XPOHHYECKHE IeMATUTHI, IIAPPO3bI
[e4YeHHU



XPOHUYecKme renatuThl
- rpynna 3aboneBaHU NEYEHMN,
BbI3bIBAEMbIX Pa3nnYHbIMIK
NPpUYNHAMU, XapaKTepuayroLLnecs
PA3NINYHOU CTEMEHBLIO
Bblpa>XeHHOCTU Ne4YeHO4YHO-
KINEeTOYHOro HeKpo3a 1 BocrnarneHus
N npoTtekatwLwme 6e3 ynyyeHusa no
MeHbLUEN Mepe 6 MecsLIEB.



B 1994 rony 0b11a pa3padotaHa KiacCU(pHUKALUS XPOHUYECKOIO
renaTnuTa, COriaCHO KOTOPOU BBIJIEIISEOT.
1.I1o saTHONMIOTHNHN
XPOHUYECKUN BUPYCHBIN MeNaTUT
XPOHUYECKUN BUPYCHBIN renarut B
XPOHUYECKHAM BUPYCHBIN Ternarut C
XPOHUYECKHUN BUPYCHBIN renarut D
AYTOMMMYHHBIN T€IIATUT
XPOHUYECKUN BUPYCHBIN NeNaTUT HEYTOYHEHHOW 3TUOJIOT U
XPOHUYECKUU JIEKAPCTBEHHBIN I'€IIATUT
[IepBuYHBIN OMIHAPHBIN IUPPO3 IICUCHU
[lepBUYHBIN CKIEPO3UPYIOIIAN XOJIAHTUAT
[Topaxenue redeHu mpu 0osae3H1 YruiicoHa-KoHoBanoBa
[TopaxeHue MeUYeHu IPU HEAOCTATOYHOCTH al-aHTUTPUTICHHA
2.110 akTUBHOCTH (IO KIMHUKO-JIA00PATOPHBIM JaHHBIM, YPOBHIO AJIT)



3.1To mopdonoruu (yka3pIBaroT XapaKTep
TMCTOJIOTMYECKUX U3MEHECHUM, ITOATBEPKAAOIINX
TUOJIOTHIO U CTEIICHb AKTUBHOCTH BOCHAJIUTEIIHLHOTO
polecca)
[IpyMedaHue: OTCYTCTBUE aJIKOTOJIbHOIO T'elaThTa B

KJIACCU(PUKALIMY XPOHUYECKHX I'€IaTUTOB 00YCIOBICHO
TEM, YTO HEKOTOPBIE YUEHBIE OTHOCAT XPOHUYECKUU
AJIKOTOJIbHBIM I'€NaTUT K aJIKOTOJIbHOW OOJI€3HU MEYECHU U

HE pacCMaTPUBAIOT €0 CPEAU APYTUX BUIOB
XPOHUYECKHUX ITENaTUTOB




OTHUOJIOT U
[TepBoe MECTO cpe/ih ATUOJIOTUUECKUX (DAKTOPOB XPOHUYECKOTO TeNaTUTa 3aHUMAaIOT
Tpu BUpyca B, C, D. IIpu 3apakeHnun BUPyCHBIM renatutoM B XxpoHu3aius mporecca
HactynaeT y 5-10% OoibHBIX, Yallle HOCye JaTCeHTHBIX U Jerkux (opM 3a00j1eBaHus,
YTO CBSI3aHO C UX PEIIKOM ITUArHOCTUKOU U OTCYTCTBUEM aJI€KBATHOIO JIEUEHUsA. Bupyc
renaruta C BhI3bIBAET XPOHHUUECKOE BocHalieHue B 85% ciiydaeB U 00bIYHO Ha (hOHE
ankoroiausMa. Xponuueckuit renatut D pazBuBaercst y 90% OOJbHBIX C OCTPhIM
renarutoM D. AyTOMMMYHHBIN TEMAaTUT PACIICHUBAIOT KAK HACIEICTBEHHO
0OyCJIOBJICHHBI KIMMYHHBIMU HapylIeHUsAMU. B kauecTBe 3amyckaroiiero pakropa
oocyxaarorcs Bupychel rernaruta A, B, C, D, E, G. JlekapcTBeHHBII renaTuT Yalie BCEro
BBI3BIBAIOT AaHTUOMOTUKH (TETPALIMKIIUH, JICBOMUIIETUH, TCHTAMULIMH, SPUTPOMHUIIVH,
OJICAaHJIOMUIIMH, pU(PaMIIUIIVH) U IPyTUe aHTUOAKTEpHUAIIbHBIE CPEICTBA (HUTPOKCAJIMH,
cyabdacanazun), mpenaparsl 1Jisl JCUCHUS CEPACYHO - COCYIUCTHIX 3a00JI€BaHUIMI
(IpOmpPaHoII0JI), HENPSIMbIE AaHTUKOATYJISHTHI, CATyPETUKH, ICUXOTPOMHBIC MPEenapaThl,
HBIIC, 6i1okaropsl H2-perienTopoB ructaMuHa, HOACOACPKAIE€ KOHTPACTHBIE
BemecTBa. OCOOCHHO TsKeJble POPMBI TE€NATUTOB, MPOTEKAIOIINX C HEKPO3aMU
MIEYCHOYHOW MTAPACHXUMbI, MOTYT BbI3bIBATh METWJIJIONA, U30HUA3U]L, TAPALIETOMOIIL,
METOTpEKCaT, PTOPOTaH U HEKOTOPBIE APYTrUe Mpenaparbl. AJIKOToJIbHAsI 00JIE3Hb
MIEYECHU BO3HUKAET MPU €KETHEBHOM yoTpedseHun oonee 40 M1 4UCTOrO 3TaHOJIA HA
npoTskeHuu 6-8 set. [Ipu unduumrpoBannu Bupycamu B n/unu C popmupoBanue
3a00JI€BaHUS TIPOUCXOIUT B 00JI€€ KOPOTKUE CPOKH.




DakTopsl pUCKa
K HUM OTHOCSTCSA: MHBEKIIMOHHAS HAPKOMAHUSI, TIEPEJIMBAHUE KPOBU U €€
KOMIIOHEHTOB, CTOMAaTOJIOTMYECKHUE MAHUITYJIALNY, OTIEpAaTUBHBIC BMELIATEIILCTBA,
KOHTAKT C OOJIbHBIM BUPYCHBIM T'€IIAaTUTOM, IPO(ECCUOHATBHBIN (PaKTOp, TaTy ax,
OecIopsI0YHbIE CEKCYAIbHBIE KOHTAKThI, ADOPTHI.
[TaTtorenes
XPOHUYECKHUIN BUPYCHbBIN FeHaTUT
Ero pa3Butue 3aBUCHUT OT PEAKIUi KJIETOYHOro UMMYyHuUTeTa. MHpUIMpoBaHHME
BUPYCOM HE BCEIJIa COMPOBOXKAAETCS Pa3BUTHEM 3a00JeBaHUs. BO3MOXHBI YETHIPE
TUIIA B3AUMOACUCTBUS BUPYCA U UMMYHOU CUCTEMBI:
1.mpu HOpMAJIbHON UMMYHOW pEaKTUBHOCTH OpraHu3Ma MPOUCXOIUT Ipostrdepanus
MMMYHOKOMITIETEHTHBIX KJIETOK, KOTOPbIE€ Y3HAIOT OCJIKKM BUPYCa, BHEAPHUBIIIUECS B
MeMOpaHy Opa)KeHHOro renarouuTa. BzanmMoaeicTBue MUMMYHHBIX KJI€TOK ¢ Al
BBI3BIBAET I[UTOJIN3 T€NATOIMTA U THOEb COJAEPIKAIIETOCS B HEM BUpYCa.
2.1IpY TUTIEPEPTUYECKOM UMMYHOM OTBETE MPOUCXOAUT OCTPHIA MACCUBHBIN HEKPO3
renaTolUTOB U PA3BUBAETCS MOJHEMHOCHAs (h)OpMa OCTPOTO I'eraTuTa.
3.Mpy TUTTOAPTUYECKOM UMMYHHOM OTBETE T-TMM(OIUTHI pa3pyiaroT
WH(PUIIMPOBAHHBIE KJIIETKH, HO HE MOTYT MPEAOTBPATUTh PACIIPOCTPAaHEHUE BUPYCa
CpeIIh 3I0POBBIX I'€MNAaTOMUTOB. DTO BEAET K PA3BUTHUIO XPOHUYECKOTO IeNaTUTA.




4.1Ipu OTCYyTCTBUH UMMYHOM PEAKIIUM Ha BO30OYAUTEIb YEIOBEK
CTAHOBUTCSA BUPYCOHOCUTEIIEM.

[{ukn pa3BuTHs BUpyca renatuta B cocTout u3 (pasbl ero MHTErpanum
B TEHOM II€YEHOYHOM KJIETKU W PEIUIMKALIMM B HEW. Y BUpYyCa
UMEIOTCSI TPU AHTUTCHHbBIE eTepMUHAHTHIL. [ToBepxHocTHRIM HBSAg -
CBsI3aH C BHemHeH o0onoukor Bupyca, HBeAg u HBcAg - ¢ spepHoi
4acThIO BUpYyca. B a3y mHTErpanum nporucxXoauT SKCIPECCHS
IIOBEPXHOCTHOI'O aHTUICHA, a B (pa3y perInKaluu BceX TpeX. Bupycol
rernatuTa C 1 D 0Ka3bpIBalOT NMPSAMOE IMTONATOTE€HHOE ACUCTBUE HA
TEMAaTOLUTHI, TOITOMY WX NMEPCUCTEHINAA U PETUIMKALINUS B
renaroluTax aCCOUUPYIOTCS C aKTUBHOCTBHIO M IPOTPECCUPOBAHUEM
[IaTOJIOrMYECKOTO TMPOIIECCa B IIEYCHU.
AYTOMMMYHHBIW TCIATHUT.

Ero passutue CBA3aHO C YTHETEHUEM aKTUBHOCTHU T-CympeccopoB,
MOSIBJICHUEM KJIOHOB IIMTOTOKCHYECKUX JIUM(OIUTOB, aTaKYIOIIUX
TEMaToOUThI, U AyTOAHTUTEJIAMHU.




XPOHUYECKUN JIEKAPCTBEHHBIN TEIIATUT.
CyIIECTBYIOT 2 MEXaHU3MA €r0 PA3BUTHUS:

1 .IIpsimoe TTOBpEXKICHUE TEITATOLMTOB MPEnaparaMmu Uiu
OPOAYKTAaMH UX MeTa0oau3Ma. TsKeCTh IMMOBPEKIACHUS 3aBUCUT OT
1036l JIekapcTBa. K TakuM BemecTBaM OTHOCATCS MapaeToMOll,
CyJb(DaHUIaMUAbI, MHIOMETAIIMH, AMUHA3MH.
2.CoenrHeHune JIEKApCTB C OEJIKaMy renaToIuTOB U
(hOpMHpPOBAHKE ayTOAHTUT€HOB. DTOT MPOILIECC HAOIIOIACTCS
MOCJI€ JIIATEHOI0 IprueMa IpernaparoB. PopMUpPOBAHUIO TEMATUTA
MOT'YT CIIOCOOCTBOBAaTh TOKCUKOJICPMHUH, apTPAJITUH,
303MHODUIINSA, [TUTONCHUS.

XPOHUYECKUN AJTKOTOJIbHBIN TEIIATHT.

Pa3zBuBaeTcs B pe3yabTrare TOro, 4YTO CTAa0OMIIbHBIE COCAUHEHUS
alleTaJIbJeTuIa ¢ OCJIKaMH IIUTOCKEJIETA TEIMaTOIUTOB, AaKTHHOM,
TyOyauHOM, IuToXpomoM P-450 2E1 pacno3HarTcss UMMYHHOM
CHCTEMOM KaK HEOAHTUTEHBI, YTO 3aITyCKA€T NMMYHHBIC
MEXaHHU3MBI U 00YCJIaBIMBAET MPOTPECCUPOBAHUE 3a00JICBAHUS U
Pa3BUTHE IUPPO3A TICUCHH.




AYTOMMMYHHbBIN T€NAaTUT
BoJeloT MpenMyIIeCTBEHHO KEHIIIMHBI MOJIOJ0OT0 BO3pacTa U B MOCTMEHOIIAY 3¢/
3a00JieBaHME HAYMHAECTCSI OCTPO, MOSABISIOTCS C1a00CTh, aHOPEKCHS, IOTEMHEHUE
MOYH, MHTEHCUBHAS KEJTyXa, PE3KO YBEIUUYNBACTCS YPOBEHb OMIIMPYOUHA 1
aMuHOTpaHchepa3. BoBaekaroTCs MHOTHE CUCTEMbI: KOXKH, BHYTPEHHUX OPraHOB U
CEPO3HBIX 000J0UYEK (MUOKAPJIUT, IEPUKAPIUT, I3BEHHBIN KOJIUT, TJIOMEPYJIOHE(DPHUT,
MOPaXEHUS IIUTOBUIHOM JKEJIE3bl, CaXapHbIl TUA0ET, FTEMOJIUTUYCCKAsT AaHEMUS,
Pa3JIMYHbBIE JIETOYHBIE U HEBPOJIOTUYECKHE TopakeHus ). CaMoe 4acTo€ BHEIIEUCHOUYHOE
MPOSIBJICHUE 3a00JIEBAHUSA - APTPAITHHU. Y BCEX OOJIbHBIX OTMEYAIOT MIPU3HAKU
SHJOKPUHHBIX HAPYIICHUN (aMEHOpesl, TUPCYTU3M, CTPUM, THHEKOMACTHIO)
JIabopaTopHbI€ U3BMEHEHUS TPU Ay TOUMMYHHOM T'€IIaTUTE BKIIOYAOT
TUIIEPIIPOTEMHEMHUIO 32 CUET TUIIEPraMMOITIO0YIMHEMUM, BBICOKUIA TUTP
aHTUHYKJIEapHOTO (PaKTOpa, MOJIOKUTEIBHBIA BOJTYaHOUYHO-KJIETOYHBIN (PakTop,
MOSIBJIEHUE TTEYEHOYHO-TTOYEYHBIX MUKPOCOMAIbHBIX AT.
XPOHUYECKNU JIEKAPCTBEHHBIN U AJTKOTONbHBIN TE€NATUThI
KiimHnueckasi KapTUHA 3TUX COCTOSHUN HE UMEET CIEeU(PUUEeCKUX MPU3HAKoB. 3
AHAMHECTUYECKHUX JTaHHBIX BBISIBIIACTCS YETKAS CBSI3b CO 3JIOYIOTPEOICHUEM AJIKOTOJIS
WJIM PUEMOM IeaTOTOKCUYHBIX TpenapartoB. [Ipy ankoroiabHOM 00J€3HH BBISBISIOT
oxkxupenue, facies alcoholica (oayTaoBaroe nui0, paciiupeHHas BEHO3HAs CETh Ha KOXKE
JUIa, TATAHTCKUM ApOTUT, HHBEKIIUS COCY/IOB CKJIEP U KOHbIOHKTHBBI)




Jlnarnocrtuka
JlnarHo3 cTaBAT HA OCHOBAHMWH JIaHHBIX aHAMHE3a (CBA3b C
YIIOTPEOJICHUEM AJIKOT0JIs, C IIPUEMOM I'€laTOTOKCUYHBIX IIpEenapaTos,
(haxkTOphl HH(ULIMPOBAHU BUpycaMHu remnarurta) [Ipn uccnenoBanuu
nepu@epudeckor KpoBu Ha0momaercsa yckopenue COD, TeHIEHIU K
Ienko- u TpoMoonuToneHur. OrmedaroT noseimenue AJIT, onnupyonHa,
THACIIPOTEUHEMUIO, TUIIEPTraMMOTTI00YJIMHEMHIO, ?-TITyTaMUITPAHC-
nenTuaasbl. B ciydyae XpOHMYECKOro BUPYCHOIO T€MaTUTa HMEET
3HAYCHHUE BBISIBICHUE TKAHEBBIX U CBIBOPOTOYHBIX MAapKEPOB BUpycCa
reraruta B, C, D. [Ipn ayTOMMMYyHHOM TE€MATUTE CUUTACTCS BAKHBIM
OTCYTCTBHE MapKEPOB BUPYCHOTO I'€IIaTUTAa, BHISIBICHUE
AHTUHYKJICAPHBIX, AaHTUMUTOXOHAPHAJIbHBIX ayTOAHTUTEN, HAJTNYME B
kpoBH [{HK, npenmyniecrBeHHOE yBEINn4YEeHME B KpoBH g G.
Huddepennmanbaas guarHoctuka I'enarutel M@ hEepeHINPYIOT MEKTY
CO00M, IEPBUYHBIM OMIIMAPHBIM LIUPPO30M, O0JIC3HBIO YUIICOHA-
KoHoBanoBa, IEPBUYHBIM CKJICPO3UPYIOIIUM XOJAHTUTOM.




[Huppo3 neueHu
- MATOJIOTOAHATOMUYECKOE MOHATUE U3MEHEHH I B MIEYEHU, XapAKTEPUIYIOIIIEECs
HapylICeHUEM HOPMaJbHOM apXUTEKTOHUKHU OpraHa, (pOpMUPOBAHUEM Yy3JIOB
pereHepanyu NapeHXuMbl, (PUOPO33HBIX CEIT, HPUBOIAIIMX K MEPECTPOIMKE
COCYJIUCTOM CUCTEMBI OpraHa. [ {[uppo3 neuyeHn 3aHuMaeT MepBOe MECTO CPEIU
IPUYUH CMEPTH OT 00JIE3HEH OPraHOB MUILEBAPECHUS (MCKIIFOYAsl OITYXOJIH ).

[TaTtorenes
Pa3BuTre HEOOpAaTUMBIX U3MEHEHUM B TIEUYCHHU IIPOUCXOAUT B pe3ysIbTaTe
JUTMTEILHOTO BO3JICUCTBHUS ITOBPEXKIAIOIIETO (haKkTopa, MpeodiaJjaHueM CUHTEe3a
KOJJIAreHa HaJl €ro pacnajoM. 3alyCcKarnui (akTop BocHalieHue, BEAYyIee K
HEKpPO3y renaronuToB. HEKpo3 renarouToB U BOCHAIUTEIbHAS PEAKIIUS
CTUMYJIUPYIOT U30BITOUHBIN (PUOPOOIACTUYECKUM TTPOIIECC - 00Pa3yIOTCS
COCAMHUTEILHOTKAHHBIE CENThI, COSAMHSIONINE MOPTAIbHBIE TPAKTHI U
[IEHTPAIbHBIE BEHBbI U ()ParMEHTUPYIOIINE TIEYCHOUYHBIC TOJIbKH HA JIOKHBIS
nosbku. [IpuHATO CYUTaTh, YTO OCHOBHYIO POJIb B B PA3BUTHH COCTUHUTEILHON
TKaHU UTPaOT NEPUCUHYCOUAATbHbBIC KIETKH NeueHu (kiaeTku o). I1o
COJIep KaIIMMCS B CENTax COCyJax MPOUCXOIUT COpOC KPOBH B ITIEUEHOYHBIC BEHBI,
B 00XO/JT MAPKHXHUMbI OpraHa. ITo BeJeT K UIIIEeMHH 1 MPOrPECCUPOBAHUIO HEKPO3a
renaToIUTOB.



[lpoayKThbl pacnaga renatounToB
CTUMYIUPYIOT pereHepaTtopHbIle
npoLecchl. Pe3ynsrtatom 3TOro

ABNAeTCcAa OpMMPOBAHMNE Y3IOB
pereHepauun, caaBnmBatoLLmnX
cocyabl 1 ycyryonsiouiee
HapyLLeHWe KpoBOOOpaLLEeHUS.




KnnHuka
Knaccudukanus ne4eHOYHO-KICTOYHOU (DYHKIIUU IIPH [UPPO3€E
reyeHu 1o Yauuay

[Toka3zarenu e Ipynma |+ B e C
I10
YHannny
A

ypPOBEHb OMIIMPYyOHHA e <2 e 2-3 e >3

CBIBOPOTKH KPOBH MI/%

YPOBEHb aIbOyMHUHA e >335 e 3-35 e <35
CBIBOPOTKH KPOBH I/%

acIUT * HET * JIETKO e Jlmoxo
HOIaeTCs HoaaaeTcs
JICUEHUTO JICUECHUTO
HEBPOJIOTUYECKUE * HET e MHUHHUMAJILHEI | * KOMa
HApYyLICHUS €

IIMTAHUC * XOopomee ¢ CpcaHee ¢ CHHKCHHOC




Y3U niedeHu 103BOJISIET OOHAPYKUTh U3MEHEHHUE Pa3MEPOB
MICYCHHU U CEJI€3€HKH, BBIIBUTDH aKyCTHUYECKYIO
HEOJIHOCPOJHOCTh MEYECHOUYHON NAapEHXHUMBI U IIPU3HAKU
nopraibHOM runepreH3uu. KT - Oojiee nHpopMaTHBHBIN
METOA. AHruorpapruueckoe UCCIeA0BaHUE - LICIUaAKOoTrpadus 1
crieJiecHonopTorpadus Mo3BOISIOT BbISIBUTh HATUYHE U

XapakTep nopTaabHOM runepTeH3uu. C 3ToH Ke LEIIbIO
IPOBOISAT SHAOCKOIIMYECKOE U PEHTICHOTPaPUIECKOE
MCCIIEA0BAaHME MMUILIEBO/IA U JKeTyJKa (BBISIBICHUE
pPaCIIMPEHHBIX BEH MMUILIEBOJIA, PEXKE KapAUaJIbHOIO OT/ea
xenynaka). [IlyHKIimoHHas OMONCHS IEYEHU ITO3BOJISIET
IIPOBECTHU IT'MCTOJIOTMYECKOE UCCIICA0OBAaHNE OUOIITaTa U
BBISIBUTH CTAJUIO IIpoOILiecca.




Penkue opmbl IUppoO3a EYCHHU.

IIepBUYHBIN OMIHMAPHBINA IIUPPO3.
Pacnipoctpanennocts 25-30 yenoBek Ha 1 muiH. 3a00J1€BalOT B OCHOBHOM

KCHIIIMHBI B IEPUOJ MEHOIIAY3bI.

Dtronorus v nmaroreses. Ha nmepBol craguu opmMupyeTcss HETHOMHBIN
JNECTPYKTUBHBIA XOJAHTUT MEIKUX KEITYHBIX TPOTOKOB, 3THOJIOTHSI KOTOPOTO
HEeU3BeCTHA. BaXkHast pojib B MaTOreHe3¢ OTBOAUTCS 00pa30BaHUIO AHTUTEN K

BHYTPECHHEW MeMOpaHe MUTOXOHAPHH.

Knuanyeckas kaptrHa. [IepBbIM 1 OCHOBHBIM ITPOSIBJICHUEM 3a00JICBAHUS SABJISICTCS
CHHAPOM XOJIeCTa3a, MO3Ke MPUCOCTUHACTCS KeaTyxa. [loTom nmpucoenHaoTCs
OCCaJIruy, NoxyjaaHue, c1adoctb. OObEKTUBHO BBIABISACTCS UKTEPUIHOCTDH KOXKH,

CJIEJIbl PAcuy€CcoOB, KCAaHTEIa3Mbl Ha KOXKE BEK.

Juarnoctuka. [Ipy OMOXHUMHUYECKOM MCCIEAOBAHNH BBISIBIISIETCS
TUIIEPONTUPYOUHEMUS, TOBBIIIICHUE aKTUBHOCTH IIET0YHOU (hocdoTassl, ?-
IroTaMuiITpancdepasbl (MHAMKATOPBI X0JIECTa3a). AKTUBHOCTh TpaHCchepas

noBbImaercsa B 2-10 pa3. B cbIBOpoTKe KpOBU MOKHO OOHAPYKUTh
aHTUMHUTOXOHIpHabHbie AT. I UCKITIOUEeHHS] BHEIIEYUEHOYHOIO X0JIeCTa3a
npoBoaIT Y3 nedeHu (M3yyeHue roloBKU NOHKETYI0YHOM JKEIE3bI, 00IIETO
*KeJTqHoro Mmpotoka) u @I'JIC (6onbIIon AyoeHaTIbHBIA COCOYEK).




BTopuyHbIY OWJIMAapHBIA LIUPPO3
PacripocTpaHEHHOCTh HEU3BECTHA.

DTHOJIOTHs U maTorene3. B ocHOBe 3a001€BaHUS JIEKUT
BHEIICYEHOYHBIN XoJiecTa3 B pesyibrare JKKb, BpoxIeHHbBIX
1e(EKTOB KEITYCBBIBOASIINX ITyTEH, IMOCICONEPALMOHHBIX
CTPHUKTYD).

Knuanyeckas kaptuHa. beCrmokosT B OCHOBHOM OOJIM B TPABOM
noapeodepbe. OOBEKTHBHO MOXHO BBISIBUTH YBEJIUUCHUE TTIEUCHU U
KEIIYHOTO ITY3bIPS.

Jlmaraoctuka. IIpoBogurcs Y3U nu sHA0CKONHYECKAs
peTporpajaHas MaHKpeaToXoJIaHruorpadus, MO3BOJISIONIAS BEISIBUTh
IPUYMHY U YPOBEHb OOCTPYKIIWH.

OcnoxxHeHus. ACIUT, IIEYCHOYHAs SHIE(aIoIaTHs, KPOBOTCUCHHUE
U3 PACHIMPEHHBIX BEH MUILEBOAA, PEXKE KAPAUAIBLHOTO OTAEIIA
KeJIyIKa, pa3BUTHE ITIEYCHOYHO-KJICTOYHON KapIIMHOMBI IIPH
BUPYCHOM M aJIKOTOJIbHOM LIUPPO3E.




JTanmHast JUATHOCTUKA TU(PY3HBIX 3200/ 1eBAHUI ITEUYEHH
IoJMKJINHUKA

Kmmanueckoe o0OcnenoBanre 00JILHOTO

KnynHndeckui aHanu3 KpoBH (BKJIOYAs ITOJACYET KOJIUYECTBA
TPOMOOIIMTOB U PETUKYJIOLIUTOB).
[’ pymmna kpoBu, pe3yc-paxtop.
OO aHaJIn3 MOYH.
HccnenoBanue Kajia Ha CKPBITYIO KPOBb.

broxuMudeckni aHajau3 KPOBHU: OOIIMI OCJIOK, adbOyMUH, OOIIHUI U
IpsIMOM OMIIMPYOHH, III0K03a, KpeaTuHuH, ATAT, AcAT, I'TT, LI D.
HBsAg, antu-HCV.

Antu-BUY, RW.

Y3 OproIIHOM IOJOCTH.

DI JIC (rmpy HEOOXOAUMOCTH).




3agaya o0cie0BaHKs Ha TTOJUKIMHUYECKOM ATall€ - BbISIBUTh
IpU3HAKU MOPAKEHUSI TIEUEHU, TPEAMNOJIOKUTh €ro THOJIOTHIO
(BUpYCHas1, aJIKOTOJbHAs U T.J.) U CTaJAUIO0 (T€maTut, uuppo3). OCTpbii
ne0r0T 3a001€BaHUs IIEYCHHU (B IIEPBYIO OYEPEAb KEATyXa) TpeOyeT
HampaBJICHUS MallMEHTa B MHMEKIHMOHHBIN CTallMOHAP AJIs
MCKJIFOYEHHUS OCTPOr0 BUPYCHOIO renaruTa. I ocnuranu3anus B
MHOTONPO(MUIBHBIN CTallMOHAP MOKa3aHa 0O0JbHBIM IIPU KIIMHUKO-

OMOXHMHUYECKOM 00O0CTPEHUM XPOHUYECKOTO AUPPYy3HOTO
3a00J1€BaHMS IICUCHM, & TAK)KE ITALMEHTAM B TSHXKEJIOM COCTOSIHHM, B
YaCTHOCTH, IIPH BIIEPBBIC BHISIBICHHOM LIMPPO3E B CTAIUU
JNECKOMIICHCAIIMH WJIM IIPU KPOBOTECYCHUH 13 BAPUKO3HO PACIIIUPEHHBIX
BEH MUIIEBOIa. AMOYJIATOPHBIX MAIUEHTOB MEJIECO00Pa3ZHO
HaMpaB/IsATh U3 MOJUKIMHUKA HEOCPEACTBEHHO B
CIEIAAIIM3UPOBAHHBIN I'€IIATOJIOTUUYECKUM LIEHTP




CranuoHap (panioHHAasA, rOPoaACKasi, 00JJaCTHasA
00JIbHHUIIA)

Knnangeckoe o0ciaenoBaHue OOJIbHOIO
KnnHan4yecknil aHaian3 KpOBH (BKJIOYAs MOACYET KOJIMYECTBA
TPOMOOIIUTOB X PETUKYJIOIIUTOB).

[’ pymnma kpoBu, pe3yc-hakTop.

OO0 aHaIn3 MOYH.

OOy aHaau3 Kaja.
broxuMudecKkui aHaJIu3 KPOBHU: OOIIMM O€JIOK, aJiIbOyMUH,
OOIIMH ¥ MPSMON OMINPYOHH, INIFOKO3a, KPEAaTHHHH,
xKenes3o, AAT, ACAT, I'TT, ILI®, xonmuHACTEpa3a, HATPHUM,
Kaaui (Ipu HEOOXOIUMOCTH).
DIIEKTPOPOpe3 OEIKOB CEIBOPOTKH KPOBH.




MMMYHOIIIOOY/IMHBI.
[TpoTpoMOUHOBBIN HHAEKC/TIPOTPOMOUHOBOE BPEMSI.
HBsAg, antu-HCV.

Antu-BNUY, RW.

VY 3U OproniHoi moJI0CTH.
Pentrenorpadust rpyqHoi KiIeTKHu (Ipu HEOOXOIUMOCTH).
KT OpromiHoit monoctu (mpu HEOOXOAUMOCTH ).

OI'JIC (mpu HEOOXOAUMOCTH).
PeKTOCUTIMOCKOUS/KOJTIOHOCKOTIHSI (TTPH HEOOXOAUMOCTH).
I'enarosiornyeckasi KIMHUKA (LEHTP, OTAEJIeHHE)
Kinunndeckoe o0cieioBaHre 00JIbHOTO
Kinnmnuyeckuii aHaan3 KpoBH (BKJIFOUAs MOACYET KOJIUYECTBA TPOMOOITUTOB U
PETUKYJIOILUTOB).

['pynia kpoBu, pe3yc-paxkTop.

OOuuii aHaJIn3 MOYH.

OOuMii aHanIu3 Kania.
buoxuMmuyeckuii aHajin3 KpoBH: OOIIMI OeloK, alb,OyMuH, OO U IPsMOM
OuMpyOUH, TIIOKO3a, KPEaTUHUH, 5KEJI€30, HACHIIIICHUE TPAaHC(EeppUHA KEJIe30M,
bepputuH, AnAT, AcAT, I'TT, II{®, XonuHACcTEpa3a, OOIIMI X0JIECTEPHH,
TPUDIMIECPUIbI, HATPUH, KaTui (MpU HEOOXOAUMOCTH).




DnekTpodope3 OETKOB CHIBOPOTKH KPOBH.
MMMYHOIIIOOY/IMHBI.

CBIBOPOTOYHBIH LIEPYIOIIIA3MUH, CYTOYHAsI IKCKPELUS MEAU C MOYOM.
Onexrpodope3 peHoTunudeckux GopM al-aHTUTPUIICHHA.
[TpoTpoMOUHOBBIN HHAEKC/TIPOTPOMOUHOBOE BPEMSI.

HBsAg, antu-HBs, antu-HBc cymm., antu-HBc IgM, HBeAg, antu-Hee, HBV JIHK,
antu-HCV, HCV PHK, antu-HDV, HDV PHK, antu-CMV, CMV JIHK, antu-EBYV,
EBV JIHK.

AnTu-BNUY, RW.

AHTUHYKJIeapHble aHTUTENa (ANA), aHTUIIIaAKOMBIIIECYHbIE aHTUTENna (SMA),
aHTHUTEJIa K MUKpOCOMaM Me4YEeHH U moyek 1-ro tumna (antu-LKM-1),
aHTUMUTOXOHIpHaibHble aHTUTeNa (AMA), aHTUHEUTPODUIIHHBIE
UTOIUIa3MaTn4eckre anturena p-tumna (p-ANCA; npu HeoOXOUMOCTH).

VY 3U OproniHoi moJI0CTH.

[[BeTHOE JONIIEPOBCKOE CKAHUPOBAHUE COCYAO0B MEUYEHU (TP HEOOXOAUMOCTH).
Pentrenorpadusi opraHoB IpyJIHOM KJIETKU (MPU HEOOXOAUMOCTH).
Huxnsist BeHokaBarpadust (mpu HEOOXOIUMOCTH ).

KT OpromiHoit monoctu (mpu HEOOXOAUMOCTH ).

OI'JIC (mpu HEOOXOAUMOCTH).
PeKTOCUTIMOCKOUS/KOJTIOHOCKOTIHS (TP HEOOXOAUMOCTH).
buoncus neyeHu.




B crienmann3npoBaHHOM I'eMaTOJIOTHYECKON KIIMHUKE (LIEHTPE,
OT/ACJICHNUM ) OCYIIECTBISICTCA OKOHYATEIbHAS JUArHOCTHUKA
3a00J1€BaHUs IICYCHHU, YTOUHECHHUE €r0 CTaAuu U ITOA00p
crieu(pUIEeCKOM Tepanuu. I emaTonoruyecKkun EeHTP MOKET OBITh
OpPraHM30BaH Ha 0a3€¢ KINMHUKU HH(PEKIHUOHHOIO WIIN
raCTPOSHTEPOIOTHYECKOTO MPODUIS, TPAIUIITHOHHO
3aHUMAIOIINXCA U3YYEHUEM MMATOJIOTUH TIEYEHU. B onTuMaibHOM

BapHaHTE B COCTAB NenaroJIOTMYECKOTO LIEHTPA BXOIUT
XAPYPIrUUECKOE OTACIICHUE, CIICIIAAIM3UPYIOIIEEC Ha JICYCHUU
OCJIO’KHECHHUM IOPTAJIbHOM THIEPTEH3UN (KPOBOTCUCHUE U3
BAPUKO3HBIX BEH MUIIECBO/A, PE3UCTEHTHBINA ACIIUT), & TAKXKE
OT/CJICHNE TPAHCIUIAaHTAlIMY NIeYeHU. B 1r000M ciaydae
TENaToJIOTMYECKUU LIEHTP JOJHKEH MOAJACPKUBATH TECHBIUM KOHTAKT
C MEAUIMHCKUMHM YUPEKICHUSAMU COOTBETCTBYIOIIETO MPOMUIIS.




JleueHue u HAOIIOEHUE
Xponuyeckuil renatut B. JleyeHn0 moajiexar Juna ¢ nNoBbIIMIEHHBIM
YPOBHEM AJTAHMHOBOW TPAHCAMHMHA3bI, HAJIMYMEM MAPKEPOB
XPOHUYECKOI0 renarura B, mO3UTUBHBIMU pPe3yJbTaTaAMU TECTOB HA
onpenesenue HBV DNA u mop@dosiornueckuM noarBep:KaeHueM
XPOHUYECKOI0 renarura.
Xpounveckui HBeAg - mo3MTUBHBIN renarur.

Cxema 1. Monorepanus ajab@pa-unrepdeponom no 5-6 mian ME exxeaqHeBHO
wian mo 9-10 man ME 3 pa3a B Hee/s10 Ha nNpoTsKeHuu 4-6 MecsilieB.
I(PpPeKTUBHOM CYUTACTCH Tepanus, NPUBEAIIAd K HOPMAJIU3ALUUN YPOBHHA
AJTAaHMHOBOW TPpaHcaMuHa3bl, Hcue3HOBeHUI0 HBV DNA, cepoxkonBepcuu
HBeAg - antu-HBe; HBsAg - anTtu-HBs. Jleyenune ocyumecrBiasiercs
CHENMAJTUCTOM, MMEKIIUM ONBIT PadoThI ¢ ajib(pa-uHTepdhepoHOM,
JUHAMHUYECKOE HAOIKAeHUE U KOHTPOJIb 10 YCTAHOBJICHHBIM MPABUJIAM -
KOHTPOJIb MMOKa3aTeJien nepudepnueckon KpoBU U aMuMHOTPaHcdepas B
nepBbie 2 Mecsilia Tepanuu 2 pa3a B Mecsill, 3aTeM He peske 1 pa3a B mecsll,
onpenegeHue yposHs tupeorponHoro ropmona (TTI') ne pexe 1 pazas 3
Mecsa.




Cxema 2. MoHoTepanus JaMuByIMHOM B 103¢ 100 Mr ofHOKpPaTHO B
(pUKCUPOBAHHBIE YACHI CYTOK (IJI MOAJACPKAHUSA CTAOUILHONU KOHUEHTPALMKT
npenapara B CbIBOpoTKe KpoBu). Kpurepun 3¢ppekTHBHOCTH Te Ke, YTO U NIPH

MOHOTepanuu ajb@a - uarepPpeponom. Ilociie mossBIeHU MapKepoB

cepoxkonBepcuu (anTu-HBe, y HekoTOpbIX 00/1bHBIX aHTH-HBS) Tepanuio
HE00X0TUMO MPOAOJIKUTH ellle KAK MUHUMYM Ha 6 Mmecsaues. InHamuyeckoe
HAOJII0ICHHE 32 NANMECHTAMU, MOJYYAIMMHU TEPANUIO JJAMUBYIHHOM
AHAJIOTUYHO TAKOBOMY NPHU UCIOJIH30BAHUU AJIb(Pa-uHTEePPEpOHa; OJHAKO,
NPUMEHEeHUE JIAMUBYIUHA He MPeanojiaraeT MOHUTOPUHIA 32 YPOBHEM
THPEOTPONHOr0 ropMoHa. /UIMTeIbHOCTH TEPANIUH JIAMUBYIUHOM IPAMO
NPONMOPIHUOHAIBHO BePOATHOCTH NosABJIeHUsI Y MDD-myranTHoro mramma HBV,
YTO MOKET CONMPOBOKIAATHLCH OMOXMMHUYCCKUM U BUPYCOJOTHYECKUM PellUTUBOM.
Cxema 3. KoMOMHUpOBaHHAA Tepanud B pexume: ajiabda-unrep@epoH +
JJAMHMBYIUH B CTAHAAPTHBIX J103aX. /laHHas Tepanus uMeeT JHUIIb OHO
NMPEeUMYIECTBO - YMEHbIIIEHHE BEPOATHOCTH YacTOThI o0pazoBanus YMDD-
MmyTaHTHOro mrtamma HBV. Kpurepun 3¢ppektuBHOCTH, pesKUM JICUCHUS U
HAOJII0ICHHE 32 MAIMECHTAMU OCYLIECTBJIAECTCH M0 TeM Ke NPUHLUIIAM, YTO U B
cxemax 1 - 2.




Xpouunueckuii HBeAg - HeraruBHbIi (aHTU-HBe-nmo3uTUBHBIN) renaTuT
Cxema 1. IIpenaparomM BeIOOpa TEpanuM SIBJISIETCS JTaAMUBYJIMH B OOIIECIPUHSATON
JTO3UPOBKE. B BUIy 4aCThIX PELIUAMBOB IIOCIJIEC TEPANIUM alb(a-uHTEPHEPOHOM JAHHBIMI
npenapar B JieueHnu HBeAg-HeraTuBHOTO BapraHTa XpOHUYECKOro renarura B
UCIIO0JIb30BaTh Helenecooopa3Ho. Bo3MokHO Ha3HaUeHUE anb(a-uHtepdhepoHa B
KOMOHWHAIIUH C JIAMUBYIUHOM MCKIIFOYUTEIBHO C 1[I0 MUHUMHU3ALNU BEPOSITHOCTH
oOpazoBanust YMDD-myTtanTtHbeix mtammoB HBV B nporniecce tepanuu. Kpurepuu
(D HEKTUBHOCTH, PEKUM JICUCHMS U HAOIIO/ICHKE 3a MAallMEHTaMU T€ )K€, 4YTO U B
CXEMaX, MPEICTABICHHBIX BhIIIE. [[€pCIIEKTUBHBIM HAIIPABICHUEM B TEPAIIUU TAHHOMN
(OpMBI XpOHUYECKOTO renaruta B sBisieTcss KoMOMHAIIMS JBYX HYKJICO3UIHBIX
aHaJIOrOB - JaMuByarHA B 103¢ 100 mr u agedoBupa B 103¢ 10 Mr B CyTKHU (MOCHETHUM
B PD He 3apeructpupoBaHn).

Xpounveckui remarut C
JleyeHrIO MOMJIEKAT JINIIA C HAJTMYMEM TMOBBILIEHHOTO YPOBHS AJNAT, O3UTUBHBIM
tectoM Ha HCV PHK, rucronorndecku noaTBEPKIACHHBIM IenIaTUTOM. bOoJbHBIE
renaTuTOM C MUHUMAJIbHOW WJIM HU3KON TMCTOJOTMYECKON aKTUBHOCTBIO U CI1a0bIM
(burOpO30M MOT'YT OCTBABATHCS IMOJI JMHAMHUYECKUM HaOII0/ICHHEM 0€3 TepaluH.
JIOMOJIHUTENBHOE TOKA3aHUE K MPOTUBOBUPYCHOMY JICUEHUIO - CUCTEMHBIE ITPOSBICHUS
HCV-undexuuu. Ilepen Hauanom Tepanuu 1eaecoo0pa3Ho ONPEIeIuTh YPOBEHD
Bupemun u renotun HCV.




Xpounueckuid rematut C, accouuupoBanubiii ¢ 1b - renorunnom HCV
Cxema 1. IlerunupoBannbiii anbda2a-unrepdepon (40KDa) B 1o3e 180 Mkr
OJIHOKPATHO B HEJEIIO B COYETAHUHU C puOaBUPUHOM. /[03a prbaBrUpHUHA COCTABIISIET
1000 mr/cyTtku ipu Macce tena < 75 kr u 1200 Mr/cyTku mpu Macce tena > 75 KL
OnTtuManbHBIN CPOK Teparuu - 48 Heaenb. IHPEKTUBHOCTh MOKET ObITH
IIPOTHO3UpPYyEMa Yepe3 12 Henelnb JeueHns: HopMalim3amys YpoBHS AJIAT,
Mc4Ye3HOBeHUE (MM yMeHbIeHue ooiiee yeM Ha 2 log) HCV PHK. Ilpu orcyTrcTBun
BBIPAKCHHON BUPYCOJIOTUYECKON TUHAMUKH HEOOXOAUMOCTD MPOJAOJDKEHUS TEPAITUU
MOKET OBITh 00YCJIOBJIEHA MPOTUBOBOCHAIMTEIbHBIM, IPOTUBOGUOPOTUUECKUM U
MPOTHUBOOIYXOJIEBBIM JICHCTBHEM ajib(a-uHTepdepona. J[uHamMmudeckoe HaOMOACHNUE
OCYIIECTBIISAECTCA B CTAaHAAPTHOM PEKUME MPU UCIOJIb30BAHUHU "KOPOTKOro" anbda-
UHTEpPEpOHA, OJJHAKO MPHU ITOM 00JIe€ BHUMATEIILHO HEOOXOAUMO MOJAXOAUTh K OLICHKE
COCTOSIHMSI TEMOIIIOONHA, COAEPKAHUS SPUTPOILIUTOB, PETUKYJIOIMTOB U3-3a
BO3MOXKHOTO Pa3BUTHS T'€MOJIN3a, CBA3aHHOTO C MCITOJIb30BaHreM pubaBupuHa. [Ipu
BBIPAKCHHOM CHMKEHHUM T€MOITIOOMHA UCXOJHYIO 103y PUOaBUpPHUHA YMEHBIIAIOT BJIBOE
Y TIOBTOPHO OLIEHUBAIOT MOKA3aTEIIA S3PUTPOUTHOIO POCTKA Yepe3 HeAEe0. Eciau
MPU3HAKYA T€MOJIN3a COXPAHSIOTCS - TEPANUIO PUOABUPHUHOM MPEKPAIAIOT, €CJIN 3TH
MPU3HAKU KyNTHUPOBAaHbI, MOKHO YBEJIMYUBATh 103y pubaBuprHa 1o 200 Mr B HEEINIO J10
MCXOJHOU (MJIM O TOM, KOTJ]a BHOBb MOBJISIOTCS MPHU3HAKUA I'EMOJIN3A).




O0s3aTebHBIM YCIOBUEM NPHUMEHEHUS pUOaBUpUHA SBIISICTCS
CTPOro€ COOJIIOACHNE MEP KOHTPALICIILIMM Ha BECh IEPUO]
TEepaIliy U €I¢ B TCUCHUE 6 MECSIIEB MOCIIE €€ OKOHYAHHUS

(3MOpHO- U CIIEPMOTOKCUT€HHOE AeicTBHUE). Mcmonb30BaHUE
OA0O0HOI0 JICUCHHUS JJIS MALMEHTOB ¢ XPOHUYECKUM
rernatuToM C JOKHO OCYILECTBISITHCS 101 HAOIIOICHUEM
CIICLMAJIMCTOB, MMEBIIINX OIIBIT PA0OTHI ¢ IpeHapaTaMu.




Cxema 2. KoMOMHMPOBaHHOE MCHOJIb30BaHUE METMJIMPOBAHHOIO ajabda 2b-
uarepdepona (12KDa) B no3e 1,5 Mkr Ha 1 KujiorpaMm Beca nalueHTa OJ1H pa3 B
HEJICIII0 B COYETAaHUM C PUOABUPUHOM; J103a MOCJICAHETO aHAJIOTHYHA
IpeJICTaBICHHON B nipeapiayiei cxeme. Kpurepuu 3¢ peKTUBHOCTH, 0COOCHHOCTH
JTUHAMUAYECKOTO HAOIMIOAECHUS, CPOKH JICYEHHS - CM. IPEABIAYIIYIO CXEMY.
Xpounveckuid rematut C, accounupoBaHHbii ¢ He 1b - renorunom HCV
CoyeTaHue NeruaIMpoBaHHbBIX alib()a-UHTEPPEPOHOB B JI03UPOBKAX,
IpeJICTaBICHHBIX paHee, ¢ pudaBupruHOM (800 Mr). ObIIast TPOAOKUTEILHOCTD
JICYEHUSI MOXKET ObITh OrpaHuyeHa cpokom 24 nenenu. Kpurepuu saddektuBHOCTH,
OCOOEHHOCTH IMHAMHUYECKOTO HAOJIOICHUS aHAJIOTUYHBI TOMY, YTO YKAa3aHO BHIIIIE.
[Ipu OTCYTCTBUY BO3MOKHOCTU MIPUMEHEHMS MMETUIIMPOBAHHBIX HHTEP(HEPOHOB
BO3MOXKHA 3aM€Ha uX ajb(a-uHrepdhepoHamu "KopoTkoro'" aelcTBus (JIO3UPOBKA -
3 maH. ME 3 paza B Heaemro). [Ipy 5ToM BEpOATHOCTh JOCTHIKEHHSI CTOMKOTO
BUPYCOJIOTMYECKOTO OTBETA CHUYKAECTCS MPUOIM3UTEIBHO B 2 pasa. [Ipu Hannuyuun
MPOTHUBONOKA3aHUI K IPUMEHEHUIO pruOaBUpHHA (TsHKENas aHEMMUS, TaTOJIOTUs
CEPACYHO-COCYAUCTON CUCTEMBI U Jp.) anb(a-uHTEPHEPOHBI MOTYT Ha3HAYATHCS C
1EJIbI0 MPOQPUIIAKTUKHA IPOTPECCUPOBAHUS (PUOPO3a U pa3BUTHUSA
renaToleUTIOISIPHON KApIIMHOMBI.




Xpounyeckuid rematurt D
JleueHuro oayIexKaT NAMEHTHI C TTOBBIIIEHHBIM YPOBHEM AJIAT, HAJIMYUEM MAPKEPOB
HBV/HDYV, no3utuBHbIMH pe3ynbraTamu Ha onpenesnienue HDV PHK, ructonornuecku
MTOATBEPKACHHBIM T€ITATUTOM.

Cxema Tepanuu. VMcrnionb3oBanue anbda-uarepdepona B 1o3e 9 miaH. ME uepes neHb
Ha NPOTSKCHUU KaK MUHUMYM 48 Helelb. B HacTos1ee BpeMsi MPOrHOCTUYECKUX
KputepueB 3(pPEKTUBHOCTHU HE OMpeiesieHO. ITHOrIa TO3UTUBHBIE PE3YIbTAThI JICUYEHUS
(HopManu3anus ypoBHs AJTAT, peke HCUE3HOBEHUE WA 3HAYUTEIILHOE CHUKCHUE
tutpa HDV PHK) MoXeT mpoucxoauTh TOJILKO K KOHITY JieueHus. [lociie oTMeHbl
TE€paIiu 4acTO BO3HUKAET peuuauB. s onpeneneHus TaibHEUIIEN TAKTUKY JICYCHUS
B 3TOM CJIy4ae 1eJeco00pa3HO BIMOJIHEHUE TOBTOPHOM IMYHKIIMOHHOW OMOTICHHM C
IEJIbI0 YCTAaHOBJICHUS (PAaKTa MO3UTUBHBIX PE3YJIBTATOB MPEAIIECTBYIONICH Tepaun
(ymMeHbIlIeHHEe BocnajaeHus U Guopo3a). Eciin mo3uTUBHOE BIMSHUE MPEAIIESCTBYIOIIETO
JICYEHUS YCTAHOBJIEHO, CTABUTCS BOIPOC O HEOIPEAECIEHHO AJIUTEIILHOM
MCIIOJIb30BAHUHU MaJibIX 103 alibha-uHrepdepona (1 miun. ME exxenHeBHO Ha
NPOTSHKEHUM psijia JieT). OCOOEHHOCTH JUHAMHUYECKOTO HAOIKOACHMS 3a MallMEHTaMHU
aHAJIOTUYHBI TAKOBBIM IIPU MCMOJIb30BAaHUM ajb(a - uHTepdepoHa. JJonoIHUTEIbHOE
HA3HAYCHUE JaMUBYIMHA ONPABAAHO JUIIb OPU HAITUYUU MAPKEPOB perutnkanu HBV,
OJIHAKO HA3HAYECHHUE TMOCIIEIHETO 10 TAHHBIM UMEIOIIUXCS UCCIIEIOBAHUN HUKAK HE
BJIMAECT HA KHHETUKY HDV u rucrosiornyeckue nposiBjaeHUs renarura.



[Ipu xponnueckom BI' B cTamny cyOKOMIIEHCMPOBAHHOTO UPPO3a (kiacc B
no Yaina-I1610) TOMUMO BO3MOKHBIX BBIIIEIIEPEUNCICHHBIX JICUEOHBIX
MEpOINPUATUI Ha3HAYAOTCS KaJauiicOeperarinue MOYEroHHbIE CPEICTBA

(BepounupoH 100 mr/cyT, TpuamMnyp u ap.), JJakTyno3a (arodanak BHyTPb MO
30-50 M1 3 p/cyT), OpHUTHH-acapTaT BHyTpUBEHHO 20 I/CyT Wiu BHYTpb 1o |
MaKETUKy IpaHyisaTa 2-3 p/cyT. B cTaguu 1eKoMIeHCHPOBAHHOTO IIMPPO3a
(knacc C nmo Yaina-I1s10) K Tepanuu 100aBISAIOT NapEHTEPATIbHOE BBEICHUE
KOHIIEHTpUpoBaHHBIX (10-20%) pacTBOpPOB aibOyMHHA, MJ1a3MBlI,
KJIMHACOAEPIKAIIMX PACTBOPOB Ha (D)OHE OTPAHUYCHUS NOCTYILICHHUS B
OpraHu3M XJIOPHUJa HATPUs C NHUIEeH U UHOY3MOHHBIMU PACTBOPAMHU,
aHTHOaKTepualibHbIC Mpenaparsl. [Ipu oTcyTcTBUM 3(DdeKTa Ha3HAYAETCS
dbypocemu (;1a3ukc) 1mo 40-80 mMr/cyT, mpu 3TOM KpaTHOCTb BBEACHMS 3aBUCHUT
OT mokazarenen auypesa. O0g3areslbHO CTPOTroe COOMIOIEHUE CYyTOYHOTO
OanaHca xKuaAKocTU. [Ipyn HaTMUKUKM CTOMKOrO acliMTa U HapacTaHUHU

XPOHUYECKOM IMEUECHOYHON HEIOCTATOYHOCTH, HE MOIIAOIINXCS aJICKBATHOMY
MEJINKaMEHTO3HOMY JICUCHUIO, YIPO3€ PA3BUTHS KEIYI0YHO-KUIIIEUHOTO

KPOBOTEUEHHUS ITOKa3aHa KOHCYJIbTAIMs XUPYypra-renarojiora/TpaHCIjIaHToJIora.




AYTOMMMYHHBbIE 3200/IeBaHUS NMEYCHU
AYTOMMMYHHBIHM IemaTut
OTCyTCTBHE BO3MOXXHOCTH IIPOBEACHUS STHOTPOIHOTO
JICYCHHUS BBIBOJIUT HA TIEPBBIM IIJIAH
MaTOTEHETUYECKYI0 UMMYHOCYIIPECCUBHYIO TEPAIIHIO,

OCHOBOU KOTOPOU JI0 CETOAHSAIIHETO JIHS OCTAKOTCA
TJTFOKOKOPTHUKOCTEPOXIbI (MIPEIHA30JIOH WIN
METHINPEIHU30I0H). C [EeNbI0 YMEHBIICHUS JO3bI
TJIFOKOKOPTUKOUIOB U YCHUIICHUS HUX
MMMYHOCYIIPECCUBHOIO JEHUCTBUSA IIPUMEHAETCA UX
KOMOHMHAIWS C a3aTHONPUHOM (Ta0auubl 1 u 2).




Tabmuua 1. [TokazaHus K J€YEHUIO Ay TOMMMYHHOTO IrernaruTa

AOCOIIIOTHBIC OTHOCHUTENIbHBIC JleyeHue He
IIPOBOJIUTCS

Bbipa)keHHble CUMIITOMBI BeccumnTomMHoe TeyeHne
C HebonbLUNMN

CUMIMNTOMbI

YA pRE10 nabopaTtopHbIMU

HeyKJ'IOHHoe BBIPAKCHHBIC WU N3MEHEHUSAMU

nporpeccnposaHune OTCYTCTBYIOT ACT <3 Hopm

ACT > 10 HopM™m ACT 3-9 nopm BblpaKeHHas LuToneHuns

ACT > 5 Hopm + g>-
rnoOysrivHbl 2 HOpM

MocToBuaHbIE UNK
MYIbTUNOOYNApHbIE
HEKPO3bl

g-n00YTUHBI <2
HOPM

[lepunopranbHbIiit
reraTuT

[NopTanbHbIN renaTuT
HeakTuBHbIN LMPPO3

[leKoMneHCcUpoBaHHbIN
LMPPO3 C KPOBOTEYEHNEM
N3 BEH nuLlesoa B
aHamHese




Tabnuia 2. Cxembl JJe4eHUs] ay TOMMMYHHOTO IrernaTyuTa

NMpeAHN30M0OH, CyTOYHaA Ao3a

IIpeaHn30/10H ¥ a3aTHONIPHH,
CyTOYHAas 1032

MpegHusonoH: 60 mr - 1-a Hegengd
40 mMr - 2-a Hepend
30 mr - 3-9 n 4-9 Hegens

20 Mr - nogaepxuBaroLlasa gosa

[Ipeaun3010H:

30 mr - 1-9 HEnens

20 Mmr - 2-1 Heges

15 mr - 3-9 u 4-9 Henems

10 Mr - mogep>xkuBaroIas 103a

A3zaruonpuH - 100 mr 1-1 HEnEmNH,
3aTreM 50 MT ITOCTOSHHO

OTHOCHTEIIBHBIC IPOTUBOIIOKA3AHUS:
IIOCTMEHIIay3a, 0CTEOII0PO3, JHA0CT,

apTepualibHasi TUTICPTCH3US,
1197110703 180)% 01

[IpoTuBOMOKa3aHUs: OEPEMEHHOCTb,

[{uToneHus, 3710Ka4eCTBEHHAS
OMYyXOJIb

HCIICPCHOCHUMOCTDL a3aTHOIIPHUHA




B cinydae HegocTatouHOM () PEKTUBHOCTH PACCMOTPEHHBIX CXEM
KOMOMHUPOBAHHOW TE€PANIUM BO3MOKHO YBEINYECHHUE JI03bI A3aTHONPHHA
(mo 150-200 mr/cyT), a TakK€ Ha3HAYCHUE AJIBTEPHATUBHBIX IIPENapaToB,

TaKUX KaK MUKI0(POochaMu, UKIOCIOPUH, OYIECOHMI.

Ha ¢one agexBarHOM IMMyHOCynpeccuu 10-JIeTHSS BBIKHBAEMOCTD
OOJIBHBIX cOocTaBJISIET B cpeaHem 90%. B ciydae paszButus
ACKOMIECHCUPOBAHHOI'O LIUPPO3a WIHN TAKEIBIX NOOOYHBIX dPPEKTOB
CTEpOMIHOM TEpaNUH ITOKa3aHa TPAHCILIAHTALMS IICYCHU (S-TTeTHSIA
BBDKHMBAEMOCTB IIpeBbIIacT 90%).

Haomonenue 6osbHBIX AUT 1OMKHO OCYIIECTBISATHCS B
CIICIIHAJIM3UPOBAHHOM I'€IIaTOJIOTMYECKOM IIeHTpE. Pernenne 00 otMeHe
HMMYHOCYIIPECCOPOB MOXKET OBITh MPUHSATO Y NAIMEHTOB CO CTOMKOU
pemuccueit. [lepea orMeHOM 003aTEILHO BBIIIOJHEHHUE OUOIICUM TICYCHHU
JUI1 KOHCTAHTAIMK UCYE€3HOBEHMSI TUCTOJIOTHYECKUX PHU3HAKOB
AKTHBHOCTH I'€aTHUTa, a II0CJI€ OTMEHBI - KOHTPOJIb AKTUBHOCTH
TpaHcamuHa3: 1-i roxa - 1 pa3 B 3 mecsia, 3arem - 1 pa3 B 6 MecI1IeB.




IepBU4YHBIA OMJIIMAPHBIN IUPPO3
OCHOBHOM TIpenapar, IPUMEHSIOIIUNCA I naroreHetnyeckon tepanuu [1bL] -

ypcozie30KkcuxoseBas kuciora. CrangapTHas 103UpoBKa - 13-15 MI/Kr/cyT, npu HEAOCTATOUHOM
3(HEKTUBHOCTH PEKOMEHIyeTCs YBeInUeHue 103kl 10 20-25 Mr/Kr/cyT. JMUTeIbHOCTD JICUeHUS -

ot 1 roga 10 4 net u 6osiee. MHOTHE, XOTA U HE BCE UCCIICIOBAHUS YKa3bIBAIOT HA YBEIUUCHUE

MPOAOJDKUTEIBHOCTH KU3HMU 00JIbHBIX I1BI] Ha doHe eueHus ypco1e30KCUX0JI€BOM KUCIOTOM.

Bo3MoxHa KOMOMHALIKS YPCOJIE€30KCUXOIEBOM KHUCIIOTHI C TTIFOKOKOPTUKOUAAMHU, OTHAKO
MOBBIIICHUE PUCKA PA3BUTHS OCTEONOPO3a TPeOyeT Ha3HAYCHUS MOICPKUBAIOIIECH Tepanuu (CM.
HIDKE).

JIOTIOJIHUTENBHOTO JICUeHUsI TPEOYET pa3BUTHUE OCI0KHEHUM, 00YCIOBIEHHBIX OCTEONOPO30M:
3yZia, OCTEONOPO3a, 1ePUIIMTA )KUPOPACTBOPUMBIX BUTAMUHOB, CTEATOPEH,
rurnepxojecTepuHeMunn. JJist JieueHus 3yia IPUMEHSIOTCS pa3HOOOpa3HbIE METObI: HA3HAYECHUE
YPCOZIE30KCUX0JIEBOM KUCIIOTHI, XOJIE€CTUPaMHUHA, aHTUTCTAMUHHBIX TIpenaparos,
(dbenobapOuTana, pudpaMnuimHa, HaJOKCOHA, reMocopOIus, i1azMadepes u Ap. Pazputue
OCTEOIOpO3a TPEOYET YBEIMYEHUS TOTPEOJICHUS KaJIbILIUs ¢ MUIIEH, Ha3HaYeHUs] BUTaMuHa D,
O0ndochoHATOB U ICTOTCHHBIX TOPMOHOB. Y HEKOTOPBIX OOJIbHBIX TPEOYETCSI BO3MEILICHUE
neduuuTa TaKkxKe Ipyrux ;KUpopacTBOPpUMbIX BUTaMUHOB (A, E, K), Ha3HaueHue
TUITOJIUITAIEMUYECKUX MPENapaToB U3 TPYIIbl CTATUHOB, YMEHBILICHUE MOCTYIUICHUS KUPa C
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[Ipu nexoMneHcanuy HUppo3a, HEKYNUPYIOMIETOCs 3y/la WK TSKEI0T0 0CTEONopo3a MoKa3aHa
TPAHCIUIAHTALUS IEYCHU. S-JICTHSISI BEDKMBAEMOCTh B KPYIHBIX TPAHCIUIAHTAIIMOHHBIX IIEHTpaxX
cocrasisieT 85-90%.
bosnpbnblie [1BL] 10MKHBI MOKU3HEHHO HAOMIOAATHCS B TeaTOJIOTMYECKOM IIEHTpE.




IlepBUYHBIN CKJICPOIUPYIOIIUNA XOJAHTUAT

Db dekTuBHOE JeueHue He pa3padoraHo. B mocienHue rogpl MOSBUIMCH
yKa3aHUs Ha YJIy4dllIeHHnEe OMOXMMUYECKUX U TUCTOJIOTUYECKHUX MOKa3aTeen Ha

(hoHE MPUMEHEHUS BBICOKHX JI03 YPCOJI€30KCHUX0JIEBOM KUCIOTHI (25-30

MI/KT/CyT). JIeueHne 0CI0)KHEHUM X0IeCcTa3a MPOBOIUTCS aHAJIOTUYHO

takoBomy Iipu [1BLI. ITpu popmupoBaHuM CTPUKTYP KPYIHBIX KETUHBIX

IIPOTOKOB MPEANOYTEHUE OTAACTCS IHIOCKOIMMYECKON IriaTamnuu. Jieuenue
SA3BEHHOTO KOJINTA, B TOM YMCJIC MPOKTOKOJAIKTOMMUS, HE OKa3bIBACT BIMSIHUA Ha
teueHue [1CX.

[Io m1aHHBIM KPYIHBIX [IEHTPOB TPAHCILIAHTALIMY MTEYCHU, TOAUYHAS
BBIKMBAEMOCTh OOJIbHBIX MOCJE TpaHCcILIanTauu no nosoay IICX cocraBiseT
90-97%, S-netHsAs - 85-88%. CHUKECHUIO BBKMBAEMOCTH B 3HAYUTEIILHOU MEPE

CIIOCOOCTBYIOT ClIy4an HEPACIO3HAHHOW X0oMaHrnoKapuuHOMBI (110 10%
TPAHCIJIAHTALIMI ), B CBSI3U C YEM MPEACTABISACTCA 1IE€T€CO00pa3ZHBIM
BKJIFOUEHHE MTAIUEHTOB B JIMCT OKUAAHUSA 10 JICKOMIIEHCAIIMY [IUPPO3a.
bonbHbie [ICX n0/KHBI HAOIIOAATHCS B TEIATOJIOTMYECKOM IIEHTPE.




AJIKOTr0JIbHAsA 00/1€3Hb NEYEHU
Oo6s3aTenbHOE ycnoBus jeueHust ABIT Ha 1000 cTaauu - mpeKkpalieHue
yIIOTPEOJICHHUSI aJIKOr0JIsi, O€3 4ero mporpeccupoBaHue 3a00I€BaHUs TOYTH HEU30EKHO.
Bo MHOTUX ciy4asiX BBIIIOJHEHHUE TOJIBKO 3TOTO YCIOBHS BEAET K OOPATHOMY Pa3BUTHUIO
MaTOJIOTUYECKUX U3MEHEHUN B TeueHU. [Ipy Hamuny HapKOJIOTrMYECKUX MOKa3aHUU
KEeJaTeIbHO BKJIIOYEHHE TTAIIMEHTA B OJIHY U3 MIPOrpaMM COIUMATIBLHONU peaduInuTaluu
OOJIBHBIX AJIKOTOJIU3MOM.

DHEpreTuyecKas eHHOCTh JUETHI JOJKHA COCTaBIISTh HE MeHee 2000 kkai B CyTKu
npu cojepxanuu 0enka 1 r Ha 1 Kr Macchl Tela U aIeKBaTHOM KOJIMYE€CTBE BUTAMUHOB
(B cocTaBe MPOAYKTOB WJIM MYJIBTUBUTAMUHHBIX IpenapaToB). B ciydae pa3zButus
AHOPEKCUHU MIPUMEHSIOT S3HTEPAIBHOE 30HJ0BOE WM MAPEHTEPAIBLHOE MUTAHNUE.

VY GONBHBIX TKEIBIM OCTPBIM aIKOTOJIbHBIM TenatutoM (DF >32 uiu ¢ nedeHouHOoM
sHIIe(paonaruei) mokazaHo MPUMEHEHHE MIFOKOKOPTUKOUIO0B: 40 MI' IpeIHU30JI0HA
Wi 32 MI METUJITIPEIHA30JIOHA PET OS B CYTKU Ha NPOTsHKEHUU 4 Henenb. CteponaHas
Tepanusi NpUOJU3UTEIBHO B 2 pa3a MOBBIIIAECT BEIKUBAEMOCTh pACCMAaTPUBAEMOM
KaTeropuu OOJBHBIX B TEKYIYIO IOCIUTAIU3AIMIO.




AHTHIIMTOKHHOBBIEC Mpenaparbl (MHQINKCUMA0) IS J€4eHUS O0JbHBIX
TSHKEJIBIM AJIKOTOJIbHBIM I'€aTUTOM, PE3UCTEHTHBIM K CTaHIapPTHOM
TE€palliu, B HACTOSIIEE BPEMS NPOXOJAIT KINHAYECKUE UCTTBITAHHUS.

[TaimeHTamM Ha CTaIMK XPOHUYECKOIO T'eMaTUTa, KOMIICHCUPOBAHHOTO U

CyOKOMIIEHCUPOBAHHOTO IUPPO3a LEIECCOO0PA3HO HAZHAYCHHUE
IpenapaToB METa00JIMYECKOr0 JICHCTBUS, TAKMX KaK ACCEHIIMAIbHbBIC

(dhochoaunuabpl, aIecMETUOHUH, CUJIIMMApHH, a TaKKe
YPCOAE30KCUXOJIECBON KUCIIOTHI.

Ha cragun gexomneHcupoBaHHOro muppo3a (kiaace C mo Yanna-I1sro)
IIOKa3aHO BKJIFOYEHHUE OOJILHOTO B JIMCT OXKUIAHUS TPaHCIIAaHTALUU
nedycHU. B OOJIBIIMHCTBE TPAHCIUIAHTAIMOHHBIX LICHTPOB B KAYECTBE
00513aTEJILHOTO YCIOBHUA IIPEAYyCMOTpeHa 6-MecsayHast aOCTUHEHIIUS.




I'eHeTHYECKHU TeTEPMUHUPOBAHHBbIE 3200/ 1€BAHNA MIEYECHU
bojae3sns Buibcona-KonoBasioBa
YcraHoBineHue quarsosa 0osie3Hu Bunbcona - KonoBasioBa siBiisieTcst
MOKa3aHWEM K HEMEIJICHHOMY Hadaly JICUCHHUs Ha JIF000H cTaauu 3a00JICBaHUS.
Cxema Tepanuu. [Ipenapar BeiOOpa - D-nennnmiuiamud. HavanbHas no3a
00bI4HO cocTaBigeT S00 Mr B CyTKH C TTOocTeneHHbIM noBbImeHueM 1500-2000
MTI B CYTKH U 00JI€€ MPU YCIOBHUM XOPOIIEeH NEPEeHOCUMOCTH... Jl03a AenuTCs Ha
TpHU NpueMa, penapar IPUHUMAIOT JI0 €/1bl. YPOBEHb CBOOOHOW MeIn HA (PoHE
JICYEHHUS HE OJKEH MpeBhIaTh 20MKT/1J1, CyTOYHAs SKCKPEIU MEA C MOYOM
He JoJpKHA npeBbimaTth 0,5 Mr/cyTku. B ganbHeiem, yepes 3 - 5 Mecs1eB OT
HayaJja JICYECHUS MOJJICpKUBAIOIas J03a Ipenapara 00bIYHO cocTapsieT 20 mMr
Ha KMJIOIPaMM BECa IMAIUEHTA B CYTKH. [T0CKONIbKY D-NIEHUIIMIITIAMUAH ABIISIETCS
crenu(@UYeCcKuM aHTaroHUCTOM MTUPUAOKCHHA, OOJTLHOMY €KEHEBHO
Ha3HayaroT 25 Mr BuTamuHa B6. [To0ounbie 3P eKThl Tepanuu:
reEMOPParu4eCKur IEpMaTUT, TAHIUTOIICHUS, MAOTIaTHUsA. Tepanus
MTOKU3HEHHAS.




Nauonaruyeckuil reMoxpomMaros
JleueHre roMO3UTOTHBIX OOJBHBIX TPOBOAUTCS A0 PA3BUTHUS OCIOKHEHUH, CBI3aHHBIX C
MIEPEHACHIIICHUEM KEJIE30M PA3JIUYHbIX OPTraHOB.

Cxema jeuenusi. ExxeHennenbHbIe KpOBOITyCKaHusi B o0beme He menee 500 mut 1o
HOpMaJin3anuu (peppuTrHa B CBIBOPOTKE KpoBHU. [locie yero kpoBomycKaHusI
POBOMSITCS B MHAUBUIYATILHOM PEXKHUME, OOBIYHO ATO 4 - 6 KPOBOITYCKaHUM B TOJ] B
oobeme 500 M kaxaoe. st KoHTpoJis 3a 3PHEKTUBHOCTHIO TEPAMU OOBIYHO
UCIIOJIb3YIOT HE YPOBEHBb CHIBOPOTOUYHOTO XKeEJe3a, a CoAepKaHue pepputuHa
(mpuemiiembii ypoBeHb 30 - 45 MKr/min).

Hcnonb30BaHue Xeaaroo0pa3yronx npenaparos (1edpeppoKCaMrH) B HACTOSIIEE
BpeMsl IPU3HAHO HEIEIeCO00pa3HbIM, TaK KaK Ja)ke MPHU OJJHOKPATHOM KPOBOITY CKAHUH
BBIBOJIUTCS KeJie3a Npuonu3uTeabHo B 10 pa3 Oosbliie, 4em Mpu UCIIOIL30BAHUN
JAHHOTO TIpernapara B CYyTKH B CTaHAAPTHOU 103upoBke. CoueTanue AedepokcaMmuta u
KPOBONYCKaHWUM TaKXe HEe peKoMeHayeTcs. [I[pumMeHeHre 3Toro JiekapcTBa MoKa3aHo
JUIIb TOT/IA, KOTJa BTOPUYHAS TsDKEJIas aHEMUS U1K THIONPOTEMHEMUS (Ha JaJICKO
3alIeAIINX CTAAUAX HUPPO3a MEUCHH) JETAI0T HEBO3MOKHBIM MIPOBEACHUS
KPOBONYCKaHUW U peTpaHC(y3UH IIa3MBbl.

Heduuur anbdal-anHTurpuncuHa
Cnenuduyueckor Tepanuy NEYCHOUYHBIX MPOSIBICHUN JaHHON (OopMbI 3a001€BaHUsI HE
cyiiecTByeT. JIeueHrne 0ObIYHO CUMIITOMATUYECKOE, TPU HEOOXOAUMOCTHU PEIIACTCS
BOIIPOC O MPOBEJACHUHN TPAHCIJIAHTAIIUY TICYEHH.




IloprajibHasA rUNIEPTEH3US
[Topranbnas runeprensud (I11°)- CHMITOMOKOMIIEKC, CBA3aHHBIN C
3aTPYAHEHUEM TOKA KPOBHU B ITIOPTAIBHOU CUCTEME.
IposBaenus I1I'
BapuKoO3HOE pacimupeHue BeH (BPB) nmumnieBoaa u xkenymka,
PEKTANBHbBIX CINIETEHUM
aCIUT
CILUIEHOMETAJIUSA

Kaaccupuxkanus I
1.BHeneueHouHas (BpOKACHHBIE 1€()EKThI Pa3BUTHS BOPOTHOM
BEHbI, KOMIIPECCHUSI BOPOTHOM BEHBI B PE3YJIBTATE MATOJIOTUYECKOTO
IpoIEecca B FEMaToMaHKPEaToyoA€HaAIbHON 00JIaCTH,
CETMEHTAPHBIN TPOMOO3 CEIE3€HOUYHOM BEHBI, TPOMO03 CHCTEMBI
BOPOTHOM BEHBI ITPH 3a00JICBAHUSAX KPOBH)













2.BHyTpunedyeHouHas (IUppo3, MIEPBUYHBIC U BTOPUYHBIC 0YArOBbIE ITOPAXKEHHUS
NIEYEHHM, TTapa3uTapHble 3a00I€BaHUS TIEUCHN )
3.Hanneuenounas ( bone3ns Kuapu, cunnpom bagna-Kuapu, BpoxxieHHBIE
MTOPOKH Pa3BUTHSI HUKHEH I10JION BEHBI).
CMmemanHas
Bapuko3Hoe pacuiupeHne BeH MUIIEBOAA U JKeJIYIKA
Knaccugpurxayus cmenenu pacuupenus éen nuwjesooa (no A.K.
Epamuwanyesy):
lcT- nnamerp BeH < 3MM
2¢T- 0T 3 110 SMM
3¢T- > SMmMm
Dagradi Beizensiet u 4ct- quamerpom 6osieel,0 cm.
1lo Sherlock:
F1- nipu HagaBJIWBaHWH 3HIOCKOIIOM pPa3Mep BEH YMEHBIIIAETCH,

F2- nipyu Ha/1aBIUBaHUU 3HI0CKOIIOM pa3Mep BEH HE YMEHBIIIACTCH ,
F3- nipu HagaBMMBaHUU 3HI0CKOIIOM BEHBI CIIUBAIOTCS IO OKPYKHOCTH
MUIIEBOJIA .

Haubosee rpo3nsiM ociioxkHeHrneM BPB sBisieTcst kpoBoTeueHue,
COITPOBOXKAAOIIEECS BBICOKOHU JIETAILHOCTBIO.




Ieun J1eyeHus:
CHuKeHUE TaBJICHUS B CHCTEME BOPOTHOW BEHHI.
[Ipodunakrruka kpoBoTeueHus u3 BPB.
YcTpaHeHue MPUYMHBI TOPTATBHON TUIIEPTEH3UN.
MeTonpl ieueHUs: CUHAPOMA MOPTAIIBHOW TUIIEPTEH3UU
KoHcepBaTuBHbBIE
ODHI0CKOMNYECKUE
DHI0BACKYJISIPHBIC
OneparuBHbIC (MAUIMATUBHBIC, PAIMKAJIBHBIC)
KoncepBaTuBHas Tepamnusi 00JbHBIX ¢ KpoBOTeueHuem u3s BPB
bannonnas tammnonaaa 3oa1amMu CeHrcrerikeHa - bielikmopa, JlnaTtoHa - Haxnacca.
MeTtonuka nocranoBku 30HAa CeHrcreiikena - biaekmopa.
[Ipemenukanus - 1ma 2% pacTBopa mpomeaona.
30H]] CMa3bIBAIOT BA3EIIMHOM, MMOCJIE YETO MPOBOJAT YEPE3 HOCOBOM XO/I B XKEITYIOK.
Kenynounblii 0JIOH ¢ MHTEPBAJIOM 3-5 MUH MOCTENEHHO pa3ayBaroT A0 100-120 cm 3. 3arem
30H/]1 MOJTATUBAIOT JI0 YIOPa, (PUKCUPYIOT U OMOPOXKHSIOT COIEP)KUMOE Kenyka . [Tocie atoro
HaJIyBarOT MUIIEBOAHBIN 0aiimoH. Bo3ayx Takke BBoaAT nopuusiMu m1o30-40cm3 3arem no 10-15
cM3 ¢ uHTepBajioM 3-SMuUH. OO 00BEM BBOAUMOIO BO3/lyXa B MUIIEBOAHBINA OaJIJIOH HE
nospkeH npeBbimarhk 100-150cm3 . Kax e yac cieayeT npoBEPSATh HATSHKEHUE 30H1a U
JaBJICHUE B MUIEBOJHOM OasoHe. Yepes 4-64 nuiieBOAHbIN OaIOH paciyCKaroT U Ipu
OTCYTCTBHAM KPOBOTEUEHHSI MAHKETKY OCTABIISIOT CIIYIIEHHOM. /KEITyTOUYHYI0 MaHXKETKY

pacnyckarot ciycts 1,5-2 Jaca .




Y 00nbHBIX ¢ HMPPO30M IteueHH Kiaacca A u B o Hanna-I1ero 3087
TOJKEH HAaXOAUTHCA B KEIyAKe 10 12 yacoB gy koHTpoJs. [Ipu
peLUIMBE KPOBOTECYCHHS 30H]1 OOTYypaTop JOJKEH ObITh BBEJICH BHOBD, 4
OO0JILHOMY MPEJI0KEHA onepanus. Y 00JbHBIX ¢ HUPPO30M kiaacca C 1o
Yaina-I1sr0 TaMIioHaa 30H10M-00TypaTOpOM B COYETAHUU C

MEJIMKAMEHTO3HON TEPANIMEN ABIIACTCI €AUHCTBEHHOW HAJICKIOM HA
remoctas. Onepanusa B 90-95% Henepenocuma.

[Ipu Oe3yCcnenmHoCT KOHCEPBATUBHBIX MEPONPHUITHI, PELIUINBE
KPOBOTEUEHMS IMOCJIE PACITYCKAHUS MAHXKEThI WJIM YIAJIEHUS 30H1a-
00Typaropa OOIBHBIX HUPPO30M (KJ1acChl A ¥ B) 1 OOIBHBIX €
BHEIICYCHOYHOU MOPTAIILHOU TMIIEPTEH3UEU CIIEAYET ONIEPUPOBATh.




MenukaMeHTOo3Has Tepanus (MpOBOAUTCS OJHOBPEMEHHO C MOCTAHOBKOM
30H7a CeHrcrenkeHa - bierikmopa)

A.YMEHBIIIEHUE KPOBOTOKA B CUCTEME BOPOTHOU BEHBI
IHepnmuaranut 40mr Ha 400mn pactBopa Punrepa B/B kanenabHo mo 10-15
Kareyab B MUH - 48-724aca.

1% crimproBou pactBop HUTporuiepruHa - 10mr vHa 400ma pactBopa
Punrepa B/B kanenbHo 1o 10-15 kanens B Munyty 48-724aca (cyrouHas
no3a 0.43mr/kr) .

Comaroctarud SOMKI/4 -484 HenpephIBHO
Tpurnmuuunia-Ba3onpeccCuH-00II0CHO 2MT, 3aTEM C HHTEPBAJIOM 6 4acoB
BBOIAT IMr mpenapara.

Bazonpeccun BBoguTcs B TeueHue 20 MuH BBOIAT B j103€¢ 20 ME Ha 100Mn
n3oToHnyeckoro pactsopa NaCl, mocie dero npemnapar BBOIAT CO
ckopocThio 20 ME/u4. ITpu npekpaiiieHnu KpOBOTEUEHUS 103y CHUXKAIOT 10
10 ME/4, a 3atem 10 5 ME/4. IIpogo/bKUTENbHOCTS JIeueHus 48 4acoB (B
KOMOWHAIIMU C HUTPOIJIULIEPUHOM ).




b. /liis HopManu3anuu CBEPThIBAHUS:
CBEKE3aMOPOKEHHAS TIa3Ma
1% pacTBOp BHKAcoJa B/B 11O 6 MJI/CYT.
10% pactBop CaCl 10MJ1 Ha IPOTSHKEHUM S5 THEM
JUIIMHOH B/B 4MII ,a 3aTeM 1o 2MJI KaxxJpie 4-6 daca, wim 4mi 12,5% pactBopa
ATaM3uJIaTa, a 3aTeM I10 2 MJI Kaxkabple 6 4acoB B TeUeHHE 3-S5 JHEH .

5% amuHOKanpoHoBas kucioTa B/B mo 100 mi yepes kaxipie 6 4.
MHrUOUTOPHI MpoTeas - koHTpukan 20 teic EJ] pazoBas no3a , cyrounas no3a 60 teic EJ]
AHTUTUCTAMUHHBIE TTPEeNaparhl JJI1 HEUTPaIU3alMu JCUCTBUSI THCTAMUHA Ha
MIPOHUIIAEMOCTD KalUJUISIPOB.

B. 3amemaromas teparnus:

OpuTtponuTapHas Macca (XpaHuBiiasics He 0ojiee 48 4acoB) B 3aBUCUMOCTH OT CTEIICHU
KPOBOIIOTEPHU
I'. [IpodunakTuka u Je4eHUE NEYEHOYHOM dHIE(PATIONATHM:

JIAKTYJ103a, OPHUTHUH-ACIIApTaT B CTAHAAPTHBIX J03aX (CM. 'edeHrue nuppo30B")
CEJICKTUBHAs JICKOHTAMUHAIIWS KUIIEYHHKA (BCE aHTUOMOTHUKY MPUHUMAIOTCS PEr 0S):
HeoMuIlnH | T 4 paza, napomomuiivH 1t 4 pasa, merponnaaszon 200mr 4 pasa,
BaHKoMUIIMH 0,5 T 4 pa3za B CyTKH.




. [IpodunakTuka MOBTOPHOIO KPOBOTECUCHUS
NOCTOSAHHBIN MpreM OeTa-0okaropoB (aHanpuwinH 10-20 mMr 2 pa3a B CyTKH)
DHAOCKONMUYECKHE METOAbI JICYCHUS
JHIOCKONMUYECKAs CKJIepoTepanus
Hcnonb3yeMbie CKIIepo3aHThl: 1% pacTBop TeTpaaenuicynbdara Harpus, 5% pacTBop
3TaHOJIAaMHUHA oseara, 5% pacTBOp Moppyara Harpus, 1% pacTBOp 3TOCUCKIEPOIIA,
1-3% pactBOp TpOoMOOBapa, TKAHEBOW KJIEH [TMAHOAKPUIIAT JJI Y3J10B (PYyHIAATBHOTO
OTJEJA JKETYJIKA.

Ha kax b1 BApUKO3HBIN y3€JI UCMIONB3YIOT |-4Mit mpenapara. [Ipu orcyrcTBrmn
CKJIEpO3aHTa BO3MOKHO HcnoJib3oBanue 20% pactBopa rtoko3bl (10-20 M BBoauTcs
napaBa3ajibHo).

CrxuieposupoBanne BPB nipoBoauTcs B 3 3ramna: nepBbii CEAHC CKIIEPOTEPANTUN
MPEANOIAracT MPOBEICHNUE 2- CEPUU UHBEKIIUMN Yepe3 3 AHs, 3-U CEpUM - uepe3 6 qHeun
. CkirepoTeparuio nmpoBOJAT €AKEHEICIBHO J10 MOJIHOTO ncuesHoBeHrust BPB. Konrponb
OCYILECTBIISICTCS yepe3 3 u 6 MeCAIIEB.

ODHJIOCKOMMUYECKOE JIUTUPOBAHME BAPUKO3HO PACIIMPEHHBIX Y3JI0B IHUINECBOAA U KAPIUHU.
Jl71s1 ipolienyphbl KCHOJIB3YIOT CIIEIUAIBHBINA HA00P 71 9HAO0CKOIHYECKOTO
HAKUJIbIBAHUS, 3aTSTMBAHUS U CHATUA II€TENIb HA OCHOBaHuEe BPB.




JH/A0BACKYJIAPHbIC METOAbI JICYCHUS
TBIILI (TIPS) - TpaHcOry/isipHOe BHYTPUIICYEHOUYHOE MMOPTOCUCTEMHOE
IIYHTHPOBAHHUE IIPEICTABIACT COOOM IYHT OOK B OOK, KOTOPBI 00€CIIeUNBAET
COOOIIIEHNE MEXKTy OCHOBHOW BETBBbIO BOPOTHOM BEHBI M TIEYEHOYHOM BEHOM.
[Ipontenypy npoBOIAT Moa MeCTHOM aHecTesuer. [1og konTposieMm Y3 BBIABIISIOT
Oudypkaiyo BOpOTHOU BEeHbI. Uepes ApeMHYIO BEHY KaTeTEPU3UPYIOT CPEIHIO
[IEYCHOYHYIO BEHY U 4epe3 ITOT KATETEP MPOBOAAT UITTY B BETBbH BOPOTHOU BEHHI .
Yepes vy ycTaHaBIMBAKOT IPOBOAHUK U IO HEMY BBOIAT KareTep. My ussiiekaror u
OIPEAEIISIIOT TPAAUEHT JAaBJICHUS B BOPOTHOM BeHE. [ [yHKIIMOHHBIN KaHAT PaCIIUPSIOT
0aJIJIOHOM ,TIOCJIE YETO BBIMOJHAIOT aHTUOTpaduio.3aTeM BBOJAT
CaMOPaCIPABIAIOIIMNCA METAJIUIMYECKUN CTEHT, UMEOIUN quaMeTp 8-12mMm. Jluamerp
CTEHTAa MOAOMPAIOT TAKUM 00pa30M, YTOOBI TPAJUEHT NOPTAIBLHOTO JABJICHUS OKa3ajcs
HKe 12MM pT. CT. Eciin mopTanbHas TUIIEPTEH3UA COXPAHIETCA , TApAIICIIbHO
IIEPBOMY MOKHO YCTAHOBUTH BTOPOU CTEHT. BCIO mpoLeaypy OPOBOAAT IOJ KOHTPOJIEM
Y3U. TBIIII e menraet B JaJIbHEHIIIEM TPAHCIUIAHTAIIUY IIEYEHMU.
Upe3ko:kHas ype3nedyeHOUHAasi SM00/M3anusa BeH nuieBoaa. B 9-m mexpedepne
CIIpaBa CIeUaJIbHOU UITIOM IYHKTUPYETCS OJHA U3 BETBEU MOPTAJIbHOU BEHBI,
MIPOBOAUTCS YIPABIAEMbINA KaTETEP, KOTOPBIN MOCIEA0BATEIBHO MMPOBOJIAT B JIEBYHO
KEJTyJOUYHYIO0 BEHY U B BEHBI IUIeBoAa . Ha oOpaTHOM TOKE B COCY/IbI BBOJIUTCSA
AMOOIM3UPYIOIIEE CPEACTBO; TEM CAMbIM YMEHBIIIAETCS MPUTOK MOPTAIBHONM KPOBU K
BApUKO3HBIM BEHaM ractpoi3odarcaibHoi 30HbI. [Iporienypa npoBoauTCA B
aHruorpauyeckoM KaOWHETE.




OneparuBHoe JiedyeHH e
JleueOHas TakTHKa Ipu KpoBoTeueHMH n3 BPB nuieBoaa npu
nuppo3ax nedenu (mo Bismuth, 1990):
nuuppo3 kinacca A no Hanna-ITeto - miyHTHpOBaHME
uuppo3 kiacca B mo Haunna-I11sto - miyHTHpOBAHUE WU
CKJIEpOTEpaIys U BKIFOUCHUE B JIMCT OKUJAHUSA TPAHCILIAHTAIIUN
MEYECHU
uuppo3 kinacca C no Yauna-I1sr0 - ckieporepanust U BKJIIOUECHUE B
JIACT OXKUJAHUSA TPAHCIUIAHTALUU TIEYEHU
IHasnmaruBHbie onepanuu npu BPB
[IpommBanne BPB xapauu (onepanus [lamuopsr)
[IynTtupyromye onepanuu ( JUCTATBHBIN CIIICHOPEHAIBHBIN
aHACTOMO3, ME3EHTEPUKOKABAJIbHBIA AHACTOMO3, aTPUO-TIOPTAITBHOE
IITyHTUPOBaHKE Npu cuHapoMe banma-Kuapn).
PanukaiibHas onepanus - TpaHCIUIAaHTAIUA TTIEYEHMU.




Acuur
OCHOBHBIE TATOT€HETUYECKUE (DAKTOPHI, BEAYIIUE K PA3BUTHIO ACIIUTA -
nopTajibHas TUIIEPTEH3US, TUN0aIb0yMUHEMUSI U BTOPUYHBIN
TUIIEPaIbA0CTEPOHN3M. KOHCEpBAaTUBHOE JICUEHHUE aCIIUTA PACCMOTPEHO MPHU
ONMCAaHUM METOJIOB JieueHuUs 1uppo3a. [lpu orcyrcTBun 3¢ pekra ot
BBIIICU3JI0)KEHHON TEPAIUM ITOKAa3aHO MPOBEACHUE MapalCHTE3a B COUETAHUH C
3aMECTUTEILHON Tepamnuel aibo0ymMuHoM (6-10 r Ha 1 71 3BaKynpOBaHHOM
ACIIUTUYECKOM KUAKOCTH). ACIIUT, HE NOANAIOIINKCS MACCUBHOM
auypetudeckoi (10 400 mr cmupoHojiakToHa 1 1o 160 mr dypocemuja B
CYTKH) M O€JIKOBO3aMEIIAIOIIECH Tepauy, CHUTACTCS PE3UCTCHTHBIM.
OcaoxHenus acuuTa. CIOHTAHHBIA 0AKTEPHUAJIbHbIA EPUTOHUT
pa3BUBAETCA BCJIEICTBUE MHPUITUPOBAHHUS aCLIMTUYECKON KUIKOCTH
OaKTEpUsIMHU KUILIEYHOTO MPOUCX0KACHUSI. OCHOBHON METOJ TMArHOCTUKHU -
MOACYET HEUTPODPHUIBHBIX JICMKOIIMTOB B aCHIMTUYECKOM KUAKOCTH (0oiee 250
KJIeTOK B 1 MM3). I'emaTopeHa bHbIA CHHAPOM IPOSIBIISIETCS
POrPECCUPYIONINM CHHUKEHUEM (DUIBTPALIMOHHON (DYHKIIUM MTOYEK Y OOJBbHBIX
IAPPO30M C HAIMIMEM, KaK IIPABUJIO, PE3UCTEHTHOTO ACIIATA IMPU OTCYTCTBUU
MEPBUYHOTO TTOYEYHOTO 3a00JICBaHUSI.




JleueHue pe3uCTEHTHOTO aCUuTa
IlepruTOHEOBEHO3HBIN IIIYHT
[lopTrocuCTEMHBIN MIYHT
TpaHcmuiaHTanysA eYEHU
JleueHune oCJI0KHEHUM aciiuTa
CnoHTaHHBIN 0AKTEPHAJIbHBLIA NEPUTOHMUT: IEPOTAKCUM 1T

2 pasza B cyTku B/M 10-14 gHel; npu Haau4Yuu
POTHUBOIIOKA3aHUN U HEAPHEKTUBHOCTHA IPUMEHSFOTCS
AHTUOMOTHUKM pe3epBa (aMOKCHIIUIIMH/KJIaByJIaHAT,
TPUMETONPUM/CYJIb(POMETOKCA30JI U IP.)
I'emaropeHaJbLHBIA CHMHAPOM: YBEJIMYECHUE 00bEMA
BBOJAMMOM KUJKOCTH, MH(DY3HS JONaMHUHA, OPHUIIPECCHUHA,
TIPS, nepecaaka re4yeHu.




TpancuiaHTanus NeYeHu
TpancnaHTalnys I€YEHU B HACTOSIIEE BPEMSI SIBJISIETCS €AMHCTBEHHBIM PAJUKAIBHBIM METOJIOM
Je4eHuUs OOJBbHBIX C TEPMUHAIBHBIMU 3200JICBAHUSIMU TIEUEHU PA3JITUYHOIO reHe3a. ToJbKo B
CHIA exeroano BeinosHsieTcs 10 5000 ThIC. TpaHCIUIaHTAUKM TTedeHu. Heo0XoaumMocTh
BBITOJIHEHHS TPAHCIUIAHTAIIMA MIEYEHN BO3ZHUKAET €KeroHo y 10-20 yenosek Ha 1| MAILUTMOH
HacesneHus. C ydyeTom 3Toi U@ Pbl HECIOKHO BbICUUTATh TOTPEOHOCTH PA3JIMUHBIX CTPaH B 3TOU
OTIEpaIUHU.
[Tokazanus
HeoOparumoe 3a00€BaHr€ MIEYEHHU C MPOTHO30M >KM3HU MeHee 12 mec.
XPpOHHUUYECKOE 3a00JICBAHUE TIEYEHU, 3HAYUTEIBHO CHUYKAIOIIEE KAaY€CTBO KU3HU U
TPYI0CIIOCOOHOCTD
[Iporpeccupyroniee 3a00JI€BaHUE TIEYECHU C OKUIAEMOMN MPOAOIKUTEIBHOCTHIO )KU3HU MEHBIIICH,
YeM B CJIydae TPaHCIUIAHTAILMKU MTEYEHHU (B T€UEHUE | rojia mocjie TpaHCIUIaHTAIMY TEUYCHU KUBET
85% peuunueHToB, B TeueHue S5 jget- 70%, B Teuenue 20 net- 40%).
[IpoTrBOMOKa3aHUA
AxtuBHass BUY-undekius
BHeneueHouHOE pacnpoCTpaHEHUE 3JI0KaYECTBEHHBIX OMyXOJeh
BHyTpurieueHoUHast XOJIaHTMOKapIIMHOMA
Cencuc (kpome OUIIMAPHOTO)
Tspxenoe kapauopecnupaTopHoe 3a00eBaHNe
AKTHBHBIN aJIKOTOJIN3M




DyIbMUHAHTHAS NeYeHOYHast HeaocTaToYHOCTH(PITH)
®ITH pa3BuBaeTcs B pe3yJbTare OCTPOro HEKPo3a OOJIbIIEH YacTH
reNaToUTOB, WU PE3KOT0 YXYAIICHUS (DYHKIIMHU IEYCHHU Y MAllEHTOB, HE
MMEIOIINUX MPEIIeICTBYIOIETo 3a00eBanus neueHu. OTHUM 13 00JIUraTHBIX
nposiBiieHut @ITH aBnsiercsa neuenouynas sHuedanonarus. O ®ITH moxHo
TOBOPUTH TOJIBKO B TOM ClIy4ae, €CJI dHIIedaonaTrs pa3BUBaETCs B IIpejiesiax
8 HEJIEJIb OT MOSIBJIEHUS MIEPBBIX CUMIITOMOB OCTPOM MEYEHOUYHO-KIETOUYHOM
HEJI0CTATOYHOCTH. Eciu ocTpas nedeHouyHast sHiedaaonaTus pa3BUBaCTCS B
CPOKH OT 8 10 24 HEAEIb OT MOABICHUS MEPBBIX CUMIITOMOB IMOPAXKECHUS
IIEYEHU, TO CJIEAYET TOBOPUTH O MOAOCTPOH (CyO(PyIbMUHAHTHON ) NEYEHOYHOU
HenpocrarouHoCcTH. JleranpHOoCTh pu PITH nocturaer 50-90%.
[Tpruunnoun ®ITH B 30-80% sBnsaroTcsa BupycHbie renatuthbl, B 30-50% -
XUMUYECKUE PEAreHThI U JIEKAPCTBA, B 5% - b1, B 5% - UIIEMUs U TUIIOKCUS
reueHu, B 5-10%- MeTaboIMuecKrne aHOMaINH.
TpancrutanTanus neueHu B cBsa3u ¢ OITH y B3pocibix BeinmonHsIeTca B 5,4%, y
neren- B 10,5% cinyuaen




HexosiecraTuyeckne NMPpPO3bI MeYCHH
HexosiecTarndeckre MUppo3bl MEUEHU COCTABIISIIOT OOJIBIINYIO IPYIITy 3a00JICBaHUH,
KOTOpbIE€ MPUBOIAT K HEOOXOAMMOCTHU TPAHCIUIAHTALIMY MTEYeHU. Tak, 1o MOBOY
aJIKOTOJIBHOTO IIMPO3a IEYEHU BBITOJIHAETCA 21,6% BCEX TpaHCIUIAHTALMK Y B3POCIIOTO
HaceJeHus, uppo3a nedyeHu, ooyciaosiennoro HCV - 19,5%, HBV - 6,1%,
KPUNTOIN€HHOTO [Uppo3a - 12%, ayTouMMyHHOTO 1uppo3a - 5%.
XoJiecTaTuyecKue MUPPO3bI NMEYEHHU

Jpyryro OOJIbIIYIO TPYIITY COCTABISIOT XOJE€CTATUUECKUE IUPPO3BI TICUYEHU

(MEepBUYHBIN OMITMAPHBIN IUPPO3, BTOPUUYHBIN OWJIMAPHBINA LIUPPO3, HEPEIKO

BO3HMKarOIMUK Ha (poHe 001e3Hu Kaposin niiu KUCTHI X0JIe10Xa, IEPBUYHBIN

CKJIEPO3UPYIOIIUI XOJAHTHUT). Tak, Mo MOBOAY NEPBUYHOIO OMIIMAPHOIO [IUPPO3a
BhITTOJIHSAETCS 10,9% TpaHCIUIaHTAMK y B3POCIIBIX, IIEPBUYHOTO CKIEPO3UPYIOIIETO
xoJianrura - 9,9%. 55% neTckux TpaHCIIaHTAIUM TIEYEHH BBIMIOJIHSIETCS MO TIOBOLY
OWIMapHOU aTpe3um.
MeTtaboanyeckue 3a00/1eBaHUA
15,4% nerckux tpancruranTauui U 3,3% B3POCHBIX BBIIIOIHIETCA 0 MTOBOLY
BPOXKJIECHHBIX J1e(heKTOB MeTabomu3Ma neyeHu. K Takum 3a00JIeBaHUSIM OTHOCATCS
HEJI0CTATOYHOCTH alib(al-anTupurncrna, 6ojie3nb Buibscona-KoHoBanona,
rEMOXPOMATO3, TUPO3UHEMMUS, TUIIEPOKCATYpUsL, TTUKOreHO3slI | u Il Tuna,
runepiunuaemus 11 tuna.



Cirrhosis represents the final common histologic pathway for a wide
variety of chronic liver diseases. The term cirrhosis was first
introduced by Laennec 1 1826. It 1s derived from the Greek term
scirrhus and 1s used to describe the orange or tawny surface of the
liver seen at autopsy.

Many forms of liver injury are marked by fibrosis. Fibrosis 1s defined
as an excess deposition of the components of extracellular matrix (ie,
collagens, glycoproteins, proteoglycans) within the liver. This
response to liver injury potentially 1s reversible. In contrast, in most
patients, cirrhosis is not a reversible process.

Cirrhosis 1s defined histologically as a diffuse hepatic process
characterized by fibrosis and the conversion of normal liver
architecture into structurally abnormal nodules. The progression of
liver injury to cirrhosis may occur over weeks to years. Indeed,
patients with hepatitis C may have chronic hepatitis for as long as 40
years before progressing to cirrhosis.



Often a poor correlation exists between histologic
findings and the clinical picture. Some patients
with cirrhosis are completely asymptomatic and
have a reasonably normal life expectancy. Other
individuals have a multitude of the most severe
symptoms of end-stage liver disease and have a
limited chance for survival. Common signs and

symptoms may stem from decreased hepatic
synthetic function (eg, coagulopathy), decreased
detoxification capabilities of the liver (eg, hepatic
encephalopathy), or portal hypertension (eg,
variceal bleeding).



Etiology
Alcoholic liver disease once was considered to be the predominant cause
of cirrhosis 1n the United States. Hepatitis C has emerged as the nation's
leading cause of both chronic hepatitis and cirrhosis.

Many cases of cryptogenic cirrhosis appear to have resulted from
nonalcoholic fatty liver disease (NAFLD). When cases of cryptogenic
cirrhosis are reviewed, many patients have one or more of the classical

risk factors for NAFLD: obesity, diabetes, and hypertriglyceridemia. It 1s
postulated that steatosis may regress in some patients as hepatic fibrosis
progresses, making the histologic diagnosis of NAFLD difficult.

Up to one third of Americans have NAFLD. About 2-3% of Americans
have nonalcoholic steatohepatitis (NASH), where fat deposition 1n the
hepatocyte 1s complicated by liver inflammation and fibrosis. It 1s
estimated that 10% of patients with NASH will ultimately develop
cirrhosis. NAFLD and NASH are anticipated to have a major impact on
the United States' public health infrastructure over the next decade.



VoSt common causes o1 CIrrnosis 1n the vnited States
Hepatitis C (26%)
Alcoholic liver disease (21%)
Hepatitis C plus alcoholic liver disease (15%)
Cryptogenic causes (18%)
Hepatitis B, which may be coincident with hepatitis D (15%)
Miscellaneous (5%)
Miscellaneous causes of chronic liver disease and cirrhosis
Autoimmune hepatitis
Primary biliary cirrhosis
Secondary biliary cirrhosis (associated with chronic extrahepatic bile duct obstruction)
Primary sclerosing cholangitis
Hemochromatosis
Wilson disease
Alpha-1 antitrypsin deficiency
Granulomatous disease (eg, sarcoidosis)
Type IV glycogen storage disease
Drug-induced liver disease (eg, methotrexate, alpha methyldopa, amiodarone)
Venous outflow obstruction (eg, Budd-Chiari syndrome, veno-occlusive disease)
Chronic right-sided heart failure
Tricuspid regurgitation



PATHOPHYSIOLOGY OF HEPATIC FIBROSIS
The development of hepatic fibrosis reflects an alteration in the normally balanced
processes of extracellular matrix production and degradation. Extracellular matrix, the
normal scaffolding for hepatocytes, is composed of collagens (especially types I, III,
and V), glycoproteins, and proteoglycans. Stellate cells, located in the perisinusoidal
space, are essential for the production of extracellular matrix. Stellate cells, which were
once known as Ito cells, lipocytes, or perisinusoidal cells, may become activated into
collagen-forming cells by a variety of paracrine factors. Such factors may be released
by hepatocytes, Kupffer cells, and sinusoidal endothelium following liver injury. As an
example, increased levels of the cytokine transforming growth factor betal (TGF-betal)
are observed 1n patients with chronic hepatitis C and those with cirrhosis. TGF-betal, in
turn, stimulates activated stellate cells to produce type I collagen.

Increased collagen deposition in the space of Disse (the space between hepatocytes and
sinusoids) and the diminution of the size of endothelial fenestrae lead to the
capillarization of sinusoids. Activated stellate cells also have contractile properties.
Both capillarization and constriction of sinusoids by stellate cells contribute to the
development of portal hypertension.

Future drug strategies to prevent fibrosis may focus on reducing hepatic inflammation,
inhibiting stellate cell activation, inhibiting the fibrogenic activities of stellate cells, and
stimulating matrix degradation.



PORTAL HYPERTENSION
Causes
The normal liver has the ability to accommodate large changes in portal blood flow
without appreciable alterations in portal pressure. Portal hypertension results from a
combination of increased portal venous inflow and increased resistance to portal
blood flow.

Patients with cirrhosis demonstrate increased splanchnic arterial flow and,
accordingly, increased splanchnic venous inflow into the liver. Increased splanchnic
arterial flow 1s explained partly by decreased peripheral vascular resistance and
increased cardiac output in the patient with cirrhosis. Nitric oxide appears to be the
major driving force for this phenomenon. Furthermore, evidence for splanchnic
vasodilation exists. Putative splanchnic vasodilators include glucagon, vasoactive
intestinal peptide, substance P, prostacyclin, bile acids, tumor necrosis factor-alpha
(TNF-alpha), and nitric oxide.

Increased resistance across the sinusoidal vascular bed of the liver 1s caused by both
fixed factors and dynamic factors. Two thirds of intrahepatic vascular resistance 1s
explained by fixed changes in the hepatic architecture. Such changes include the
formation of regenerating nodules and the production of collagen by activated
stellate cells. Collagen, 1n turn, 1s deposited within the space of Disse.



Dynamic factors account for one third of intrahepatic vascular resistance. Stellate cells serve as
contractile cells for adjacent hepatic endothelial cells. The nitric oxide produced by the
endothelial cells, in turn, controls the relative degree of vasodilation or vasoconstriction produced
by the stellate cells. In cirrhosis, decreased local production of nitric oxide by endothelial cells
permits stellate cell contraction, with resulting vasoconstriction of the hepatic sinusoid. (This
contrasts with the peripheral circulation where there are high circulating levels of nitric oxide in
cirrhosis.) Increased local levels of vasoconstricting chemicals, like endothelin, may also
contribute to sinusoidal vasoconstriction.

The portal hypertension of cirrhosis 1s caused by the disruption of hepatic sinusoids. However,
portal hypertension may be observed in a variety of noncirrhotic conditions. Prehepatic causes
include splenic vein thrombosis and portal vein thrombosis. These conditions commonly are
associated with hypercoagulable states and with malignancy (eg, pancreatic cancer).
Intrahepatic causes of portal hypertension are divided into presinusoidal, sinusoidal, and
postsinusoidal conditions.

The classic form of presinusoidal disease is caused by the deposition of Schistosoma oocytes in
presinusoidal portal venules, with the subsequent development of granulomata and portal fibrosis.
Schistosomiasis 1s the most common noncirrhotic cause of variceal bleeding worldwide.
Schistosoma mansoni infection is described in Puerto Rico, Central and South America, the
Middle East, and Africa. Schistosoma japonicum 1s described in the Far East. Schistosoma
hematobium, observed in the Middle East and Africa, can produce portal fibrosis but more
commonly is associated with urinary tract deposition of eggs.



The classic sinusoidal cause of portal hypertension is cirrhosis.

The classic postsinusoidal condition is an entity known as veno-occlusive disease. Obliteration of
the terminal hepatic venules may result from ingestion of pyrrolizidine alkaloids in Comfrey tea
or Jamaican bush tea and following the high-dose chemotherapy that precedes bone marrow
transplantation.

Posthepatic causes of portal hypertension may include chronic right-sided heart failure and
tricuspid regurgitation and obstructing lesions of the hepatic veins and inferior vena cava. These
latter conditions, and the symptoms they produce, are termed Budd-Chiari syndrome.
Predisposing conditions include hypercoagulable states, tumor invasion into the hepatic vein or
inferior vena cava, and membranous obstruction of the inferior vena cava. Inferior vena cava
webs are observed most commonly in South and East Asia and are postulated to be due to
nutritional factors.

Symptoms of Budd-Chiari syndrome are attributed to decreased outflow of blood from the liver,
with resulting hepatic congestion and portal hypertension. These symptoms include
hepatomegaly, abdominal pain, and ascites. Cirrhosis only ensues later in the course of disease.
Differentiating Budd-Chiari syndrome from cirrhosis by history or physical examination may be
difficult. Thus, Budd-Chiari syndrome must be included in the differential diagnosis of conditions
that produce ascites and varices. Hepatic vein patency i1s checked most readily by performing an
abdominal ultrasound with Doppler examination of the hepatic vessels. Abdominal CT scan with
intravenous contrast, abdominal MRI, and visceral angiography also may provide information
regarding the patency of hepatic vessels.



ASCITES
Ascites 1s defined as an accumulation of excessive fluid
within the peritoneal cavity and may be a complication of
both hepatic and nonhepatic diseases. The 4 most common
causes of ascites in North America and Europe are
cirrhosis, neoplasm, congestive heart failure, and
tuberculous peritonitis.

In the past, ascites was classified as being a transudate or
an exudate. In transudative ascites, fluid was said to cross
the liver capsule because of an imbalance 1n Starling
forces. In general, ascites protein was less than 2.5 g/dL.
Classic causes of transudative ascites are portal
hypertension secondary to cirrhosis and congestive heart
failure.




Table 1. Nonperitoneal Causes of Ascites

e Cause of
Nonperitoneal
Ascites

e Examples

* Intrahepatic portal
hypertension

e Cirrhosis
Fulminant hepatic
failure
Veno-occlusive
disease

» Extrahepatic portal
hypertension

» Hepatic vein
obstruction (ie,
Budd-Chiari

cvinArarma




* Hypoalbuminemia

* Nephrotic syndrome

Protein-losing
enteropathy
Malnutrition

 Miscellaneous

Myxedema

disorders Ovarian tumors
Pancreatic ascites
Biliary ascites
* Chylous Secondary to

malignancy
Secondary to trauma
Secondary to portal
hypertension




In exudative ascites, fluid was said
to weep from an inflamed or
tumor-laden peritoneum. In general,
ascites protein was greater than 2.5
g/dL. Examples included peritoneal
carcinomatosis and tuberculous
peritonitis.



Table 2. Peritoneal Causes of Ascites

Causes of « Examples
Peritoneal
Ascites
Malignant * Primary peritoneal mesothelioma
ascites Secondary peritoneal carcinomatosis
Granulomatous e Tuberculous peritonitis
peritonitis Fungal and parasitic infections (eg,
Candida,
Histoplasma, Cryptococcus, Schistosoma
mansoni,
Strongyloides, Entamoeba histolytica)
Sarcoidosis
Foreign bodies (ie, talc, cotton and wood
fibers,

starch, barium)




» Vasculitis « Systemic lupus

erythematosus
Henoch-Schonlein
purpura
* Miscellaneous * Eosinophilic
disorders gastroenteritis

Whipple disease
Endometriosis




Attributing ascites to diseases of nonperitoneal or peritoneal origin 1s
more useful. Thanks to the work of Bruce Runyon, the serum-ascites
albumin gradient (SAAG) has come into common clinical use for
differentiating these conditions. Nonperitoneal diseases produce
ascites with a SAAG greater than 1.1 g/dL (see Table 1).
Chylous ascites, caused by obstruction of the thoracic duct or cisterna
chyli, most often i1s due to malignancy (eg, lymphoma) but
occasionally 1s observed postoperatively and following radiation
injury. Chylous ascites also may be observed in the setting of
cirrhosis. The ascites triglyceride concentration 1s greater than 110
mg/dL. In addition, ascites triglyceride concentrations are greater than
those observed in plasma. Patients should be placed on a low-fat diet,
which is supplemented by medium-chain triglycerides. Treatment
with diuretics and large-volume paracentesis may be required.

Peritoneal diseases produce ascites with a SAAG of less than 1.1 g/dL
(see Table 2).




The role of portal hypertension in the pathogenesis of cirrhotic
ascites
The formation of ascites in cirrhosis depends on the presence of
unfavorable Starling forces within the hepatic sinusoid and on some
degree of renal dysfunction. Patients with cirrhosis are observed to
have increased hepatic lymphatic flow.

Fluid and plasma proteins diffuse freely across the highly permeable
sinusoidal endothelium into the space of Disse. Fluid in the space of
Disse, in turn, enters the lymphatic channels that run within the portal
and central venous areas of the liver.

Because the transsinusoidal oncotic gradient 1s approximately zero,
the increased sinusoidal pressure that develops in portal hypertension
increases the amount of fluid entering the space of Disse. When the
increased hepatic lymph production observed in portal hypertension
exceeds the ability of the cisterna chyli and thoracic duct to clear the
lymph, fluid crosses into the liver interstitium. Fluid may then
extravasate across the liver capsule into the peritoneal cavity.



The role of renal dysfunction in the pathogenesis of cirrhotic
ascites
Patients with cirrhosis experience sodium retention, impaired
free water excretion, and intravascular volume overload. These
abnormalities may occur even in the setting of a normal
glomerular filtration rate. To some extent, these abnormalities
are due to increased levels of renin and aldosterone.

The peripheral arterial vasodilation hypothesis states that
splanchnic arterial vasodilation, driven by high nitric oxide
levels, leads to intravascular underfilling. This leads to
stimulation of the renin-angiotensin system and the sympathetic
nervous system and to antidiuretic hormone release. These
events are followed by an increase in sodium and water
retention, by an increase in plasma volume, and by the overflow
of ascites into the peritoneal cavity.



Hepatorenal syndrome
This syndrome represents a continuum of renal dysfunction that

may be observed in patients with cirr]
vasoconstriction of large and smal

hosis and 1s caused by the

1 renal arteries and the

impaired renal perfusion that resul

ts. The syndrome may

represent an imbalance between renal vasoconstrictors and
vasodilators. Plasma levels of a number of vasoconstricting
substances are elevated 1n patients with cirrhosis and include
angiotensin, antidiuretic hormone, and norepinephrine. Renal
perfusion appears to be protected by vasodilators, including
prostaglandins E2 and 12 and atrial natriuretic factor.
Nonsteroidal anti-inflammatory drugs (NSAIDs) inhibit
prostaglandin synthesis. They may potentiate renal
vasoconstriction, with a resulting drop in glomerular filtration.
Thus, the use of NSAIDs 1s contraindicated 1n patients with
decompensated cirrhosis.




Most patients with hepatorenal syndrome are noted to have
minimal histological changes in the kidneys. Kidney function
usually recovers when patients with cirrhosis and hepatorenal

syndrome undergo liver transplantation. In fact, a kidney donated
by a patient dying from hepatorenal syndrome functions
normally when transplanted into a renal transplant recipient.

Hepatorenal syndrome progression may be slow (type II) or

rapid (type I). Type I disease frequently 1s accompanied by

rapidly progressive liver failure. Hemodialysis offers temporary
support for such patients. These individuals are salvaged only by
performance of liver transplantation. Exceptions to this rule are
the patients with FHF or severe alcoholic hepatitis who
spontaneously recover both liver and kidney function. In type II
hepatorenal syndrome, patients may have stable or slowly
progressive renal insufficiency. Many such patients develop
ascites that 1s resistant to management with diuretics.



Hepatorenal syndrome 1s diagnosed when a creatinine clearance less than 40 mL/min 1s
present or when a serum creatinine greater than 1.5 mg/dL, urine volume less than 500
mL/d, and a urine sodium less than 10 mEq/L is present. Urine osmolality is greater
than plasma osmolality. In hepatorenal syndrome, renal dysfunction cannot be
explained by preexisting kidney disease, prerenal azotemia, the use of diuretics, or
exposure to nephrotoxins. Clinically, the diagnosis may be reached if central venous
pressure 1s determined to be normal or if no improvement of renal function occurs
following the infusion of at least 1.5 L of a plasma expander.
Nephrotoxic medications, including aminoglycoside antibiotics, should be avoided in
patients with cirrhosis. Patients with early hepatorenal syndrome may be salvaged by
aggressive expansion of intravascular volume with albumin and fresh frozen plasma
and by avoidance of diuretics. Administration of oral prostaglandins may be beneficial,
but this point 1s controversial. Use of renal-dose dopamine is not effective.
Recently, a number of investigators have employed systemic vasoconstrictors in an
attempt to reverse the effects of nitric oxide on peripheral arterial vasodilation. In
Europe, administration of intravenous terlipressin (an analog of vasopressin not
available in the United States) improved the renal dysfunction of patients with
hepatorenal syndrome. A combination of midodrine (an oral alpha agonist),
subcutaneous octreotide, and albumin infusion also improved renal function in a small
series of patients with hepatorenal syndrome.



Clinical features of ascites
Ascites 1s suggested by the presence of a number of findings
upon physical examination, which are abdominal distention,
bulging flanks, shifting dullness, and elicitation of a "puddle
sign" 1n patients 1n the knee-elbow position. A fluid wave may
be elicited in patients with massive tense ascites. However,
physical examination findings are much less sensitive than
performing abdominal ultrasonography, which can detect as
little as 30 mL of fluid. Furthermore, ultrasound with Doppler
can help assess the patency of hepatic vessels. Factors
associated with worsening of ascites include excess fluid or
salt intake, malignancy, venous occlusion (eg, Budd-Chiari
syndrome), progressive liver disease, and spontaneous
bacterial peritonitis (SBP).



Spontaneous bacterial peritonitis
SBP is observed in 15-26% of patients hospitalized with ascites. The syndrome arises most commonly
in patients whose low-protein ascites (<1 g/dL) contains low levels of complement, resulting in
decreased opsonic activity. SBP appears to be caused by the translocation of GI tract bacteria across the
gut wall and also by the hematogenous spread of bacteria. The most common causative organisms are
Escherichia coli, Streptococcus pneumoniae, Klebsiella species, and other gram-negative enteric
organisms.

Classic SBP is diagnosed by the presence of neutrocytosis, which is defined as greater than 250
polymorphonuclear (PMN) cells per mm3 of ascites, in the setting of a positive ascites culture.
Culture-negative neutrocytic ascites is observed more commonly. Both conditions represent serious
infections that carry a 20-30% mortality rate.

The most commonly used regimen in the treatment of SBP is a 5-day course of cefotaxime at 1-2 g
intravenously every 8 hours. Alternatives include oral ofloxacin and other intravenous antibiotics with
activity against gram-negative enteric organisms. Many authorities advise repeat paracentesis in 48-72
hours in order to document a decrease in the ascites PMN count to less than 250 cells/mm3 and to
assure the efficacy of therapy.

Once SBP develops, patients have a 70% chance of redeveloping the condition within 1 year.
Prophylactic antibiotic therapy can reduce the recurrence rate of SBP to 20%. Some of the regimens
used in the prophylaxis of SBP include norfloxacin at 400 mg orally every day and
trimethoprim-sulfamethoxazole at 1 double-strength tablet 5 days per week.

Therapy with norfloxacin at 400 mg orally twice per day for 7 days can reduce serious bacterial
infection in patients with cirrhosis who have GI bleeding. One study noted that the 37% incidence of
serious bacterial infection was reduced to 10% when treatment with norfloxacin was instituted.
Furthermore, it can be argued that all patients with low-protein ascites should undergo prophylactic
therapy (eg, with norfloxacin 400 mg/d PO) at the time of hospital admission, given the high incidence
of hospital-acquired SBP.



Other complications of massive ascites
Patients with massive ascites may experience abdominal discomfort, depressed
appetite, and decreased oral intake. Diaphragmatic elevation may lead to
symptoms of dyspnea. Pleural effusions may result from the passage of ascitic
fluid across channels in the diaphragm.

Umbilical and inguinal hernias are common in patients with moderate and
massive ascites. The use of an elastic abdominal binder may protect the skin
overlying a protruding umbilical hernia from maceration and may help prevent
rupture and subsequent infection. Timely large-volume paracentesis also may
help to prevent this disastrous complication. Umbilical hernias should not
undergo elective repair unless patients are significantly symptomatic or their
hernias are irreducible. As with all other surgeries in patients with cirrhosis,
herniorrhaphy carries multiple potential risks such as intraoperative bleeding,
postoperative infection, and liver failure because of anesthesia-induced
reductions in hepatic blood flow. However, these risks become acceptable in
patients with severe symptoms from their hernia. Urgent surgery 1s necessary in
the patient whose hernia has been complicated by bowel incarceration.



Paracentesis in the diagnosis of ascites
Paracentesis 1s essential in determining whether ascites 1s
caused by portal hypertension or by another process.
Ascites studies also are used to rule out infection and
malignancy. Paracentesis should be performed 1n all
patients with either new onset of ascites or worsening
ascites. Paracentesis also should be performed when SBP
1s suggested by the presence of abdominal pain, fever,
leukocytosis, or worsening hepatic encephalopathy. Some
argue that paracentesis should be performed 1n all patients
with cirrhosis who have ascites at the time of
hospitalization, given the significant possibility of
asymptomatic SBP.



Table 3. Ascites Tests
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Ascitic fluid with more than 250 PMNs/mm3 defines neutrocytic
ascites and SBP. Many cases of ascites fluid with more than 1000
PMNs/mm3 (and certainly >5000 PMNs/mm3) are associated with
appendicitis or a perforated viscus with resulting bacterial peritonitis.
Appropriate radiologic studies must be performed 1n such patients to
rule out surgical causes of peritonitis. Lymphocyte-predominant
ascites raises concerns about the possibility of underlying malignancy
or tuberculosis. Similarly, grossly bloody ascites may be observed in
malignancy and tuberculosis. Bloody ascites 1s seen infrequently in
uncomplicated cirrhosis. A common clinical dilemma 1s how to
interpret the ascites PMN count in the setting of bloody ascites. This
author recommends subtraction of 1 PMN for every 250 RBCs 1n
ascites 1n order to ascertain a corrected PMN count.

The yield of ascites culture studies may be increased by directly
inoculating 10 mL of ascites into aerobic and anaerobic culture bottles
at the patient's bedside.



Medical treatment of ascites
Therapy for ascites should be tailored to the patient's needs. Some
patients with mild ascites respond to sodium restriction or diuretics
taken once or twice per week. Other patients require aggressive
diuretic therapy, careful monitoring of electrolytes, and occasional
hospitalization to facilitate even more intensive diuresis.
Sodium restriction
Salt restriction 1s the first line of therapy. In general, patients begin
with a diet containing less than 2000 mg sodium per day. Some
patients with refractory ascites require a diet containing less than
500 mg sodium per day. However, ensuring that patients do not
construct diets that might place them at risk for calorie and protein
malnutrition 1s important. Indeed, the benefit of commercially
available liquid nutritional supplements (which often contain
moderate amounts of sodium) often exceeds the risk of slightly
increasing the patient's salt intake.



Diuretics

Diuretics should be considered the second line of therapy. Spironolactone (Aldactone)
blocks the aldosterone receptor at the distal tubule. It is dosed at 50-300 mg once per day.
Although the drug has a relatively short half-life, its blockade of the aldosterone receptor

lasts for at least 24 hours. Adverse effects of spironolactone include hyperkalemia,

gynecomastia, and lactation. Other potassium-sparing diuretics, including amiloride and

triamterene, may be used as alternative agents, especially in patients complaining of

gynecomastia.

Furosemide (Lasix) may be used as a solo agent or in combination with spironolactone. The
drug blocks sodium reuptake in the loop of Henle. It is dosed at 40-240 mg per day in 1-2
divided doses. Patients infrequently need potassium repletion when furosemide is dosed in

combination with spironolactone.

Aggressive diuretic therapy in hospitalized patients with massive ascites can safely induce a

0.5- to 1-kg weight loss per day, providing that patients undergo careful monitoring of renal

function. Diuretic therapy should be held in the event of electrolyte disturbances, azotemia,

or induction of hepatic encephalopathy. Thus far, evidence-based medicine has not
supported the use of albumin as an aid to diuresis in the patient with cirrhosis who i1s
hospitalized. However, the author's anecdotal experience suggests that albumin may increase
the efficacy and safety of diuretics. The author's practice in patients who are
hypoalbuminemic is to administer intravenous furosemide following intravenous infusion of
albumin at 25 g twice per day, in addition to ongoing therapy with spironolactone.



Large-volume paracentesis
Aggressive diuretic therapy is ineffective in controlling ascites in approximately
5-10% of patients. Such patients with massive ascites may need to undergo
large-volume paracentesis in order to receive relief from symptoms of
abdominal discomfort, anorexia, or dyspnea. The procedure also may help
reduce the risk of umbilical hernia rupture.

Large-volume paracentesis was first used in ancient times. It fell out of favor
from the 1950s through the 1980s with the advent of diuretic therapy and
following a handful of case reports describing paracentesis-induced azotemia.
In 1987, Gines and colleagues demonstrated that large-volume paracentesis
could be performed with minimal or no impact on renal function. This and other
studies showed that 5-15 L of ascites could be removed safely at one time.
Large-volume paracentesis is thought to be safe in patients with peripheral
edema and 1n patients not currently treated with diuretics. Debate exists whether
colloid infusions (eg, with 5-10 g albumin per 1 L ascites removed) are
necessary to prevent intravascular volume depletion in patients who are
receiving ongoing diuretic therapy or in patients with mild or moderate
underlying renal insufficiency.



Peritoneovenous shunts

LeVeen shunts and Denver shunts are devices that permit the

return of ascites fluid and proteins to the intravascular space.

Plastic tubing inserted subcutaneously under local anesthesia

connects the peritoneal cavity to the internal jugular vein or

subclavian vein via a pumping chamber. These devices are

successful at relieving ascites and reversing protein loss in some
patients. However, serious complications are observed in 10% of
the recipients of these devices. Complications include peritoneal

infection, sepsis, disseminated intravascular coagulation, and

congestive heart failure. Shunts may clot and require
replacement 1n an additional 30% of patients. However,
peritoneovenous shunts may be a reasonable form of therapy for
patients with refractory ascites who are not candidates for TIPS
or liver transplantation.



Portosystemic shunts and transjugular intrahepatic portosystemic shunts
The prime indication for portocaval shunt surgery is the management of refractory variceal
bleeding. However, since 1945, the medical field has recognized that portocaval shunts, by
decompressing the hepatic sinusoid, may improve ascites. The performance of a side-to-side
portocaval shunt for ascites management must be weighed against the approximate 5% mortality
rate associated with this surgery and the chance (as high as 30%) of inducing hepatic
encephalopathy.

TIPS 1s an effective tool in managing massive ascites in some patients. Ideally, TIPS placement
produces a decrease in sinusoidal pressure and a decrease in plasma renin and aldosterone levels,
with subsequent improved urinary sodium excretion. In one study, 74% of patients with refractory

ascites achieved complete remission of ascites within 3 months of TIPS placement. However,
patient selection for the procedure is important. Creation of TIPS has the potential to worsen
preexisting hepatic encephalopathy and exacerbate liver dysfunction in patients with severe
underlying liver failure.

In the author's opinion, TIPS use should be reserved for patients with Child class B cirrhosis or
patients with Child class C cirrhosis without severe coagulopathy or encephalopathy. Previously,
shunt stenosis was observed in one half of cases within 1 year of placement, necessitating
angiographic revision. Although the advent of coated stents appears to be reducing the incidence
of shunt stenosis, patients must still be willing to return to the hospital for Doppler and
angiographic follow-up of TIPS patency.

Liver transplantation
Patients with massive ascites have a less than 50% 1-year survival rate. Liver transplantation
should be considered as a potential means of salvaging the patient prior to the onset of intractable
liver failure or hepatorenal syndrome.



HEPATIC ENCEPHALOPATHY
Definition
Hepatic encephalopathy is a syndrome observed in some patients with cirrhosis
that is marked by personality changes, intellectual impairment, and a depressed
level of consciousness. The diversion of portal blood into the systemic
circulation appears to be a prerequisite for the syndrome. Indeed, hepatic
encephalopathy may develop in patients who do not have cirrhosis who
undergo portocaval shunt surgery.
Pathogenesis
A number of theories have been postulated to explain the pathogenesis of
hepatic encephalopathy in patients with cirrhosis. Patients may have altered
brain energy metabolism and increased permeability of the blood-brain barrier.
The latter may facilitate the passage of neurotoxins into the brain. Putative
neurotoxins include short-chain fatty acids, mercaptans, false neurotransmitters
(eg, tyramine, octopamine, and beta-phenylethanolamines), ammonia, and
gamma-aminobutyric acid (GABA).



Clinical features of hepatic encephalopathy
The symptoms of hepatic encephalopathy may range from mild to severe and
may be observed in as many as 70% of patients with cirrhosis. Symptoms are
graded on the following scale:
Grade 0 - Subclinical; normal mental status, but minimal changes in memory,
concentration, intellectual function, coordination
Grade 1 - Mild confusion, euphoria or depression, decreased attention, slowing
of ability to perform mental tasks, irritability, disorder of sleep pattern (ie,
inverted sleep cycle)

Grade 2 - Drowsiness, lethargy, gross deficits in ability to perform mental tasks,
obvious personality changes, inappropriate behavior, intermittent disorientation
(usually for time)

Grade 3 - Somnolent but arousable, unable to perform mental tasks,
disorientation to time and place, marked confusion, amnesia, occasional fits of
rage, speech 1s present but incomprehensible
Grade 4 - Coma, with or without response to painful stimuli
Patients with mild and moderate hepatic encephalopathy demonstrate decreased
short-term memory and concentration on mental status testing. Findings upon
physical examination include asterixis and fetor hepaticus.



Laboratory abnormalities in hepatic encephalopathy
An elevated arterial or free venous serum ammonia level is the classic
laboratory abnormality reported in patients with hepatic encephalopathy.
This finding may aid in the assignment of a correct diagnosis to a patient
with cirrhosis who presents with altered mental status. However, serial
ammonia measurements are inferior to clinical assessment in gauging
improvement or deterioration in patients under therapy for hepatic
encephalopathy. No utility exists for checking the ammonia level in a patient
with cirrhosis who does not have hepatic encephalopathy.

Some patients with hepatic encephalopathy have the classic but nonspecific
electroencephalogram (EEG) changes of high-amplitude low-frequency
waves and triphasic waves. EEG may be helpful in the initial workup of a
patient with cirrhosis and altered mental status when ruling out seizure
activity may be necessary.

CT scan and MRI studies of the brain may be important in ruling out
intracranial lesions when the diagnosis of hepatic encephalopathy 1s in
question.



Management of hepatic encephalopathy
Nonhepatic causes of altered mental function must be excluded in patients with
cirrhosis who have worsening mental function. A check of the blood ammonia level
may be helpful in such patients. Medications that depress CNS function, especially
benzodiazepines, should be avoided. Precipitants of hepatic encephalopathy should be
corrected (eg, metabolic disturbances, GI bleeding, infection, constipation).
Lactulose 1s helpful in patients with the acute onset of severe encephalopathy symptoms
and 1n patients with milder, chronic symptoms. This nonabsorbable disaccharide
stimulates the passage of ammonia from tissues into the gut lumen and inhibits
intestinal ammonia production. Initial lactulose dosing 1s 30 mL orally once or twice
daily. Dosing 1s increased until the patient has 2-4 loose stools per day. Dosing should
be reduced if the patient complains of diarrhea, abdominal cramping, or bloating.
Higher doses of lactulose may be administered via either a nasogastric tube or rectal
tube to hospitalized patients with severe encephalopathy. Other cathartics, including
colonic lavage solutions that contain polyethylene glycol (PEG) (eg, Go-Lytely), also
may be effective in patients with severe encephalopathy.

Neomycin and other antibiotics (eg, metronidazole, oral vancomycin, paromomycin,
oral quinolones) serve as second-line agents. They work by decreasing the colonic
concentration of ammoniagenic bacteria. Neomycin dosing 1s 250-1000 mg orally 2-4
times daily.



Rifaximin (Xifaxan, Salix Pharmaceuticals, Inc, Morrisville, NC) is a nonabsorbable
antibiotic that received approval by the US Food and Drug Administration (FDA) in
2004 for the treatment of travelers' diarrhea. Experience in Europe over the last 2
decades suggests that rifaximin can decrease colonic levels of ammoniagenic bacteria,
with resulting improvement in hepatic encephalopathy symptoms. Typical rifaximin
dosing in European hepatic encephalopathy trials was two 200 mg tablets taken orally 3
times daily. Work is being done to determine if lower doses of the medication can
effectively treat hepatic encephalopathy.

Other chemicals capable of decreasing blood ammonia levels are L-ornithine
L-aspartate (available in Europe) and sodium benzoate.

Low-protein diets were recommended routinely in the past for patients with cirrhosis.
High levels of aromatic amino acids contained in animal proteins were believed to lead
to increased blood levels of the false neurotransmitters tyramine and octopamine, with
resulting worsening of encephalopathy symptoms. In this author's experience, the vast
majority of patients can tolerate a protein-rich diet (>1.2 g/kg/d) including well-cooked
chicken, fish, vegetable protein, and, if needed, protein supplements. Although protein
restriction may play a role in the management of the patient with an acute flare of
hepatic encephalopathy, it rarely is necessary in patients with chronic encephalopathy
symptoms. Furthermore, many patients with cirrhosis have protein-calorie malnutrition
at baseline. The routine restriction of dietary protein intake increases their risk for
worsening malnutrition.



OTHER MANIFESTATIONS OF CIRRHOSIS; ASSESSMENT OF
SEVERITY OF CIRRHOSIS
All chronic liver diseases that progress to cirrhosis have in common the
histologic features of hepatic fibrosis and nodular regeneration. However,
patients' signs and symptoms may vary depending on the underlying etiology of
liver disease. As an example, patients with end-stage liver disease caused by
hepatitis C might develop profound muscle wasting, marked ascites, and severe
hepatic encephalopathy, with only mild jaundice. In contrast, patients with
end-stage primary biliary cirrhosis might be deeply icteric, with no evidence of
muscle wasting. These patients may complain of extreme fatigue and pruritus
and have no complications of portal hypertension. In both cases, medical
management 1s focused on the relief of symptoms. Liver transplantation should
be considered as a potential therapeutic option, given the inexorable course of
most cases of end-stage liver disease.

Many patients with cirrhosis experience fatigue, anorexia, weight loss, and
muscle wasting. Cutaneous manifestations of cirrhosis include jaundice, spider
angiomata, skin telangiectasias (termed “paper money skin” by Dame Sheila
Sherlock), palmar erythema, white nails, disappearance of lunulae, and finger

clubbing, especially in the setting of hepatopulmonary syndrome.



Patients with cirrhosis may experience increased conversion of androgenic steroids into estrogens
in skin, adipose tissue, muscle, and bone. Males may develop gynecomastia and impotence. Loss
of axillary and pubic hair is noted in both men and women. Hyperestrogenemia also may explain
spider angiomata and palmar erythema.
Hematologic manifestations
Anemia may result from folate deficiency, hemolysis, or hypersplenism. Thrombocytopenia
usually 1s secondary to hypersplenism and decreased levels of thrombopoietin. Coagulopathy
results from decreased hepatic production of coagulation factors. If cholestasis is present,
decreased micelle entry into the small intestine leads to decreased vitamin K absorption, with
resulting reduction in hepatic production of factors II, VII, IX, and X. Patients with cirrhosis also
may experience fibrinolysis and disseminated intravascular coagulation.
Pulmonary and cardiac manifestations
Patients with cirrhosis may have impaired pulmonary function. Pleural effusions and the
diaphragmatic elevation caused by massive ascites may alter ventilation-perfusion relations.
Interstitial edema or dilated precapillary pulmonary vessels may reduce pulmonary diffusing
capacity.
Patients also may have hepatopulmonary syndrome (HPS). In this condition, pulmonary
arteriovenous anastomoses result in arteriovenous shunting. Classic HPS is marked by the
symptom of platypnea and the finding of orthodeoxia, but the syndrome must be considered in
any patient with cirrhosis who has evidence of oxygen desaturation. HPS most readily is detected
by echocardiographic visualization of late-appearing bubbles in the left atrium following the
injection of agitated saline. Some cases of HPS may be corrected by liver transplantation.
Pulmonary hypertension is observed in approximately 1% of patients with cirrhosis. Its etiology
1s unknown.



Hepatocellular carcinoma and cholangiocarcinoma
Hepatocellular carcinoma (HCC) occurs in 10-25% of patients with cirrhosis in the
United States and most often is associated with hemochromatosis, alpha-1 antitrypsin
deficiency, hepatitis B, hepatitis C, and alcoholic cirrhosis. HCC is observed less
commonly in primary biliary cirrhosis and is a rare complication of Wilson disease.
Cholangiocarcinoma occurs in approximately 10% of patients with primary sclerosing
cholangitis.
Other diseases associated with cirrhosis
Other conditions that appear with increased incidence in patients with cirrhosis include
peptic ulcer disease, diabetes, and gallstones.
Assessment of the severity of cirrhosis
The most common tool for gauging prognosis in cirrhosis is the Child-Turcotte-Pugh
(CTP) system. Child and Turcotte first introduced their scoring system in 1964 as a
means of predicting the operative mortality associated with portocaval shunt surgery.
Pugh's revised system in 1973 substituted albumin for the less specific variable of
nutritional status. More recent revisions use International Normalized Ratio (INR) in
addition to prothrombin time.
Recent epidemiologic work shows that the CTP score may predict life expectancy in
patients with advanced cirrhosis. A CTP score of 10 or greater is associated with a 50%
chance of death within 1 year.



Table 4. Child-Turcotte-Pugh Scoring System for Cirrhosis (Child
class A=5-6 points, Child class B=7-9 points, Child class C=10-15
points)
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TREATMENT OF CIRRHOSIS
Specific medical therapies may be applied to many liver diseases in an effort to
diminish symptoms and prevent or forestall the development of cirrhosis. Examples
include prednisone and azathioprine for autoimmune hepatitis, interferon and other
antiviral agents for hepatitis B and C, phlebotomy for hemochromatosis,
ursodeoxycholic acid for primary biliary cirrhosis, and zinc and penicillamine for
Wilson disease. These therapies become progressively less effective if chronic liver
disease evolves into cirrhosis. Once cirrhosis develops, treatment is aimed at the
management of complications as they arise. Certainly variceal bleeding, ascites, and
hepatic encephalopathy are among the most serious complications experienced by
patients with cirrhosis. However, attention also must be paid to patients' chronic
constitutional complaints.
Nutrition
Many patients complain of anorexia, which may be compounded by the direct
compression of ascites on the GI tract. Care should be taken to assure that patients
receive adequate calories and protein in their diets. Patients frequently benefit from the
addition of commonly available liquid and powdered nutritional supplements to the
diet. Only rarely can patients not tolerate proteins in the form of chicken, fish,
vegetables, and nutritional supplements. Institution of a low-protein diet in the fear that
hepatic encephalopathy might develop places the patient at risk for the development of
profound muscle wasting.



Adjunctive therapies
Zinc deficiency commonly is observed in patients with cirrhosis. Treatment
with zinc sulfate at 220 mg orally twice daily may improve dysgeusia and can
stimulate appetite. Furthermore, zinc is effective in the treatment of muscle
cramps and 1s adjunctive therapy for hepatic encephalopathy.
Pruritus 1s a common complaint in both cholestatic liver diseases (eg, primary
biliary cirrhosis) and in noncholestatic chronic liver diseases (eg, hepatitis C).
Although increased serum bile acid levels once were thought to be the cause of
pruritus, endogenous opioids are more likely to be the culprit pruritogens. Mild
itching complaints may respond to treatment with antihistamines.
Cholestyramine 1s the mainstay of therapy for the pruritus of liver disease. Care
should be taken to avoid coadministration of this organic anion binder with any
other medication, to avoid compromising GI absorption. Other medications that
may provide relief against pruritus include ursodeoxycholic acid, ammonium
lactate 12% skin cream (Lac-Hydrin, Westwood-Squibb Pharmaceuticals, Inc,
Princeton, NJ), naltrexone (an opioid antagonist), rifampin, gabapentin, and
ondansetron.



Some male patients suffer from hypogonadism. Patients with severe symptoms
may undergo therapy with topical testosterone preparations, although their
safety and efficacy is not well studied. Similarly, the utility and safety of growth
hormone therapy remains unclear.

Patients with cirrhosis may develop osteoporosis. Supplementation with
calcium and vitamin D 1s important in patients at high risk for osteoporosis,
especially patients with chronic cholestasis, patients with primary biliary
cirrhosis, and patients receiving corticosteroids for autoimmune hepatitis. The
discovery of decreased bone mineralization upon bone densitometry studies
also may prompt institution of therapy with an aminobisphosphonate (eg,
alendronate sodium).

Regular exercise, including walking and even swimming, should be encouraged
in patients with cirrhosis, lest the patient slip into a vicious cycle of inactivity
and muscle wasting. Debilitated patients frequently benefit from formal
exercise programs supervised by a physical therapist. Patients with chronic liver
disease should receive vaccination to protect them against hepatitis A. Other
protective measures include vaccination against hepatitis B, pneumococci, and
influenza.



Drug hepatotoxicity in the patient with cirrhosis
The institution of any new medical therapy warrants the performance of
more frequent liver chemistries. Indeed, patients with liver disease can 1ll
afford to have drug-induced liver disease superimposed on their
condition. Medications frequently associated with drug-induced liver
disease include NSAIDs, 1soniazid, valproic acid, erythromycin,
amoxicillin/clavulanate, ketoconazole, and chlorpromazine.
NSAID use may predispose patients with cirrhosis to develop GI
bleeding. Patients with decompensated cirrhosis are at risk for
NSAID-induced renal msufficiency, presumably because of
prostaglandin inhibition and worsening of renal blood flow. Other
nephrotoxic agents such as aminoglycoside antibiotics also should be
avoided.

Low-dose estrogens and progesterone appear to be safe in the setting of
liver disease. Hepatic 3-methylglutaryl coenzyme A (HMG Co-A)
reductase inhibitors frequently are associated with mild elevations of
alanine aminotransferase (ALT). However, severe hepatotoxicity 1s
reported infrequently. Their use should be monitored carefully in patients
with liver disease.



Surgery in the patient with cirrhosis
Surgery and general anesthesia carry increased risks in the patient with
cirrhosis. Anesthesia reduces cardiac output, induces splanchnic
vasodilation, and causes a 30- to 50%-reduction in hepatic blood flow. This
places the cirrhotic liver at additional risk for decompensation. Surgery is
said to be safe in the setting of mild chronic hepatitis. Its risk in patients
with severe chronic hepatitis 1s unknown. Patients with well-compensated
cirrhosis have an increased but acceptable risk of morbidity and mortality. A
study of nonshunt abdominal surgeries demonstrated a 10% mortality rate
for patients with Child class A cirrhosis as opposed to a 30% mortality rate
for patients with Child class B cirrhosis and a 75% mortality rate for
patients with Child class C cirrhosis. Thus, unless absolutely necessary,
surgery should be avoided in the patient with cirrhosis. Although
cholecystectomy was among the riskier surgeries noted, several recent
reports have described the successful performance of laparoscopic
cholecystectomy in patients with Child class A and B cirrhosis.



Monitoring the patient with cirrhosis
Patients with cirrhosis should undergo routine follow-up monitoring of their
complete blood count, renal and liver chemistries, and prothrombin time. The
author's policy is to monitor stable patients 3-4 times per year. The author performs
routine diagnostic endoscopy to determine whether the patient has asymptomatic
esophageal varices. Follow-up endoscopy 1s performed in 2 years if varices are not
present. If varices are present, treatment 1s initiated with a nonselective
beta-blocker (eg, propranolol, nadolol), aiming for a 25% reduction in heart rate.
Such therapy offers effective primary prophylaxis against the new onset of variceal
bleeding.

This author encourages the screening of patients to rule out the interval
development of HCC. The author's practice 1s to perform abdominal
ultrasonography and alpha-fetoprotein testing twice yearly, although the clinical
utility and cost-effectiveness of this strategy remains controversial. In the past,
clinical suspicion for HCC mandated the performance of a confirmatory biopsy, by
either ultrasound or CT guidance. However, guided biopsy is accompanied by a
significant false-negative rate. Biopsy may be complicated either by hemorrhage or
by the tracking of tumor cells in the needle tract. Increasingly, patients with clinical
diagnoses of cirrhosis and HCC are monitored in the setting of liver transplant
programs.



Many hepatologists and surgeons now rely on noninvasive testing when
1t comes to making a diagnosis of HCC. In many transplant programs,
the presence of a suspicious lesion on both triple-phase CT scan and MRI
or the combination of a suspicious finding on radiologic study and an
alpha-fetoprotein (AFP) level of greater than 400 ng/mL 1s felt to have
the same or an even greater diagnostic power than guided liver biopsy.
Patients with a diagnosis of HCC and no evidence of extrahepatic
disease, as determined by chest and abdominal CT scans and by bone
scan, should be offered curative therapy. Commonly, this therapy entails
liver resection surgery for patients with Child Class A cirrhosis and an
accelerated course to liver transplantation for patients with Child Class B
and C cirrhosis. Patients who await liver transplantation are often offered
minimally invasive therapies in an effort to keep tumors from spreading.
These therapies include percutaneous injection therapy with ethanol,
radiofrequency thermal ablation, and chemoembolization.



LIVER TRANSPLANTATION
Liver transplantation has emerged as an important strategy in
the management of patients with decompensated cirrhosis.
Patients should be referred for consideration of liver
transplantation after the first signs of hepatic decompensation.
Advances 1n surgical technique, organ preservation, and
immunosuppression have resulted in dramatic improvements
in postoperative survival over the last 2 decades. In the early
1980s, the percentage of patients surviving 1 year and 5 years
after liver transplant were only 70% and 15%, respectively.
Now, patients can anticipate a 1-year survival rate of 85-90%
and a 5-year survival rate of higher than 70%. Quality of life
after liver transplant 1s good or excellent 1n most cases.



Contraindications for liver transplantation include severe cardiovascular or pulmonary
disease, active drug or alcohol abuse, malignancy outside the liver, sepsis, or
psychosocial problems that might jeopardize patients' abilities to follow their medical
regimens after transplant. The presence of HIV in the bloodstream also is a
contraindication to transplant. However, successful liver transplantations are now being
performed 1n patients with no detectable HIV viral load due to antiretroviral therapy.
Additional clinical study is required before liver transplantation can be offered routinely
to such patients.

Organ allocation
Approximately 5000 liver transplants are performed in the United States each year.
Although an increasing number of patients' lives are saved each year by transplant, the
rising number of diagnosed cases of cirrhosis, fueled in part by the hepatitis C
epidemic, has resulted in a dramatic increase in the number of patients listed as
candidates for liver transplantation.

Approximately 12-15% of patients listed as candidates die while waiting because of the
relatively static number of organ donations. Strategies to improve the current donor
organ shortage include programs to increase public awareness of the importance of
organ donation, increased use of living donor liver transplantation for pediatric and
adult recipients, organ donation after cardiac death, and the use of extended criteria
donors (ECD).



