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OCOBEHOCTWU KITMHUYECKOIO TEMEHUA XPOHUYECKOIO BUPYCHOI'O

FrENATUTA B B TAODXKUWKUCTAHE
C. A3umoesa, A. /lycmoe

VHCTUTYT racTpO3HTEPOJIOTHH AKaAeMUU MEIUIIMHCKUX HaykK; MUHHCTEPCTBO 3apaBooxpaneHus Pecryonuku TamkukucTan

Y 12 (63%) 6onvneix ¢ eenomunom A eupyca eenamuma B (HBV) u y 4 (50%) 6onvusix ¢ ecenomunom D evisignen HbeAg-
necamugnbvlii penomun HBV. Jluws y oonoco 6onvrozo ¢ cenomunom C ommeuern HbeAg-necamuenuiii penomun HBV. V
00H020 bonbHOo20 ¢ 2enomunom D nabniooanu bonee neckoe medenue 2enamuma u npozpeccuposaniie yupposa nevenu. Knunu-
uecKas KapmuHa xpoHudeckozo eenamuma (XI') 6o muoeom onpedensanacy cenomunov HBV. IIpu smom visigrero, umo y 60ib-
noix XTI, unguyuposannvix HBV cenomuna D u C, 3abonesanue umeem b6onee msiekoe meuenue. Y smux 00nbHbIX OMMeYaniocs
bonee pedxoe u 6 bonee n030HUe CPOKU POPMUPOBAHUE YUPpPO3a neveHu. B mo dice epems y 6onvhblx, unuyuposaruvix HBV
eenomunom A, nabniooanocs 6onee azpeccugnoe meuenue XI' ¢ 6onee pannumu cpokamu Gopmuposaniust yuppo3a neyeHu.

Knwuesvie cnosa: xpommecxuzi cenamum, eupyc B, KJIUHUKA, ()uaenocmuka, mymayus, ceHomun

PECULIARITIES OF THE CLINICAL COURSE OF VIRAL HEPATITIS B IN TADZHIKISTAN

S. Azimova, A. Dustov

Institute of Gerontology, Tadzhikistan

12 (53%) patients with genotype A and 4 (50%) with genotype D of hepatitis virus B (HBV) had HbeAg-negative phenotype of

HBYV. Patients with genotypes C and D were characterized by a milder clinical course of hepatitis, liver cirrhosis progressed
only in one of them. Patients infected with HBC of genotype A suffered more severe condition and earlier development of

cirrhosis.

Key words: chronic hepatitis, B virus, clinical features, diagnostics, mutation, genotype

AKTHBHOE U3yueHHE TeHOTHITOB Bupyca reraruta B (HBV)
Ha4aJIoch B KOHLE 80-X rOZ0B MPOLUIOTO BeKa, OCIe TOro Kak
ObLTa yCTaHOBJIEHA CTPYKTypa reHoma Bupyca [1]. B Hacros-
Iee BpeMsi M3BECTHO 8 OCHOBHBIX TeHoTHIoB HBV, 00o03Ha-
yaembix OykBamu oT A 110 H [2,3]. Tenotunst HBV sBnsirorcst
BapUaHTaMH BUPYCa, OTIIMYAIOLIMMHUCS JPYT OT Apyra Hocie-
JIOBaTeJIbHOCTBIO aMUHOKHUCIIOTHOM 1enu B reHome [ 1]. Hanb-
Helilllee TaKCOHOMHYECKOE OIPEAENICHUE IIPeLyCMarpuBaeT

JieJieHHe TeHOTUIIOB Ha CyOreHOTHIIbl, uMmerorue oomnee 4%,
HO MeHee 8% pa3nuuil B aMHHOKHUCIIOTHOM CTPYKType FreHoMa
[4]. Tenotuns! E, G 1 H He nmeroT cyOreHOTHIIOB.
I'enoturiam HBV cBoiicTBeHHO reorpaduueckoe pacrpe-
nenenue [5—S8]. B wactHocTH, B cTpanax FOro-Bocrounoit
Aszun nipeobrnanator reHotunsl B n C, B ctpanax CeBepHOi
EBpomnsr — renotun A, ocobenno cybrenorun A2. B cpe-
JU3€MHOMOPCKHUX CTpaHax ITIaBHBIM 00pa3oM BCTpEdaeTCs
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Tabnuua 1. KnuHuko-nabopamopHble XxapakmepucmuKu
60/1bHbIX XPOHUYECKUM 2er1amumom ¢ OUKUM U MymaHMHbIM
eapuaHmom supyca cenamuma B (M+m)

BonbHble XBIK BonbHble XBI
MokasaTens 1-a rpynna ¢ 2-q rpynna c p

VKM BUPY- MYTaHTHbLIM BU-

com (n = 28) pycom (n = 48)
AnAT, Ea/n 168,1 £ 9,9 290,1 £ 10,6 < 0,01
AnAT, Ea/n 65,4 + 3,6 100,3+£5,0 <0,05
Lo, Ea/n 1456 £ 5,0 185,7£4,5 < 0,01
O6Lwmn dunupy- 18,3+ 3,0 16,9+ 3,4 <0,5
OvH
[MpoTpoMOUHOBBIN 96,1+ 9,1 80,6 +6,5 <0,2
nHAaeke, %
TpombouuTsl, - 230,1+6,3 200,8 +5,4 0,5
10%n
[enatomeranus, % 11,0 0 0,01
HBV-DNA 2487 +130,0 125,1£9,3 < 0,001
AcTeHun4eckmmn 11,0 91,0 < 0,001
CUHLPOM
BHenevyeHo4YHbIE 0 8,4 < 0,001
nposienenus, %

MpnmevyaHune. p — OOCTOBEPHOCTb Pas3nUyMin nokasare-
nen B 1-1 n 2-n rpynnax 6onbHbIx XIB.

rerorun D, npuuem B ['perun, CepOun u Mranuu pacrpo-
CTPAaHEHHOCTh 3TOro reoruna gocturaet 100%.

AHanu3 pacHpOCTPAHEHHOCTH Pa3IMYHBIX T'€HOTHIIOB
HBV B otnensHbIx peruonax Poccum [7,9—11], B yacTHO-
¢ty B MockBe 1 MOCKOBCKOI 001acTH, 1okasai, 4To 31ech
npeobnanaet renotunl D (89,4%); renotunsl A u B BcTpe-
yarorcs ¢ yacroroit ot 0,4 1o 6,5%. B nureparype nocien-
HUX JIET yKa3bIBACTCs, UTO U3-32 MUTPAIINN HACEIECHHs YKa-
3aHHbIe TeHOTHITEI HBV MOryT BCTpeyarscsi B OJJHUX M TEX
xKe cTpaHax [9—14].

B macrosiiee BpeMsi B MHOTOYMCIICHHBIX ITyOJTMKAIIHSX
YKa3aHbl 0COOCHHOCTH KJIMHUYECKOTO TEUCeHHs reraruta B B
3aBUCUMOCTH OT reHoTumna Bupyca [11—13]. HauGompmmit
VHTEpEC C KIMHUYECKON TOUKH 3PEHHS TIPE/ICTABIISIET aHAJIH3
BiusAHUA reHotuna HBV Ha ectecTBeHHOE TeueHWe pasnnd-
HbIX (hopm HBV-nrdexnnn n 3phekTHBHOCTE IPOTUBOBUPYC-
HOTO JiedeHus1. B ctpanax Asuu n3ydeHUe pa3uyHbIX acIieK-
ToB HBV-uH(exunn Beaercs akTuBHEE, YeM B €BPOICHCKHX
CTpaHax, 4YTO CBsI3aHO C OOJBLICH PacpOCTPaHEHHOCTHIO H
aKTYyaJIbHOCTBIO YKA3aHHOW HH(EKIMH B TUX PErHOHaX.

B mocnenHue roasl MpoBeIEHO MHOXKECTBO MCCIIEH0Ba-
HUIA, CBHJETENBCTBYIOIIMX O TOM, YTO Ha TEYEHHE 3a0oiie-
BaHMs BIUsIET He Tonbko reHotunn HBV, HO u Toueunsie my-
TaIMu, IPU KOTOPBIX NPOUCXOAAT U3MEHEHHS Ha YPOBHE OJI-
HOTO WM JBYX a30TUCTBIX OCHOBaHMi [15—17]. Yka3zanHoe
sBIeHre TUIMYHO Ui HBV, mockonbKy pemmkanys 3Toro
BUPYCa OCYIIECTBIISIETCS C BBICOKOH CKOPOCTHIO IIPU YYaCTHH
(epmenTa OOpaTHON TPAHCKPUIITA3bI, KOTOpPasi «CKIOHHA»
Hapymars crpykrypy JHK [14]. B renome HBV umerorcs
Y4YacTKH, HanboJiee MoABEepKEHHbIE OIIPele/ICHHBIM MyTalll-
sIM. DTO TIpekze Bcero odmactu precore (myramms A 1896)
u core promoter (myrtauus T1762/A 1764). Kpome Toro, Bo
MHOTHX paboTax MMOKa3aHo, YTO yKa3aHHbIE MyTaIllH{ acCOIIHU-
UpYIOTCA C TeM WM UHBIM reHoTuniom HBV [16, 17].

Lenpro HacTOsmIel pabOTHI OBLIO M3y4YEHHE KIMHHYE-
CKHX ¥ MOJICKYJISIPHO-TEHETUYECKUX 0COOCHHOCTEH XPOHH-
yeckoro BupycHoro renaruta B (XI'B) B Tajxukucrane.

MaTepnan U METOAbI

O6cnenoano 209 6onbubix XI'B. BupycHble aHTUTEHBI
HBsAg, HBeAg u anturena AbHBsAg, AbHBe, AbHBc-
IgM, AbHBc-IgG nccnenoBanu METOIOM reMarriioTHHAITIH

(Institute of Immunology Co., Ltd, Tokwno, Snonwus). Beisie-
nenne JIHK mpoBoanmnm meTtomoM monmMMepazHOW LEmHOM
peakuuu, 1uist reHotunvpoanust HBV ucnonbszoBanu meron,
OCHOBaHHBIN Ha ITOMMMOp(U3ME JUTHH (PParMEeHTOB PECTPHK-
MK aMIUIMUIIPOBaHHBIX ydacTkoB reHoma HBV (PCR-
RFLP). MonekysspHO-TeHETHIECKHE UCCIICI0BaHHs BHpYyCa
NPOBOJAMIIUCH B J1A0OPATOPUM MOJICKYIISIPHOH TeHETUKH W
unpopmarukn Harolickoro ynusepcurera (Snonws). O0-
cllelOBaHHBIE OOJIbHBIE OBUTH Pa3/ielieHbl Ha 2 TPYMIbL: 1-10
TPyYIIY COCTaBHIIM OOJIbHBIE ¢ HATMUMEM Jukoro tTuna HBV-
nndexnun: HBsAg+, HBeAg-, AbHBe-; 2-to — ¢ myTaHT-
HbIM THIIOM HBV-nndexmun: HBsAg+, HBeAg-, AbHBe+.

Pe3ysibTarsl 1 00cyxKIeHUE

VYV 28 u3 76 GONBHBIX ONPE/ICICH JUKUI BapUAaHT BUpYCa
HBYV (1-s rpymma) u y 48 605mbHBIX — MyTaHTHBIH TUIT HBV
(2-s1 Tpynma). B 1-i rpymme O0bu10 15 My)uuH U 13 KeHIIuH,
BO 2-i1 — 30 my»xunH u 13 xenmwmH. [Ipn nsyuennu Bospact-
HOTO COCTaBa TPYMIT OOJBHBIX TAKKE BBIABICHBI Pa3iIHUMs.
Cpenu 6ompabix XI'B ¢ aukum Bapuantom HBV nipeobnaganm
nuna B Bospacte ot 33 1o 48 ner, a cpeau 6ombHbIX XI'B ¢
MyTaHTHBIM BapuantoM HBV — B Bo3pacte ot 20 10 30 net.

Hamu npoBeneHo cpaBHEHHE KIMHUKO-Ta00PaTOPHBIX
JIAHHBIX OOJIBHBIX C JIMKUM W MYTaHTHBIM Bapuantom HBV.
Kinnunueckoe teuenne XI'B ¢ myranTHbiM BapuantoM HBV
OTIIMYAJIOCh 3HAYUTEIbHBIMH KOJIEOaHUSMH YPOBHS BUPEMHU
Y aKTUBHOCTHU TpaHCaMMHa3 (aJIaHMHAMUHOTpaHC(epaszbl —
AJlaT), uepenoBaHHEM NEPUOIOB AKTUBHOCTH I1aTOJOTH-
YEeCKOro Ipolecca U KIMHUKO-OMOXUMHYECKOH pPEeMUCCHH
3a0oneBanus. [lepronsl peMuccuy ¢ HOPMaJIbHOM aKTUBHO-
CTBhIO TpaHcaMuHa3 ¥ HU3KUM ypoBHemM HBV-JIHK (menee
10° xonwmit/mi) ObUTH JUTHTETEHBIMHA. OOOCTPEHUS MOPOI
MIPOTEKaJIN OBICTPO C Pa3BUTHEM LIUPPOTHUYECCKUX N3MEHEHUH
neyeny. Muorna peuuaus xponuueckoii HBV-undexnun
10 KJIMHUYECKON KapTHHE HAOMUHAJI OCTPBIA rematut B.
I'pynma 6omeabx XI'B ¢ MyTanTHEIM Bapnantom HBV oxka-
3aJach OYEeHb HEOTHOPOAHOHN IO KIMHHKO-Ta00paTOpPHBIM
MIPOSIBICHUAM 3a0oneBanus. OmnperneneHne KOHIEHTPAIHH
HBV-/IHK noporom gyBctBHTeNnsHOCTH 0,7 M3KB/MIT (OKO-
710 10° Kommit/MIT) HO3BOJIHIIO 3aKJIFOUUT, YTO y OOJTBIIIEH Ya-
cTu OoNBHBIX (Y 28) BHpyCHasi Harpy3ka oka3ajlach MEHbIIIE
1Opora 4yBCTBHTEILHOCTH 3TOr0 MeToza (Tadm. 1).

[IpuBeneHHble TaHHBIE CBUETEILCTBYIOT O TOM, UTO I1a-
TOJIOTUYECKUH Tpoliecc Ooble BhlpaxkeH y 0onpHBIX XI'B
2-{i TpyMIIBL; IPU 9TOM YPOBEHb BUPEMHUH y HUX 3HAYNTEIb-
HO HIXke (p < 0,001). Ham npeicTaBHUIIOCh MHTEPECHBIM U3-
YYHUTh CBA3b MEXIy KoHIeHTpauuein HBV u akTuBHOCTBIO
AnAT y 6osbHbIX 1-#1 1 2-# Tpymm. Y o0ciieoBaHHBIX 00JTb-
HBIX BBISBIICHA MpsIMasi JOCTOBEpHAs KOPPENALUOHHASA 3a-
BHUCUMOCTh MEXAY ITHUMH Tokazarensimu (r. = 0,748; p <
0,001), T. e. BBICOKast KOHIICHTPAIHS HBV-JIHK B CBIBOPOT-
K€ KPOBH aCCOLIMUPYETCS C BBIPAKEHHOCTHIO LIUTOJIH3A.

VY Gonbubix XI'B 1-if rpynmbl aHanu3 mokasan ciadyro
o0paTHyI0 3aBUCHMOCTh MeXay ypoBHemM HBV u akTuB-
HocTero ANAT (r, = -0,365; p = 0,147). Drot dakr ceume-
TEIBCTBYET O TOM, YTO BUPYCHAas Harpy3ka NMpPaKTHYECKH
HE BJIMSET Ha BBIPAXCHHOCTH IIUTOJUTHYECKOTO CHHIPOMA.
XI'B ¢ MyTaHTHBIM BapuaHTOM Yy HEKOTOPBIX OOJBHBIX TTPO-
TeKaJl 100pOKaYeCTBEHHO U IPEeICTaBIIUICS Kak (paza HocH-
TenmbCcTBa XpoHW4Yeckoit HBV-nndekmum, ognako y 60ib-
IIMHCTBA OOJBHBIX 2-1 TPYMIIHI TeUCHHE 3a00IeBaHUs OBIIO
arpecCrUBHBIM, COMPOBOXKIAIOCH IPKON KIMHUYECKOW CHUM-

Tabnuuya 2. FleHomunsi supyca eenamuma B

leHoTvN Mpynna 6onbHbIx XI Beero (1 = 76)
HBV 19 (n=28) | 2 (n=48)

A 11 (39,2) 15 (31,1) 26 (34,2)

D 17 (60,7) 33 (68,8) 48 (65,7)

MpumeyaHue. B ckobkax ykasaH NpOLEHT.
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NITOMATUKOM, BEIPAKEHHOW BUPEMUEH U BBICOKOW CTENEHBIO
aKTUBHOCTU TATOJIOTHUecKoro mporecca [2]. [lo mHCHHUIO
Look u coarr. (2001), XI'B ¢ myranTHEIM Bapuantom HBV
XapaKTEePU3yeTCsl ePHOJUUECKUM TTOBBIIICHUEM aKTHBHO-
CTH aMHUHOTpaHcdepas, dyepeayronMes ¢ MepUoJaMu pe-
Muccud. Ha oCHOBaHMHM M3y4YEeHUS AMHAMHKH aKTUBHOCTH
aMHHOTpaHC(epa3 aBTOPHI BBIICIAIOT BapUAHTHl TEUCHHUS
XPOHUYECKOTO TeNaTHTa: MOBTOPHBIE 000CTPEHHUS IenaTnTa,
CMEHSIOIINECS] CAMOTIPOU3BOIBHON PEMHUCCHEN C HOpMAaTH-
3anueil akTuBHOCTH AJIAT; MOCTOSIHHAS U CTOMKAas aKTUB-
HOCTB rernaturta 0e3 TeHACHIIMN K PEMHCCHH.

Pemuccun 3a0oneBaHuss ¢ HOPMaJbHOM aKTUBHOCTBIO
AnAT u nuzkoit konuentpanueit JIHK HBV B criBopoTke
KPOBH MOTYT HPOJOJDKAThCS TOAAMH M, KaK MpaBuio, 00-
JIe3Hb BHOBb BO3BpAILAETCS ¢ HEPEIAKUM Pa3BUTHEM LIUPPO-
3a ¥/WJTU TeTaToIeIUTIONSIPHOM KapnHOMBI [ 14]. Y 60ombHBIX
xpoHnueckuM HBeAg-nonoxnuTeabHbIM renaTuToM npeoo-
nananu Beicokne TUTpbl HBsAg n HBeAg, koHtneHTparus
JHK Bupyca Bcerna 6bu1a 6onee 100 TbIc. xonuil/mi u 06-
Hapy»KH1Bajach NOBbILICHHas! KOHLEeHTpauus Anti-HBc-IgM,
CBUJICTEIBCTBYIONIAS O BHICOKOM HMMYHHOM TIOBPEXKJICHHN
renaronutoB (Hadziyannis and Vassipulas,2000). B to xe
BpeMsi TIPH MYTaHTHOM BapUaHTE, HECMOTPS Ha BBICOKHE
nokaszarenn HBsAg, orcyrcrBoBanu HBeAg u anrurena x
Hemy, a yposens JIHK HBV konebancs B npenenax 10—30
TBIC. KOITMII/MJI, OTCYTCTBOBaIH Tak ke Anti-HBc-IgM.

B Hacrosiiee BpeMst HanOOINBIINIT HHTEpEC C KIMHUYC-
CKOH TOUKH 3pEHHMS MPEACTABISCT aHAN3 BIUSHUS TEHOTH-
na HBV Ha ectecTBeHHOE TeueHue pa3nuuHbx (opm HBV-
nHpeKHd ¥ 3()(HEKTHBHOCT MPOTUBOBUPYCHOTO JICUCHHS
[11]. Pe3ynbprarsl HAlIMX FEHOTHUIIMYECKHUX HCCIIETOBAHUN
HBV y 6onbubix XI'B npencrasiens! B Tadm. 2.

VY 26 (34,2%) OonbHBIX AuarHoctupoBaH reHotun HBV
A,y 48 (65,7%) — renotun D u'y 2 (10%) renorun ocra-
BAJICSl HEYTOYHEHHBIM U3-32 HU3KOH BUPYCHOM HArpy3KH.

JnurensHoCcTh 3a0051eBaHus IPY TEHOTHIIE A COCTaBILIA
4,0 £ 2,2 rona, a npu reHoturie B— 11,3 + 7 net. Hecmotpst Ha
MEHBIIYIO JUTUTEJIBHOCTh OOJE3HH, Cpeu OOJIBbHBIX C TEHOTH-
noM A yarre BeISBISUTH X BEICOKOH akTUBHOCTH (B 45% city-
yaeB) U 1uppo3 neyeHu (B 18%), a npu renorune B Bbicokast
axtuBHOCTh XI'B quarnoctuposata b y 3 60m1bHbIX (37%,
p < 0,005), a cpemu 6ompHBIX 1ppo3oM nedenu (L{IT) — y 1
(p < 0,001). Cpenn 60nbHbIX XI'B ¢ MyTaHTHBIM BapUaHTOM
BUpYCa U TEHOTUIIOM A aKTUBHOCTH IIpoliecca cocTapisiia 31
u 21%, ¢ TUKUM BapHaHTOM BUpyca W TeHotHriom D — 15%
(p <0,01) m 25% (p < 0,01). Ilpu XI" ¢ MyTaHTHBIM BapHaH-
TOM BUpYca U TeHOTUIIOM A y 21% O0JIbHBIX AUarHOCTUPOBaH
HIT, a npu XI' ¢ qUKUM BApUAHTOM B TPYIIIE 00CIICTOBAHHBIX
6onpHbIX [T He IMarHOCTUPOBAH HU Y OHOTO OONIBHOTO (P <
0,05). Y 12 (63%) 6omnbHbIX ¢ TeHOTHIIOM A 1Yy 4 (50%) G0ITh-
HBIX ¢ reHoTUnIoM D otmeuancs HBeAg-HeratnBHbIN (heHOTHIT
HBV. V 6onpnbix XI, nuadunupoBanasix HBV renorumna A,

Caesienusi 00 aBTopax:

Hucmumym zacmporsnmeponozuu M3 Pecn. Tadycuxucman
JlyctoB AGmycaman — A-p MeJ. HaykK, 3aB. J1a0. PaJnoJIOTHY;
e-mail: samad-dustov(@rambler.ru

OTMeuaock Ooree Tsokenoe TedeHue ¢ Gopmupoanuem LITT
B 33% criyuaes, a ripu reHotrnie D HaOnmromanock Gonee Jier-
xoe TeueHue XI'B u nporpeccuposanue L1 mums y ogHOro
OonpHOTO. B 1-F0 TpymIy ¢ cepoiorayecKuM mpoduieM au-
KOTO BapHaHTa BUpyca BOUUIA 14 OONBHBIX, BO 2-F0 TPYIILY
C CEepoNorHYecKuM MpodueM MyTaHTHOTO BapuaHta — 44
OonbHBIX. Y Beex 14 OONBbHBIX C JIMKUM BAPHUAHTOM BBISIBIISUTH
JHK HBV B mnaszme xposu. Bo 2-it rpynme JIHK HBV 00-
HapyxeHa B KpoBH y 29% OGonbHbIX. [Ipy aHanuse Mytanuu B
obnactu renoma HBV precore/core BbIsSIBIICHBI MyTaIly JABYX
TtunoB: A1762G u G1764A B mpoMoTOpe TeHa core, MPUBOIS-
M€ K YMEHBIIEHHUIO WIH MPEKPAIIEHNI0 PETUTUKALIMU BUPYC-
Horo reHoMa, 1 mytanusi G1894 B oOnmactu precore, KoTopast
NPUBOAUT K CUHTE3y KOPOTKOIO MENTHAA U3 28 aMUHOKHUCIIOT
precore/core Oelka-IpeAIIeCTBeHHUKA U PEKPAIEHNIO CHH-
Te3a HBeAg. Cpean GONBHBIX 2-if TPyIIbI Yarie JUarHoCTH-
poBanu XI' Beicokoi aktuBHOCTH — y 20% 1 L1y (30%), B
TO BpeMsI Kak cpear OOJIbHBIX 1-if rpyIMIIbl HU B OJHOM Cllydae
HE OTMEUEHO BBICOKOW aKTWBHOCTH Tipouiecca, u L{I1 BisiBiis-
1 pexe — y 7% narmenToB. Knmauueckne u 1adopatopHbie
TIOKA3aTeJIH, TAaKhe KaK BBIPYKEHHOCTh HEKPOTHIECKUX M BOC-
TIAJTUTENILHBIX W3MEHEHUH B TEYEHH, CBUJICTEIHLCTBOBAIU O
OoITbIIeH TATOTeHHOCTH MyTAaHTHOTO BHpPYCA.

3akioueHue

Kinnnueckoe TeueHHe XpOHUYECKOTO rernaruta y Oolib-
HBIX C MyTaHTHBIM BapuantoMm Bupyca renarura B (HBV)
OTJINYAETCS 3HAYUTEIbHBIMU KOJIeOaHUSIMU YPOBHS BUPEMHHU
U TpaHCaMHUHA3, YePEJOBaHNEM IIEPHOJOB aKTHBHOCTH T1aTO-
JIOTUYECKOro Tpolecca U KIMHUKO-OMOXMMHUYECKOH peMuc-
cuu 3a0oneBanust. Cpeau O0JIbHBIX XPOHUYECKUM TeIaTUuTOM
peo01afaloT NalUeHThl ¢ MyTaHTHbIM BapuantomM HBV-
WH(EKINH, BEI3BIBAEMON MyTalMsIMH B 00J1aCTH precore/core
HBYV u xapakTtepu3yromeincs: porpecCupyromnyM TeYEHHEM
¢ yacThiM (hopMupOBaHHEM IUppo3a NeueHH. Kinangeckas
KapTUHAa BO MHOTOM ompefneisuiack renoruniom HBV. Tlpu
9TOM BBISBICHO, YTO Yy OONBHBIX, HHpHIMPOBaHHBIX HBV
reHotuna D, 3a0oneBaHre mMeeT Oolice MATKOE TEUCHUE.
B 10 e Bpems y 60nbHBIX, HHpHUIUpoBaHHBIX HBV renotu-
na A, HaOMonanoch 0oJiee arpeCCUBHOE TEUCHUE TelaTUTa C
Ooniee paHHUMH CPOKaMH (POPMHUPOBAHHS LUPPO3a MECYCHH.
CrnenoBarenbHO, MOMTyYeHHBIE TaHHbIE, CBUICTEIILCTBYIOIIIE
o BinusiHuM reHotuna HBV Ha ecrecTBeHHOe TeueHune 3a-
OoneBaHus, O3BOJISIOT CYMTATh BECbMa IEPCHEKTHBHBIM B
JMAarHOCTHKE U TIPH BBIOOPE TAKTUKH JICYEHUS OOJBHBIX. DTO
00yYCIIOBIICHO TEM, YTO YKa3aHHasi HH()OPMAIIUS MOKET ObITh
HCIIOJIb30BaHa BpayaMU JUIsl BBIAEICHUS MAIIMEHTOB B IPyII-
IIbl PUCKA B 3aBUCHMOCTH OT XapakTepa TEUEHHUs Tenarura, a
TaKXe JUIsl JabHeHIe MHANBUIyalu3alui 1 ONTUMH3ALIN
neyeHns1. C y4eToM BCETo CKa3aHHOTO BBIIIIE BECbMa BaKHBIM
MPENCTaBIIAETCS MaclTaOHOE U CUCTEMHOE M3yUeHUE paK-
TH4eckoro onpeneneHus resotunios HBV B Tamkukucrane.

Asumosa Caonar MyrtadacBHa — KaHJI. ME/I. HayK, CT. Hay4. COTP. HHCTUTYTA.
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AUWATHOCTUYECKOE 3HAYEHUE COOEPXAHUA PA3NTUYHbIX
ANoONuUNonPOTENHOB NPU TMNEPTPUTMTMLUEPUAEMUNA

B. H. Tumos, T. A. Poxckosa, C. XK. Ypazanuna, B. A. Ameniowmkuna, C. H. Kaba, T. H. Komxuna

OI'BY Poccuiickuii KapAHOIOrMUECKH HayYHO-IIPOM3BOACTBEHHBIN KoMmIuieke Mun3sapascoupaszsutus Poccun, Mocksa

B npoyecce akmuenozo peyenmopnozo no2nowjenus Kiemkamu HCUpHulX KUCIOm 6 ghopme Tunuooe 6 cocmase Junonpome-
urnog (JII1) ouenv Huskoil u Huskou niomuocmu (JINOHII u JIITHII) 3a0eticmeosanbl OUHAMUYHbLE ANOTUNONPOMEUHbL (AN0)
E u C-III. Memoouuecku 803M0x4cHO onpedenums cooepicanue anodeikos KaK 8 Cbl8opomKe Kposu (CYMMApHO & cocmage
anoB-100 u anoA-1JII1), max u pazdenvho 8 runonpomeunax evicokou nromuocmu (JIIIBII) u JITIOHII+JIIIHII. [Iposedena
OYeHKa OUasHOCMuYecko2o sHaverus onpeoenenus anok u anoC-II1 00nospemeHHo 6 cbleopomKe Kposu i cocmase 08yxX Kiac-
cos JII1 y nayuenmos ¢ pusuonocuieckum yposHem mpueinuyepuoos, npu YMepeHHo U 8blpadiceHHOU Unepmpuiuyepuoemuu.
Cooeporcanue anoE u anoC-11I 6 cvisopomie Kposu y8enususaemcss NpONOpYUOHaIbHO NOGLIUEHUIO YPOBH MPUSIUYEPUO08
u npoyenmuomy cooepoicanuto ppaxyuu npef-JIl npu snexkmpodghopese. Ilokazamenu anoE u anoC-III oocmogepro Koppenu-
pyrom medxcoy coboll Kak 6 cbleopomie Kposu, max u ¢ cocmase anoB-100 JII1. Dmo He daem 803MONCHOCMU UCNONb308AND
onpedenenue anobenkos 0Jis paz0enbHou oyeHKu Hapywenus noznowenust kiemxamu JIITOHIT u JITIHII, a makoice ons ough-
GepenyuanvHoll OUazHOCMUKY NEPEUYHBIX U 6MOPULHBIX MUNOE 2unepiunonpomeunemuil. Ilosviuenue cooepacanus anok 6
cocmasee JITIBIT ommeueno menee yem y nsamotl 4acmu nayueHmos ¢ GblpadiceHtol sunepmpueiuyepudemueti. Onpedenenue
cooepacanust anoE u anoC-11 6 cocmase JIII ouaznocmuueckoeo 3navenus e umeen, 00CMamoyHo ONPeoenunsd KOHYeHmpa-
yuro ano 8 cvlgopomie Kposu. Buicokosnauumas koppenayusa mexcoy xonecmepunom JIIBII u anoA-I u xonecmepunom JIITHIT
u anoB-100 cmasum noo commnenue HeobxoouMocnms onpedeietuus COOepIHCanust 8 cbleopomie kpogu anoA-I1 u anoB.

Knwuesvie cioea: mpuenuyepuosi, anonunonpomeunst E, C-11I, A-1 u B, penomunv eunepirunonpomeuremuu

DIAGNOSTIC SIGNIFICANCE OF DIFFERENT APOLIPOPROTEIN LEVELS DURING
HYPERTRIGLYCERIDEMIA

V.N. Titov, T.A. Rozhkova, S.Zh. Urazalina, V.A. Ameryushkina, S.1. Kaba, T.I. Kotkina
Russian Cardiological Research and Production Complex, Moscow

Active receptor-mediated uptake of fatty acids (as lipids in VLDLP and LDLP) involves dynamic apolipoproteins apoE
and apoC-IIl. Modern methods allow apoB-100 and apoA-1 to be determined both separately and together in HDLP and
VLDLP+LDLP. We estimated diagnostic significance of simultaneous apoE and apoC-III determination in the serum and two
LP classes in the patients having either physiological levels of triglycerides or moderate and pronounced hypertriglyceridemia.
Serum apoE and apoC-I1I increased with increasing triglyceride levels and percent of prebeta-LP fractions in electrophoresis.
There was significant correlation between apoE and apoC-II content in the sera and in apoB-100 LP. It precludes using
measurements of apoproteins for differential assessment of VLDLP and LDLP uptake by the cells or differential diagnostics
of primary phenotypes and secondary hyperlipoproteinemias. The apoE content in LDLP was increased only in 1/5 of the
patients with marked hyertriglyceridemia. The ApoE an apoC-III content in lipoproteins is of no diagnostic value; it is enough
to determine serum apoprotein levels. Significant correlation between HDLP cholesterol and apoA-1 and between LDLP and
apoB-100 questions the necessity of measuring serum apoA-1 and apoB.

Key words: triglycerides, apoE, C-IlI, A-1, B, hypertriglyceridemic phenotypes

M5! eliie He TOTOBBI IIPU3HATH, YTO aT€POCKIIEPO3, caxap-
HBII quabeTt, MeTadoINueCcKuil CHHAPOM, O)KUPEHUE, Heallka-
roJIbHAsl )KUpOBast 0OJIE3Hb IEUEHN U OTYACTH apTepuabHas
TUIIEPTOHUS €CTh ChOpMUPOBAaHHAS HA Pa3HBIX CTYHEHSX (HU-
norenesa naronorus >xupHbIX kucaot (OKK). Eciau xusap —

910 (hopma cyecTBoBaHus OenkoBbIX Tel (D. DHrenbc), To
KK B dhopme nunuioB — GochoaunuaoB 1 TPUITHIEPUIOB
(TT') — obecrieynBaOT BCE YCIOBHS ATOTO CYIICCTBOBAHHSI.
Jlummpamu sBistrotest Toabko KK 1 Bce coeuHeHws, B CO-
CTaB KOTOPBIX OHU BXOZAT [1]. HecMoTpst Ha cToNb BaxkHYIO
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