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Summary. Bazhora Yu. I, Usychenko K. M., Usychenko O. M., Gudz V. A,
Mozgova V. A. THE ANALYSIS OF IMMUNOLOGICAL AND BIOCHEMICAL INDICES
IN CHRONIC HEPATITIS C PATIENTS DEPENDING ON THE VIRUS’ GENOTYPE. -
Odessa National Medical University, Ukraine; e-mail: usichenko2006@gmail.com. The
pathogenic features of chronic hepatitis C are determined by interaction of two main factors:
human body’s characteristics and the structure of HCV (pathogen). The body’s features include
the nature of the immune response. There is an interrelation between HCV genotypes, the nature of
the immune response, and progression of liver fibrosis. However, studies on the immunological
indices, cytokine profile depending on the genotype are few. The objective: to analyze the
immunological and biochemical indices in the patients with chronic hepatitis C (CHC), depending
on the viral genotype. Materials and methods. There were examined 100 patients with chronic
hepatitis, aged 18 -62 y.o., were examined. All patients were evaluated traditional biochemical
indices. In order to confirm the diagnosis the PCR, qualitative and quantitative determination of
viral RNA and the genotype of the hepatitis C virus was carried out in all patients. Results. To
assess the interrelation between nonparametric (hepatitis C virus genotype) and parametric
(biochemical and immunological indices) data, a Spearman rank correlation coefficient was used.
The following regularities were revealed: « a weak positive (direct) association between the virus
genotype and the percentage of CD3 +, CD4 + and CD16 + (in patients with chronic hepatitis C
caused by genotypes 1la and 1b, fewer amount of CD3 +, CD4 + and CD16 + was observed than
in patients with chronic hepatitis C caused by 2 and 3 genotypes ); * a weak negative (inverse)
interrelation between the virus genotype and the percentage of CD8 + and CD19 + (patients with
chronic hepatitis C caused by genotypes 1la and 1b have a higher number of CD8 + and CD19 +
than patients with chronic hepatitis C caused by 2 and 3 genotypes); * moderate negative (inverse)
interrelation between the virus genotype and the activity of ALT and AST (in the patients with
chronic hepatitis C caused by genotypes 1a and 1b, transaminase activity is higher than in the
patients with chronic hepatitis C caused by 2 and 3 genotypes). Conclusion. As a result of the pilot
studies, it can be assumed that the genotype of virus 1a and 1b causes more pronounced changes in
biochemical indices and immunological status indices than the virus of its third genotype. Perhaps
the genotype of the virus affects the rate of progression of fibrosis, which will be the subject of our
further research.

Key words: immunological and biochemical indices, chronic hepatitis C, genotype of
virus.

Pegepar. baxopa 0. M., VYceenko E. H., VYcewenko E. M., T'yms B. A,
Mosrosas B. A. AHAJIM3 HUMMYHOJIOTHYECKHUX W BHOXMUMHNYECKHUX
MOKA3ATEJIEM VY BOJIBHBIX XPOHHUYECKUM TEINATUTOM C B
3ABUCUMOCTHU OT T'EHOTHUIIA BUPYCA. B crartbe mpeICcTaBICHBI HCCICIOBAHU
OMOXMMHYECKNX, TEHETHYECKHX W WMMYHOIOrWYecknmx Tokazareneii y 100 OoibHBIX
XPOHUYIECKAM rernaTUTOM C, TIPO>KUBAIOIIIAX B Onecckom peruoHe.
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HpOBeZ[eH KOppeJ'IHIII/IOHHHﬁ AHaJIN3 MCKAY 3TUMU MOKa3aTCJIsIMU U I'CHOTUIIOM BHUpYCa C
HECJIbIO BBISABJICHHS BO3MOXKHBIX MAPKEPOB TAKECTU TCHCHU 3a00J1eBaHus.

KaroueBble cioBa: XpOHI/I‘leCKI/Iﬁ T'CIIaTUT C, TCHOTHII BHUpPYCA, CTCICHbL TAKECTU
3a6OH€BaHI/IH, KJICTOYHBIA UMMYHUTCT, OHOXUMHYECKHUE TTOKA3ATEIIH.

Pedepar. baxopa 0. I, Vcuuenko E. H., VYcuuenko E. M., T'ymp B. A,
Moszroa B. A. AHAJII3 IMYHOJIOT'TYHHUX 1 BIOXIMIYHUX IOKA3HHUKIB Y
XBOPHUX HA XPOHIYHUM I'ENTATHUT C B 3AJIEXKHOCTI BIJIl TEHOTHILY BIPYCY.
VY crarTi npeacraBieHi JOCTiKEHHS 010XiMIYHUX, T€HETUYHNX Ta IMYHOJIOTIYHHUX IOKa3HHUKIB y
100 xBopux Ha xponiynuii rematut C, ski npoxuBaioTh B Oneckkomy perioHi. [IpoBenenwuii
KOpEJIIHHIKA aHami3 MK IMMH TIOKa3HMKaMHM Ta TEHOTUIIOM BIpyCy 3 METOI0 BUSIBIICHHS
MOXITUBHX MapKepiB TSDKKOCTI Iepediry 3aXBOPIOBaHHS.

KawuoBi caoBa: xponiunuii rematut C, TeHOTUN BIpYCy, CTYIiHb TSDKKOCTI
3aXBOPIOBAHHS, KIITHHHUHA IMYHITET, 010XiMiUHI TOKa3HUKH.

Beeoenue. HCV — wundexnus spusercss ONHOM W3 TJIAaBHBIX MPUYUH XPOHHYECKUX
3a00JeBaHMi TEUYEHH, Pa3BUTHS LPpPO3a MEUYEHH U TenaTolesUTIoNIpHOi KapuuHoMsl [1, 2]. Tlo
nanHbiM BO3 B mupe exeromHo uHpuuupyercs 3-4 muH denoBek, y 200 MJIH NalueHTOB
HaOJroMaeTCs XpoHudeckast popma 6osesun. B Ykpaune undpunuposano HCV-undexipenn okomo
1 mnH yenosek [3, 4]. Ilo MHEHHIO MHOTHX HCCIIeOBaTeNeH MMaTOreHETUUYECKHEe OCOOEHHOCTH
xpoHudeckoro renaruta C ONpeNensioTcs B3aUMOJECHCTBHEM [IByX OCHOBHBIX (DaKTOpOB:
ocoOeHHOCTel opranu3ma denoBeka u cTpykrypoir HCV (matoren). K ocobeHHOCTsSIM opranu3ma
OTHOCHTCS XapakTep UIMMYHHOro oTBeTa [5, 6]. OcHOBOII UMMYyHONOrHUecKuX peakiuit mpu XI'C
sBJIsieTcs Hapymienue 6ananca Th1\Th2 co cMemennemM B cTopoHy cyomomymsiid Th2, a Takke
HM3MEHEHHE IIUTOKMHOBOU perysiuuu [7, §].

V3BecTHO HECKOJBKO MEeXaHW3MOB mozasitomero BausHus HCV Ha 3BEHbSI HMMYHHOTO
OTBeTa: M3MEHEHHE (YHKIMOHANBHOM AaKTUBHOCTH ILUTOTOKCHYECKHX JHUM(OLUTOB, MYyTalUH
renoma HCV, mpsmoe nerictBue Oenkop HCV na T-knerku u apyroe [5, 9]. Ucxomet HCV-
WH(EKIUH BO MHOIOM 3aBHCAT OT XapakTepa UMMYHHOro orBera. B mmmynonatoreHese XI'C
YCTaHOBJIEHA U POJIb OTJEIbHBIX KIETOK MMMYHHOH CHUCTEMbI. Tak MOKa3aTeNbHO, YTO HOMYJISAIHS
NK-kieTok nmeeT Bemylee 3HAYCHHE B XPOHHU3AIMU TENAaTUTOB BHUPYCHOW OSTHONOTMH U B
pasButun $pudposa neuenu [10, 11].

OnHoli u3 ocHOBHBIX xapakrepuctuk HCV sBisercs ero renorun. Ha ocHoBanuu
Pa3IUYHBIX HYKJICOTHIHBIX MocienoBaTenbHocTel reHoMHOM PHK BeIengroT 6 reHOTHIIOB, a 1Mo
HEKOTOpHIM AaHHbIM 7-11 renorunos u okono 100 cyorunos [12, 13, 14].

B Vkpamne mpeobmamgaroT TeHOTUIBI 1B W 3a, B TEUYEHHH psAAa JET PONb PA3IMIHBIX
renatutoB HCV paccmarpuBanace mpu oneHke 3()(GEKTHBHOCTH MPOTHBOBHPYCHOH Teparuu.
IToka3aHo, 4TO JOCTIKEHHE CTOMKOrO BHPYCOJIOTHYECKOro OTBeTa 3aBHCHT OT reHotuna HCV,
craguu GuOpo3a MeueH!, HCXOAHOI0 YPOBHS BUPYCHOM Harpy3ku [15, 16].

OpHako, WCCIENOBaHUS TOCIEOHHUX JeT moka3amd, 9to XI'C, BBI3BaHHBIA BHPYCOM 3
TeHOTHIa, MMEET IENBI PsAA MAaTOTeHETHYECKHX OCOOEHHOCTEH. YCTAaHOBJIEHO, YTO CKOPOCTH
nporpeccupoBanust ¢udbposa y OompHbix ¢ HCV 3 reHoTHma IOCTOBEpHO BBINIE, HYEM Y
WHOUIUPOBAHHBIX |, 2 U 4 TeHOTHIIOB. DTO OOYCIOBICHO, BEPOSTHO, OONBIICH MPOMYKITUEH
MIPOBOCHAUTENEHBIX MUTOKUHOB Y O0mbHBIX ¢ XI'C 2 reroruma [17].

Ilo naHHBIM psiga aBTOPOB, COYETAHHE CTEATO3a IICUCHHU, MHAYIUPOBaHHOE BUpycoM HCV
3 TeHOTHWIIa C XapaKTepHOH BBICOKOW BHPYCHOH HArpy3KOH OKa3bIBaeT BIIMSHHUE HA TCUCHHE
3a00JIeBaHus U CHIDKAET 3(P(HEKTHBHOCTE MIPOTHBOBUPYCHOM Teparuw [18, 19].

Takum 00pa3zoM, UMeeT B3aUMOCBs3b Mexay reHorunamu HCV, xapaktepoM MMMYyHHOTO
oTBeTa, THporpeccupoBaHueM ¢ubpoza mnedeHn. OpHAKO, WCCIEJOBAHHUS MO H3YYEHHIO
MMMYHOJIOTHYECKMX IIOKa3aTedel, NWNTOKMHOBOTO MpOQMIsS B 3aBHCHMOCTH OT TEHOTHIA
HEMHOTOYHCIICHHBI.

Llens pabomei: poaHAIN3UPOBATE UMMYHOJIOTHUECKHE U OMOXMMHUUYECKHE TOKA3aTeIH Y
6ombHBIX XpoHHUecKHM renatutoM C (XI'C) B 3aBHCHMOCTH OT T€HOTHIIA BUpYCa.

Mamepuanvt u memoodsr. ObcnenoBansl 100 mManeHTOB ¢ XPOHWYECKUM TE€HATUTOM B
Bo3pacre 18-62 roma. Bce oOcienoBaHHBIC TAIMEHTHI, BKJIIOUYCHHBIC B HCCIIEAOBaHHE,
HaOmomarorcst B remaroiorndyeckom HeHtpe KII  «Opjecckast ropopckass —KIMHHYECKas
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nH}eknroHHas 6onpHANA». KonnyecTBo 00cie10BaHHBIX KEHIIMH U MYXUUH OBUTO MPAaKTHYECKH
OIUHAKOBEIM, 56 1 44 yenoBeka, COOTBETCTBEHHO.

I'pynma xonTtpons Bkiaroyasa 30 TpaKTHYECKH 3O0POBBIX JIMI CPEIHEro BO3pacTa.
KonmuecTBo MyX4HH ¥ *KEHIIUH ObUTO OAMHAKOBBIM (15 denoBek).

VY Bcex OONBHBIX ONIEHHMBAJIHNCH TaKWE OMOXMMHYECKHE ITOKA3aTeNM, KaK KOHIEHTpamus
obmrero OmnupyoOrHa U ero (paKIyu, aKTUBHOCTh ATTAT W ACAT, KOHIIEHTpaIus o0miero Oenka,
aIpOyMUHA U TJI00YIIMHA, TPOTPOMONHOBBIN HHAEKC, [I[D.

C 1enpl0 TONTBEP)KAEHHS JAWArHo3a y BCEeX OOJIBHBIX IPOBOJWIOCH KayeCTBEHHOE W
KOJIM4YeCcTBEHHOE ompeneneHue BupycHoit PHK metogom nonumepasHoit nenHol peakuuu. Takoke
METOJIOM IIOJIMMEPa3HOM LEMHOW peakIMu MPOU3BOIWIIOCH OIpEJesieHne TEeHOTHIIAa BHpYyca
renatuta C (1 (1a u 1b), 2, 3 (3a 3b), 4, 5, 6).

Cyononynsauuu B u T mumdormros (CD3+, CD4+, CD8+, CD16+, CD19+), onpeaensuiuch
UMMYHO(]JIIIOOPECIIEHTHBIM ~ METOZOM C  HCHOJIb30BaHHEM Ha0Oopa IONMKIOHAIBHBIX |
MOHOKJIOHAJIbHBIX aHTHTEN JUIS yCTaHOBJIEHUs qud(depeHIraTbHbIX aHTHUICHOB JHUM(OIMTOB
YeJIoBeKa C MCIOJIb30BaHHEM UMMYHO(IIIOOPECIIEHTHOT0 MUKpockoma «EBpocTapy.

B3anmocss3p reHoTHHa Bupyca renmatura C M OMOXMMHYECKHE IMOKa3aTelld, a TakKxkKe
CyOITOITYJISIIMOHHBIA COCTaB NepUPEepUIecKoll KPOBH OIIGHUBAIHM C TIOMOIIbI0 KoddduimeHTa
panroBoii koppenmsiun  Crimpmena. CpaBHeHHME OHOXMMHYECKMX W HUMMYHOJOTHMYECKUX
noKa3zaTenel y 3/I0pOBBIX U OOJBHBIX JIHI] POBOAMIIM C TPUMEHEHNE KpUuTepusi MaHHa- Y UTHU.

Pesynomamor u ux oécyyucoenue. PezynbraTbl WcCCIENOBaHUS OMOXMMUYECKHX U
UMMYHOJIOTHYECKHX IOKa3arelieil y OONBbHBIX XpOHHYecKMM rematutoM C oOmucaHbl B HAaIIMX
npensiaymux padorax [19].

PacnpeneneHne OONBbHBIX XpoHHYecKUM renatutoM C B 3aBUCHMOCTH OT TEHOTHIIA
NpeACTaBICHO HA PUCYHKE 1.

40 37 35
30
20 14 14
B boAbHble XI'C
" B
0 T T T T
la 1b 2 3a

Puc. 1. PacnpeneneHne nanyeHToB B 3aBUCUMOCTH OT T€HOTHUIIA Bupyca renatuta C

B rpymme 6051bHBIX XpoHUYeckuM rernatutoM C mpeobiiaiaii ManueHThl ¢ TeHoTHIoM 1D 1
3a, KOJIMYECTBO OONBHBIX ¢ TEHOTUNAMHK 1D 1 2 GBLIO paBHBIM.

AHann3 OMOXMMHYECKMX TNoKa3atenedl y mamumeHToB ¢ XI'C ¢ pa3sHBIMH TEHOTHIIAMHU
mpeacTaBiieH B Tabmwme 1.

Tabmuua 1.
BbroxuMunueckune mokasarenu y narmentoB ¢ XI'C B 3aBUCHMOCTH OT reHOoTHIa BHpyca (M+m).
TMokasatenn nanuenthl XI'C, nanuentsl XI'C,
redorun la u 1b, n=51 reHorun 2 u 3a, Nn=49
OOt Gupyou, 20,1+0,4 21+0,1
MKMOJIb/JT

AnAT, MMOJIB/ 1 1,56+0,13* 0,89+0,21*

AcAt, MMonb/ 1 1,71+0,15* 1,04+0,19*

Wnnexc ne Putuca 0,93+0,08* 0,76+0,07*

TumonoBast mpoda, eTUMHUIIEI 6,8+0,1* 5,2+0,1*

OO0muii 6enok, r/a 72,2+0,1 75,3+0,2
AnpOyMUHBL, T/1 42,51+0,31 42,83+0,42
I'moOynuHEL, T/1 29,47+0,12 31,22+0,18

[IpoTpoMOUHOBEII HHIIEKC 97,07+0,02 97,04+0,31

* — pa3HHMIIa TIOKa3aTesIeil B Tpymnmax CpaBHEHHs cTaTUCTHYeCKH gocToBepHa (P<0,05)
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B rpynme maipeHToB ¢ XxpoHudeckuMm rematutoM C, BbI3BaHHBIM TeHoTunamu la u 1b,
OTMEYANNCh OoJiee BEIPAKCHHBIC W3MCHCHHS OWOXUMHYCCKUX TIOKa3aTelieil, 4eM B TpyIIe
naueHToB ¢ XI'C, BRI3BaHHBIM BUPYCaMU 2-0r0 ¥ 3-ero reéHOTHIIA.

AHanu3 HEKOTOPBIX MMMYHOJOIMYECKHX MokaszaTened y mauueHToB ¢ XI'C ¢ pa3HbIMU
TCHOTUTIAMHU TIPEICTABIICH B TaOMwIIe 2.

Tabumma 2.

VIMMyHOMOrn4eckre nokasateny y naipeHtos ¢ XI'C B 3aBHCHMOCTH OT reHOTHITa Bupyca (M+m)

KonrponbHas ma, nanueHTsl XI'C, namueHTbl XI'C,
Toxasatem P n= 30rpyn FeHOTEH lawu 1b, n=51 FeHO”Il:II/IH 2 u 33, n=49
CD3+% 71814450 30,13+327* 34,58+345*
CD4+, % 41,22+4,92 26,34+287* 29,65+263*
CD8+, % 20,51+4,04 25,4229 22,63+257
CD16+, % 14,14+3,48 6,94+1,14* 8,85+1,09*
CD19+, % 10,8343,12 16,26+207* 14,19+212*

* — pasHuI@a TOKasarelnedl CTaTHCTHYECKH [OCTOBEPHA B CPAaBHEHHH C KOHTPOJILHON
rpymmoit (P<0,05)

B rpynme manmMeHToB ¢ XpoHWYeckuM rematutoM C, BBI3BAaHHBIM reHOTHIaMu la u 1b,
OTMEUHaJIUCh 60HC€ BBIPpA>KEHHBIC N3MEHEHUS KIIECTOYHOI'O UMMYHUTETA, Y€EM B I'PDYIIIC NALIUEHTOB
¢ XI'C, BbI3BaHHBIM BUPYCaMU 2-0r0 U 3-ero reHoTuIna.

Jnst OleHKM B3aUMOCBSI3M Hemapamerpudeckux (reHotun Bupyca rematura C) u
napaMeTpuueckux (OMOXMMHUYECKHE W MMMYHOJIOTMUECKHE MOKa3aTeNN) AaHHBIX ObUT MPUMEHEH
KO3 PUIIMEHT paHroBoi Koppessiiui CriupMeHa.

BrIsBIIeHBI TaKHe 3aKOHOMEPHOCTH:

e ctabas MONOXUTENbHAS (TIpAMast) CBsI3b MEXKAY TEHOTHIIOM BHpYyca W MPOLEHTHBIM
comepkanneM CD3+, CD4+ u CD16+ (y manmento ¢ XI'C, BbI3BaHHBIM TeHOTHIIaMH 1a u 1b,
orMmeuaercst MeHblee konuuectBo CD3+, CD4+ u CD16+, yem y manuentoB ¢ XI'C, BbI3BaHHBIM
2 ¥ 3 TEHOTHUIIOM);

e cmabas orpuuaTensHas (oOpaTHas) CBsI3b MEXIy I'€HOTHIIOM BHpPYCa M IPOLIEHTHBIM
comepkaneM CD8+ u CDI19+ (y marmmentoB ¢ XI'C, BbI3BaHHBIM TeHoTHHaMu la u 1b,
ormeuaercs 6oinbliee konuuectBo CD8+ u CD19+, yem y marmentoB ¢ XI'C, BbI3BaHHBIM 2 U 3
TEHOTHUIIOM);

e yMepeHHas oTpulaTebHas (00paTHas) CBSA3b MEXKIY T€HOTUIIOM BUPYCa M aKTHBHOCTBIO
AnAT u AcAt (y mamuentoB ¢ XI'C, BbI3BaHHBIM reHoTumamu la u 1b, ormeuaercs Gomee
BBICOKAs! aKTUBHOCTh TPAHCAMHHA3, YeM Y MareHToB ¢ X1'C, BEI3BAaHHBIM 2 U 3 TEHOTUIIOM).

Buieoowr:

B pesympraTe NUpOBENCHHBIX IMJIOTHBIX HCCIIEIOBAaHUA MOXKHO IPEATIONOKUTH, YTO
TeHOTHUII BUpyca la u 1b Be3bIBacT Gosiee BHIPAXKEHHBIC H3MEHEHHUSI OMOXMMHUYECKUX TTOKa3aTesei
U MOKa3aTtesied IMMYHOJIOTHYECKOT0 CTaTyca, YeM BHPYC 3-TO FeHOTHIIA.

Bo3MOXHO, TEHOTHI BHpYyca OKa3blBaeT BIHMAHHE Ha CKOPOCTh MPOTrPECCHPOBaHHS
¢udpo3a, uro OyAeT NpeaIMETOM HAIINX JATbHEHIINX HCCICIOBaHHI.
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