombin index to 50% and below; - an increase in the
biochemical blood test of total bilirubin due to the indirect fraction against the background of a
decrease in ALT (bilirubin-enzyme dissociation syndrome). 2. Encephalopathy syndrome
(hepatic precoma and coma).

Depending on the causes, there are endogenous and exogenous and mixed forms of hepatic cell
insufficiency accompanied by partial or complete destruction of hepatocytes and severe disorders
of various liver functions.

The endogenous form of ARI is based on massive liver necrosis, which occurs as a result of
direct damage to its parenchyma. This condition can occur under the influence of the following
factors:

1. Hepatotoxic and cerebrotoxic effects of metabolites (tryptophan, tyrosine, methionine, butyric
acid).

2. The appearance of false mediators that slow down biogenic amines (norepinephrine,
dopamine), which leads to a violation of the interaction of neurons.

3. Release and activation of lysosomal enzymes (especially hydrolases).
4. Edema of the brain during prolonged coma.

5. Violation of water-salt and CSF, leading to fluid retention in the extracellular space and a
decrease in BCC.

6. The occurrence of coagulopathies (DIC-syndrome).
7. The addition of impaired renal function (IRF), lung (RDSV).

The exogenous (portocaval) form of acute liver insufficiency develops in patients with cirrhosis
of the liver. Under normal conditions, 80 % of endogenous ammonia is metabolized by the liver.
In cirrhosis, this process is disrupted, resulting in damage to the central nervous system.

The mixed form of acute liver insufficiency usually proceeds with a predominance of
endogenous factors.

Diagnostics

Laboratory methods of examination — clinical blood test, glucose, bilirubin, prothrombin, AST,
ALT, protein urea, creatinine, CSF, plasma electrolytes, osmolarity, urinalysis. Instrumental
methods of examination: ultrasound of the liver, assessment of blood flow in the portal vein by
Doppler method, computed tomography of the brain and EEG in stage 11 encephalopathy, liver
biopsy. Acute liver failure is characterized by: high levels of transaminases, hyperbilirubinemia,
hyper azotemia, decreased prothrombin, hypoglycemia, less often hyperglycemia, positive
reactions to bilirubin and bile pigments in the urine.




Assessing the pathology of the liver should be:
1. evaluate the type of hyperbilirubinemia (conjugated, unconjugated);

2. evaluate the type of liver damage (hepatocyte damage, cholestasis, decreased synthetic liver
function).

From the point of view of pathophysiology, all jaundice can be grouped into two groups,
depending on the type of hyperbilirubinemia:

I. Increased content of unconjugated (unbound, indirect) bilirubin:
1) increased bilirubin production — hemolysis, ineffective hematopoiesis;

2) impaired bilirubin uptake — Gilbert's syndrome, congestive heart failure, portoval
anastomoses, newborn jaundice;

3) impaired bilirubin conjugation-Gilbert's syndrome, Krigler-Nayyar syndrome, neonatal
jaundice.

I1. Increased content of conjugated (bound, direct) bilirubin:

1) violation of tubular excretion-damage to hepatocytes as a result of viral, alcoholic hepatitis or
cirrhosis, intrahepatic cholestasis of pregnant women, violation of the transport of conjugated
bilirubin (Dubin-Johnson, Rotor syndromes);

2) damage to the intrahepatic bile ducts — primary biliary cirrhosis, primary sclerosing
cholangitis, tumors;

3) damage to the extrahepatic bile ducts-choledocholithiasis; primary sclerosing cholangitis,
strictures and tumors of the bile ducts;

4) cholestasis-a violation of the formation of bile in the hepatocyte (intrahepatic cholestasis) or a
violation of the outflow of bile (extrahepatic cholestasis). Intrahepatic cholestasis can be caused
by acute (hepatitis, medications) or chronic damage to hepatocytes (cirrhosis, sclerosing
cholangitis, medications, infection). Extrahepatic cholestasis can be caused by
choledocholithiasis, bile duct strictures, sclerosing chylpngitis, pancreatic carcinoma,
rancreatitis, or bile duct atresia.

Assessing the pathological process in the liver, it is necessary to know the signs of damage to
hepatocytes, the presence of cholestasis and be able to assess the synthetic function of the liver.

Markers of hepatocyte damage: increased ASAT (asparate aminotransferase), AIAT (alanine
aminotransferase), GGTP (gamma-glutamyltranspeptidase, alkaline phosphatase. AsAT is found
in the mitochondria, and AIAT is found in the cytoplasm of liver cells.

Markers of cholestasis: increased alkaline phosphatase, GGTP, PAP (serum leucine
aminopeptidase)
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Reduced synthetic liver function: reduced albumin, fibrinogen, prothrombin, factors Y, YII,
IX, most globulins (excluding gamma-globulin), lengthened prothrombin time. Prothrombin time
characterizes the rate of conversion of prothrombin to thrombin and lengthens with a decrease in
prothrombin, fibrinogen, factors I, 11, YII, X. The synthesis of factors I, YII, IX, X in the liver
occurs with the participation of vitamin K. To differentiate parenchymal liver damage from
hypovitaminosis K is possible with the help of intravenous administration of vitamin K. In
hypovitaminosis, vitamin therapy extends the prothrombin time by 30% within a day after the
administration of vitamin K.

Intensive therapy for the phenomena of liver failure should be aimed at eliminating the
etiological factor, restoring the function of liver cells, reducing the activity of the intestinal flora.

1. Diet. Restriction of fats, proteins. The body's energy needs are met by carbohydrates.
2. The restoration of metabolic processes in the hepatocyte is achieved by:
e oxygen therapy;

¢ increase in the level of glycogen in hepatocytes by intravenous administration of 10-40%
glucose solution with insulin (LED per 4 g of glucose), at a dose of 4-6 g/kg / day;

o stabilization of cell membranes with the use of hepatoprotectors (essentiale), proteolytic
enzyme inhibitors (kontrikal 100 thousand units / day);

¢ antioxidant applications: ascorbic acid 5% 5ml / 3-4 times a day, tocopherol acetate 1-2
ml / m, unitiol 10-20 ml / v; riboxin 2% 10 ml / v;

e elimination of hepatocyte edema: lasix 1-2 mg / kg starting single dose, if ineffective,
increase, eufillin 2.4% -0.6 mg/kg / hour.

3. Improvement of metabolic processes in the liver is carried out by the introduction of B
vitamins, vitamin D, K, nicotinic, lipolic acid, succinic acid preparations-Reamberin, Remaxol

4. Inhibition of the processes of putrefaction in the intestine and neutralization of ammonia is
achieved by decontamination of the intestine (neomycin, oleandomycin 2 g orally), intestinal
cleansing (saline laxatives, high siphon enemas), intravenous administration of glutamic acid 1%
solution of 50 ml.

5. Artificial detoxification: enterosorption, plasmapheresis, plasmosorption. The most optimal
extracorporeal method of treatment of patients with acute liver failure is aloumin dialysis on the
MARS device.

6. With the development of generalized bleeding, hemostatic therapy (cryoprecepitate 5-6 doses,
freshly frozen plasma 500 ml, tranexam 1g-2-3 r/day, aminocaproic acid 100 ml 3 times,
dicinone, ethamzilate 2-4 ml iv 4 times a day) If it is necessary to perform a blood transfusion, it
is preferable to use fresh donor blood, which allows the patient to provide the maximum number
of clotting factors.
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7. Liver transplantation is the only effective treatment for acute liver failure. The decision on
transplantation is made collectively, taking into account the indications, contraindications and
availability of donor organs, which is currently a serious problem worldwide.

12



