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Y4yeOHOoe moco0me mnpeaHa3HAYEHO MJIsA CTYACHTOB CTAPIIMX KYPCOB, B TOM 4YHCJIe H
MHOCTPAHHBIX CTY/ICHTOB, a4 TAK:Ke /IJIf OPAUHATOPOB, aCNIMPAHTOB



OcTpasi meyeHOYHasi HeIOCTATOYHOCTH — 3TO OBICTPO MPOTPECCHPYIOIIEE, YrpoKarolee
JKU3HHU COCTOSIHHE, KOTOPOE BO3HUKAET, KOTJIa IPOUCXOJAUT MACCUBHOE MOBPEKICHUE MEUECHU C
HEKPO30M IIapEHXHUMBbI MEUYCHU. Pa3BUTHE OCTPOM IMEUYEHOYHOM HEIOCTAaTOYHOCTU TOBOPHUT O
norepe Qynkiun nedeHn Ha 80-90%. CocrosiHEe XapakTepu3yeTcs OBICTPHIM B TEUYCHHE
HECKOJIbKUX THEH WM HeAelb Pa3BUTHEM MEYCHOYHOH 3HIe]anomatud M KOaryJlomaTHH C
reMOpPpParu4eckuM CHUHAPOMOM. OTUM CHHIpPOMaM OOBIYHO MPEIIIECTBYET MPOJIPOMaIbHBIN
nepuo OOJIE3HH, TPOSBIISIONINICS TOITHOTOM, PBOTOH, XKENTyXoW. B ciydasx, korma octpas
MEYCHOYHAss HEIOCTaTOYHOCTh SBIISETCS PE3yJbTaTOM IMEPeJO3UPOBKH  alleTaMuHO(peHa
(mapamieramona) WM OTpPaBJICHHMEM MYXOMOpPAMHM MJIM HMEeT UIIEeMHYECKUH TIeHes,
sHIeATONaTHsI MOXET MPEANIECTBOBATh PA3BUTHUIO JKEITYXU W TPOAPOMAIBHBIN TMEPUOT
Oosie3Hu OTCyTCTBYeT. (OueHb YacTo OcCTpas MEUYEHOYHAash HEJOCTaTOYHOCTh OCIJIOKHSETCS
Pa3BUTHEM TMOJMOPTaHHOM HEJOCTATOYHOCTH, B TOM YHUCJE CEPACYHO-COCYIUCTOM, MOUYECUHOMN
HEJOCTATOYHOCTH, YTO YXYJIIAET MPOrHO3 JJIs allUEHTOB.

Kunacendukanus onpeaenser cieayore BapuaHThl OCTPOM MEUEHOYHOW HETOCTATOYHOCTH: 1.
"T'unepoctpsiii”" — sHuedanonarus pa3BUBACTCSA B TEUYCHHE CEMH JHEH IMOCJE TOSBICHUS
xkentyxu 2. "Octpeiit" — pa3BHUBaeTCs ¢ MHTEPBAIOM OT § 10 28 IHSIM MEXIY IMOSBICHHUEM
KENTyXu U pazputueM sHiedanonatun 3. "Tlogoctpsiit" — sHuedanonarus pa3suBaercs uepes 4
— 12 Henenb mocne KeNTyXH.

B 1ies10M, BBIpaXKEHHOCTh OTEKA MO3Ta BBIIIE TP TUIIEPOCTPO IEYCHOUYHON HEAO0CTATOYHOCTH U
MpOorHo3¢e 0€3 TpaHCIUTAHTAIIMH XY>Ke, YeM IIPH MOIOCTPOM BapUaAHTE.

OcTtpass medyeHo4YHasi HEJOCTaTOYHOCTb MOXET BO3HHMKHYTh KaK IPH HMCXOJHOM OTCYTCTBUU
3a00J1eBaHUi NI€YEHU M BO3HUKHOBEHHHM 3a00JIeBaHMs BIEpPBbIE, TaK U Ha (OHE CyLIeCTBYIOLIEH
NATOJIOTUM  NEYEHW U MPEACYIIECTBYIOUIEM  XPOHHYECKOM  MEUYEHOYHOKJIETOYHOMN
HEI0CTaTOYHOCTH (OCTpasi MEeYeHOYHasi HeJ0CTaTOYHOCTh Ha (POHE XPOHMUYECKOW MEeYeHOUHO-
KJIETOYHOM HejocTtaTouyHocTH). OcTpasi NeYeHOYHas: HEIOCTATOYHOCTh - IIUPOKHM TEPMMH,
UCTIOJIb3YEMBIH JJISl ONHMCAHMsI PA3BUTHS TSDKENIOM MEYEHOUYHOM TUCPYHKIUU B TEUEHHE LIECTH
MECSIIEB C MOMEHTA TOSBJIEHUS CHUMIITOMOB, B TO BpeMSl KaK XPOHMYECKHUX 3a00JI€BaHUAX
NEYEeHU (XPOHMYECKOM aKTHBHOM Te€NaTuTe, LHUPPO3€ IMEYEHH) BOCHAIUTEIbHBIN/QUOPO3HBIN
IpOILECC M TEUEHHE NMEUYEHOYHOKIETOYHOH HEAOCTaTOYHOCTH IMPOJOJKACTCA B TeUeHHE Oolee
IIECTH MecAlEeB. XpOHUYECKHE 3a00JeBaHMUs MEUYEHW W XPOHHMUYECKas MEYEHOYHO-KIJIETOUHAs
HEJ0CTAaTOYHOCTh BCTPEYAIOTCA Yallle, YEM OCTpasi IEUYEHOUYHasi HEAOCTAaTOYHOCTh. [losiBineHune
OCTpOIl NEUEeHOYHOM HEeIO0CTAaTOYHOCTH Ha (DOHE CYIIECTBYIOUIEH XPOHMYECKOW IMEYEeHOUYHO-
KJIETOYHOM HEJOCTAaTOYHOCTH MOXKET OBITh BbI3BAHO WH(QEKIUeH (4acTo CHOHTAaHHBIM
OaKTepHaIbHBIM TEPUTOHUTOM), KPOBOTEUEHHEM U3 BAapUKO3HO PAaCIIMPEHHBIX BEH IMHUIIEBOJA
W/WIHM KeTyAKa, Ype3MEpHBbIM YIOTPEOIEHUEM aJKOTOJIs, MCIOJIb30BaHUEM Te€laTOTOKCUYHBIX
IIPENapaToB, HEPALUOHAIBHON TNYypETUUYECKON Tepanuei.

ITHOJIOTUSI OCTPOi NMeYeHOYHOH HeI0CTATOYHOCTH: BUpYyCHas uHGekuus. B HacTosiee
Bpems uaeHTuduurponano 6 narorennsix Bupycos (HAV, HBV, HCV, HDV, HEV, SEN), 4 u3
kotopeix (HBV, HCV, HDV, SEN) 001a1at0T BbICOKOI CIIOCOOHOCTBIO BBI3BIBATh XPOHHUECKOE
BOCTIAJICHUE [IEUEHU;

¢ JICKapCTBCHHOC IMOPAXCHUEC (napaueTaMon, HpOTI/IBOTy6CpI(YJ'Ie3HLIC npenaparsl 1 I[p)



* TOKCHYECKOE MOpPaKeHUE (AITKOT0Ib, MyXOMOp)
*  [OcJeonepaloOHHbIe OCIOKHEHHUS U IPYrUe NPUYHHBI, B T. 4. HEYCTAHOBJICHHBIE.

B kanHMYecKO# KapTHHE MOKHO BBIJIENINTH 2 BeAyUMX cuHapoma. 1. CUHAPOM MacCHBHOTO
HEKpOo3a TEYCHH, TMPOSIBISIONIUNACA: — HapacTawieid oomeld cnaboCThio; — aHOpEeKCHeW; —
IIOCTOSIHHOM TOILIHOTOM, IEPEXOAIIEH B PBOTY; — IOBBIICHUEM TEMIEPATYPBI; — HApaCTaHUEM
KENTYXH; — MOSBJICHUEM CIEHU(PUIECKOTO CIIAAKOBATO-IIPUTOPHOTO "MIEUeHOYHOro" 3amaxa; —
YMEHBIICHUEM DPa3MEpPOB MEUCHH (CHMOTOM ITyCTOTO MOApPeOephs); — MOSBICHUEM B 00IIeM
aHaJM3e KPOBHU JICHKOIMTO3a (Tak Has3bIBacMas JICMKEMOWJHas peakimus), yckopernHoi COD,
CHI)KEHHEM MPOTPOMOMHOBOTO HMHIEKca A0 50% u HuKe; — HapaCTaHHEM B OHMOXMMHYECKOM
aHaJM3e KPOBHW 00IIero OWIMpyOWHA 3a cUeT HenmpsaMoi (pakiuu Ha (OHE CHUKEHHUS YPOBHS
AJIT (cuagpom OunupyOoumHOpepMeHTHOM auccormanuu). 2. CuHapoM sHuedaionaTuu
(medeHoYHas IpeKoMa U KoMma).

B 3aBucumMocTH ot NIpHUYUH Ppa3In4arOT SHAOTCHHYIO U 5K30I'CHHYIO U CMCIIAHHYIO (bOpMy
MNEYCHOYHO-KIICTOYHYO HCIOCTATOUYHOCTH COIIPOBOXKAAIOINYIOCA YaCTUYHBIM HWJIINW I1OJIHBIM
Pa3pyHICHUCM I'€IIaTOLMUTOB U TAXKCIbIMU paCCTpOﬁCTBaMH Pa3JIMIHBIX (I)YHKI_[I/Iﬁ IICUYCHHU.

B ocnose annorennoit popmsr OITH nexxutT MacCHUBHBIN HEKPO3 MMEYCHH, BOZHUKAIOIINN B
pe3yJibTaTe MPSIMOTO MOPaXEHUs €€ NapeHXUMbl. J[aHHOE COCTOSHME MOKET BO3HUKATH IO
JIEHCTBUEM CleAYIOIUX (PaKTOpOB :

1. TemaroTokcHueckoe W IEPEOPOTOKCHYECKOE JACHCTBHE METa0oJUTOB (TpUnTOodaH,
TUPO3WUH, METHOHUH, MaCJIsSTHAs! KHCIIOTA).

2. TlosiBneHus JNOXHBIX MEAMATOPOB, 3aMEUIAIONIMX OHOTeHHbIE aMUHBI (HOpaJApEHAJMH,
JIOTIAMUH), YTO MPUBOJUT K HAPYIIECHUIO B3aUMOJICHCTBUS HEHPOHOB.

3. OcBOOOXIEHUE U AKTHBAIIHSI TU30COMATHHBIX ()ePMEHTOB (OCOOCHHO THJIPOJIa3).
4. OTex roJI0BHOIO MO3ra IpUu AJTUTCIIBHOM TCUCHUH KOMBI.

5. Hapymenue Boano-comeoro u KILC, npuBogsmee K 3aepkKe KUIAKOCTH BO
BHEKJIETOYHOM IIpocTpaHcTBe U yMeHbleHnuto OLIK.

6. BosnukHoBenue xoarynonaruii ( JJBC-cunmpom).

7. llpucoenunenue Hapymenuit pynkuuu nouek (OIMH), nerkux (PACB).

Ok3oreHHas (nmoprokaBanbHasi) ¢opma OlleH pasuBaercs y GOJIBHBIX LHUPPO30OM IedyeHu. B
HOpMalibHBIX ycioBHAX 80 % »HHIOreHHOro aMMuaka Merabosmsupyercs mnedeHbo. Ilpu
LUPPO3€ TaHHBIM IPOLIECC HAPYIIAETCA, B pe3yibTaTe 4ero npoucxoaut nopaxenne [{HC.

Cwmemannas gopma OlleH o6b14HO IpoTEKaeT ¢ npeodiaiaHueM dHI0TeHHBIX (PaKTOPOB.



JAmnarnocruka

.Ha6ODaTODHBIC MCTOABI O6CJ'I€I[OBaHI/I${ — KJIMHWYECKHH aHalIu3 KpOBH, TI'JIFOKO34, 6HHHPY6HH,

nporpomoud, ACT, AJIT, OGenok wmoueBuHa, kpeareHuH, KII[C, 31eKTpOJUTHI IIa3MBlI,
OCMOJISIPHOCTh, aHanMM3 Mo4H. MHCTpyMmMeHTanbHBIE METOAbl oOcienoBanus : Y3UM meuenw,
OIICHKa KPOBOTOKA B BOPOTHOW BEHE IOIJIEPOBCKUM METOJIOM, KOMITBIOTEpHAsT TOMOTpadus
mo3ra u DOI mpu |l cragum sHuedanomartuu, Ouorncus medeHu. s ocTpoil MEYCHOUHOU
HEJOCTATOYHOCTH XAapaKTEPHO : BBICOKMH YpOBEHb TpaHCAMHUHA3, TUNEPOMITHPYyOUHEMUS,
TUIEPa3OTEeMUsl, CHHKEHHE  HPOTPOMOMHA,  TUIOTJIMKEMHUS, PEXKE  THIEePIIUKEMUs,
MOJIOKUTEHHBIC PeaKIINK Ha OMITUPYOHUH U )KESITIHBIC TUTMEHTHI B MOYE.

O1eHHMBasI TATOJIOTHIO TICUCHH CIIETYET :
1. oueHuTh THN TUNIEPOMIIUPYOUHEMHH (KOHBIOTHPOBAaHHASI, HCKOHBIOTHPOBAHHAs );

2. OILICHUTH THIl TIOBPSKICHUS IMEYCHU ( MOBPEKICHUE TEMaTOLUTA, XOJIECTa3, CHIKCHHE
CUHTETHYECKON (PYHKIIMU [IEYCHH).

C Toukm 3pCHUA HaTO(bI/BI/IOJ'IOFI/II/I BCC IKCITYyXH MOXKHO O6’be,I[I/IHI/ITb B JBC TIPYIIIbI B
3aBUCHUMOCTH OT THIIA rHHep6I/IJII/IPY6I/IH€MI/II/IZ

I. TloBblmieHHe coOJEpP/KAHHSI HEKOHBIOTHPOBAHHOIO (HECBSI3AaHHOT0, HENPSMOI0)
OnMpyOuHa:

1) mnoBsbIilIeHHAs BBIPAOOTKA OMIIMPYOHHA — TeMOJN3, HeAPPEKTUBHBINA TeMOII0d3;

2) HapylIeHHbI 3axBaT OwnupyOmHa — cuHzapom JKunbOepa,  3acTodHas cepiedHast
HEAOCTATOYHOCTD, MOPTO-KOBAJIBHBIC aHACTAMO3bI, KCJITYXa HOBOPOXKIACHHOTI'O,

3) HapylieHHas KoOHboranusi OwimmpyOmHa — cuHzapom JKuieOepa, cunmpom Kpuriepa-
Haiisipa, xenryxa HOBOPOXKJIEHHOTO.

I1. IloBbIIEHHE COAEPKAHNA KOHBIOTHPOBAHHOIO (CBA3aHHOI0, IPAMOI0) OMJIMPYyOHHAa:

1) HapylieHHe KaHaJbIIEBOW OKCKPEIMM — IMOBPEKACHHE TEMaTOIMTOB B pE3yJbTaTe
BHUPYCHOTO, aJIKOTOJBHOIO TemaTHUTa WM LUppo3a, BHYTPHUIIEUEHOUHBIM XoJiecTas
OepeMEeHHBIX, HapylIeHHE TPAHCIOpPTa KOHBIOTMPOBAHHOTO OWIMPYOMHA (CHHIPOMBI
Jabuna-J[>xoHcoHa, Poropa);

2) TOBpEXICHHE BHYTPUIICUCHOYHBIX )KEITYHBIX POTOKOB — MEPBUYHBINA OWIIMAPHBIN IUPPO3,
MIEPBUYHBIN CKIEPO3UPYIOLIUI XOJIaHTUT, OIIyXO0JIH;

3) MOBPCKACHHUEC BHCIICYCHOYHBIX JKCIYHBIX ITPOTOKOB — XOJCIOXOJIUTHA3, HepBI/IqHBII\/’I
CI(J'ICpO3PIpyTOH.IPII>i XOJIAHTUT, CTPUKTYPHI U OITYXOJIN KCITYHBIX ITPOTOKOB;

4) xoecTas — HapylIeHHe 00pa30BaHMs )KETYH B TeNaTONUTe (BHYTPUIICICHOYHBIH X0IecTas)
WIM HapylleHHe OTTOKa >Kem4uMu (BHENEUYEeHOYHBbIN XxoiecTa3). BHyTpumneueHOUHBIN
X0JIECTa3 MOKET OBbITh 00YCIIOBIIEH OCTPBIM (I€MaTUThI, MEIUKAMEHTHI) MJIK XPOHUYECKIUM
MOBPEXJACHUEM TeNaTOLMUTOB (LHUPPO3bl, CKIEPO3UPYIOLUIUN XOJAHTUT, METUKAMEHTHI,



uH(pekus). BHenedeHOUHBIN Xo0yiecTa3 MOXET OBITh OOYCIOBJICH XOJIETOXOIUTHA30M,
CTPUKTYPAMM  JKEJIUHBIX IIPOTOKOB,  CKJIEPO3UPYIOLIMMXOJIIHTUTOM, KapLHHOMOHN
TIOJDKEITYI0YHOH JKeJIe3bl, PAHKPEATHTOM HJIM aTPe3HeH JKEITUHBIX MPOTOKOB.

OLIGHI/IBaSI IIaTOJIOrMYCCKUM nponecc B NCUCHUMU, HCOGXOHI/IMO 3HATbh NPU3HAKU IMOBPCIKACHUA
TeIIaToOnUTOB, HATMYKEC X0JIECTa3da U YMETh OUCHHUTb CUHTCTUYCCKYIO (PYHKHI/II-O INCYCHH.

Mapkepsl noBpe:kaeHusi remaronuToB: mnosbiieHue AcAT (acmaparamuHoTpaHcdepasa),
AnAT (amanmnamuHOTpancgepasa), [TTII (ramma-rmyramunTpaHcnenTujasa, , HIETOYHAS
docdaraza. AcCAT HaxoauTcss B MUTOXOHApHIX, ATAT- B IIuTOIIIa3Me IEYCHOYHBIX KIIETOK.

Mapkepsbl xoJiecta3a: mobimieHue 1menodyHor ¢ocdaraszpl, ['TTII, JIAIT (ceiBopoTOUHOMN
JeHIIMHAMUHONIENITH 1a3b1)

CHM:KeHHe CUHTeTH4YecKOW (YHKIMH Te4YeHH: CHIDKeHHE anb0ymuHa, (GuOpUHOTeHa,
nporpoM6OuHa, (aktopo Y,YII,IX, GonpinHCcTBa MMOOYIMHOB (HMCKIIIOYAsk TaMMa-TIO0YIINH),
YIUTMHEHUE TPOTPOMOMHOBOTO BpeMeHH. [IpoTpoMOMHOBOE BpeMsi XapaKTEpH3yeT CKOpPOCTb
MpeBpaIiCHUs] TPOTPOMOMHA B TPOMOWH U Y/UIMHSCTCS TPU CHIDKCHUU TPUTPOMOUWHA,
¢ubpunorena, paxropos I, I, YII, X. Cunre3 daxropos II,YII,IX,X B neuenn npoucxoaur c
yuactueM utamuHa K. [luddepuHimpoBars MapeHXMMATO3HOE IOBPEKIACHHE IEUYEHH OT
runoButamuHo3a K mMoxHO ¢ momombio B/M BBeneHus ButamuHa K. [lpu runoBurammnose
BUTAMUHOTEpaNus yAJIUHAET IpoTpoMOrHOBOE BpeMs Ha 30% yke uepe3 CyTKHU Mociie BBEICHUS
BuTamuHa K.

Humencuenasn mepanua 11pU ABJIICHUAX MIEYCHOYHOM HEJOCTAaTOYHOCTH JOJIDKHaA OBITh
HallpaBJICHa Ha YCTPAHCHUC STHOJIOTHUYCCKOI'O (baKTopa , BOCCTAaHOBJICHHUA (I)YHKI_[I/II/I
NIECYCHOYHBIX KJICTOK, CHUKCHUSA aKTUBHOCTHU KHIIICYHOM (1)J'IOpI>I.

1. Z[I/IeTa. OI‘paHI/I‘-IeHI/Ie JKUPOB, OCIIKOB. HOTpC6HOCTI/I OopraHu3Ma B SHCPIruu yAOBJICTBOPAIOT 34
CUCT YyIJI€BOOOB.

2. BoccTraHoBiieHHEe 0OMEHHBIX IMPOLECCOB B I'CATOLUTE JOCTUTACTCA ITYTEM!
® OKCHUI'CHOTCpAIlu,

e TIOBBIIICHUS YPOBHS IJIMKOT€Ha B remaronutax B/B BBeneHueM 10-40% pacTBopa IItOKO3bI
c uacynuaoM (1E/] Ha 4 rp riaroko3sl), B 103€ 4-6 rp/Kr/cyT;

e crabuiaM3alMM KJIETOYHBIX MEMOpaH MPUMEHEHHEM TIelaToNpoTEeKTOPOB (dCCeHuuane ),
MHTHOUTOPOB MpoTeoneTnyeckux GpepmenToB (konTpukan 100 teic E/l/cyT);

® TPUMEHEHUS AaHTHOKCHUIAHTOB : acKopOuHOBas kuciota 5% Smi B/B 3-4 pasa B JeHb,
Tokodepona anerat 1-2 mia B/Mm, yautron 10-20 ma B/B; pubokcun 2% 10 M B/B;

e IIMKBHIAIMM OTEKa TEMaTOIUTOB: JIAa3UKC 1-2 MI/KT crapTtoBas pa3oBas 1033, IpH
Hed(PPEKTUBHOCTU YBEITHUUTH, dyuimuH 2,4% -0,6 mr/kr/4ac.



3. VYayuymieHnue OOMEHHBIX MPOLIECCOB B IEYEHU OCYUIECTBIISETCS BBEACHHEM BUTAMHHOB
rpynnsl B, Butamuna I, K, HUKOTMHOBOW , JUIIOJMEBOW KHUCIOTHI, MPENapaTroB SHTAPHOMU
KHCIIOTHI — PeamOepuna, Pemakcona

4. YruereHue MNPOIECCOB THUEHUSA B KUIICYHUKE M HEUTpaIM3allMd aMMHaKa JOCTUTAeTCs
MPOBEICHUEM JEKOHTAMUHAIIMK KUIIEYHUKA ( HEOMMIIMH, OJICAHIOMUIIMH I10 2 TP MEePOPaIBHO),
OUMIICHHEM KHUIIICYHUKA (COJIEBBIE CIAOWTENbHBIC, BBICOKHE CH(OHHBIC KIU3MBI), B/B
BBEJICHHEM IJII0TAMUHOBOU KUCIOTHI 1% pacTBopa 50 mur.

5. HckyccTBeHHasi JETOKCHKAIMs: SHTepocopOuus, miazmodepes, miaazmocopobuus. Cambim
ONTUMAJFHBIM YKCTPAKOPIOPATBHBIM METOAOM JICUEHUS TAIMEHTOB C OCTPOW IMEYCHOYHOU
HEJI0OCTaTOYHOCTHIO SBIICTCS albOYMUHOBBIN Iranu3 Ha anmapate MARS.

6. Ilpu pa3BUTHUU T€HEPATM30BAHHOTO KPOBOTEUCHHS MTPOBEACHNE TEMOCTATHUECKON Tepanuu (
KpHOIpULIENUTaT 5-6 1103, CBe)Xe3aMopoxkeHHas miazma 500 mui, 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 TI'eMOTPAHC(HY3UH, NPEANOUYTHTEIFHEE HCIIOIb30BAaTh CBEXKYIO
JOHOPCKYIO KpPOBb, YTO IMO3BOJIIET OO0ECHEeYUTh OOJBHOTO MAKCHMAaJIbHBIM KOJMYECTBOM
(hakTOpOB CBEPTHIBAHUSI.

7. TpaHcIulaHTalusg T€YEHH - EAWHCTBEHHBIM dS(QQEKTUBHBI METOA JICYEHHS OCTPOM
MEYCHOYHON HEIOCTaTOYHOCTH. PellieHue O TpaHCIUTAHTAlMU MPUHHUMAETCS KOJUIETHAIbHO C
Y4eTOM TOKa3aHUil, MPOTUBOIIOKA3aHUN U JOCTYMHOCTH JOHOPCKHX OPTaHOB, YTO SIBJIAETCS Ha
HACTOSIIIMU MOMEHT BPEMEHU CEPhe3HOI MPOOIEeMOi BO BCEM MHpeE.



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;

e increase in the level of glycogen in hepatocytes by intravenous administration of 10-40%
glucose solution with insulin (1ED 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);

e 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 albumin 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.
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