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Correlation between hepatitis C virus genotypes and clinical index in Tianjin
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Abstract Objective: To study the hepatitis C virus(HCV) genotype in chronic hepatitis C patients and explore the distribution of hepatitis
C in Tianjin region. Methods: Serum specimens from 252 patients hepatitis C were collected for genotype by gene sequencing technique.
Results: In the 252 specimens with HCV infection, nine gene genotypes were detected, including 1b (59.9%), 1a, 1c, 2a, 2i, 3a (12.7%),
3b, 4a and 6a. Significant difference was observed between HCV genotypes and HCV RNA, liver function (P<0.05). No significant
difference between HCV genotypes and various liver diseases distribution was found (P>0.05). Conclusion: HCV 1b is the most prevalent
type in Tianjin, followed by type 3a. HCV genotypes are associated with HCV RNA level and liver function.
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Tab 1 Comparison between HCV different genotypes and liver

damage index

FEPR Y % ALT/(IU/L)  AST/(IU/L) HCV RNA/(*10%)
1 #(1b.la lc) 158  202.5+35.6  96.4+28.5 9.32+2.78
2 (2a.2i) 12 883214 489+15.3 1.02+0.98
3 %1(3a.3h) 45 11594308 56.4+19.6 2.38+1.77
4 #(4a) 21 99.7+22.1  68.1x15.9 3.45+2.69
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Tab 2 Comparison between HCV different genotypes and liver

disease progress(n)

il
SRR 1%k — - -
BPENRFRA LA THEA
1% 158 23 95 40
25 12 6 3 3
3 45 25 13 7
441 21 11 6 4
3 g

PHIFR H 4552 B AT OCHE  HOV HE AR
HEERRATIREAENR, SRS HCV IR RIGIT B
B oEENE . RREF HCV B 2 (8] A A%
P& 7 91 2 S AR T, AN [v] ik PR R 22 ] £14) 42 L PR 31) 22
S KT 30% , [a]— ik PR RUAS [] W7 R4 2 Ja] 1) 1 51) 2 5
T 209%~25%. T HCV F KRSk oy I 4% 1)
I PRFEEL PO EEIRYT W7 R B T S5 45 7 IR ER AT
ARK A SM: , HOV JEPR R FF 58 — B N AR R
TR AT

HCV 95 75 56 4 50 52 M dsf 1k 43 A L 1a 22 WL T Bk
EHBIX, 1b Fl 2a TUFENV I M X A0 A5 |32 ,3 Bl %
SPARTEENEE (U ZREFHI EE K 4a £
B ET R . BB AR, 24 5 R YeE



288 FHEHKRESK

%520 &

20%~30% 1M 6a BN EE Sy Ry B, {SCHE 8 peg 1 2 R 7Y
WA ER LM TR Bs, 3R E
AFEHLIX HCV SEF B A —E 25 . RERTE
BLIER AR 1h B, FLRCh 2a BITS, AR 45
B, REH X LA AL b &) FEILH A,
59.9% ,3a B IR BEILR AL, (5 12.7% , 5 SCHR R GE
AR, TR S AR N D s PR A . Bl
BN F TSP N S Sz e i 2 HEAk  HOV 2
AR i s o T I 2y R o A M N 0 e
BLT 1b.la.1c.2a.2i.3a.3b . 4a 6a L 9 FliFLH AY
IRBLR HE M X HCV FER 43R 2Rk . gl 2020
HPRHLIX 77 )y HCV JBRYLE MV FEAR AT 750 o
Mr, 255 WoR E PR IX FEERATIIER AL 1b
(38%),2a(13%) .3a(16% ) .3b(14% ) Fl 6a(19% )¥]
AP H ], T B IX P A R A . A
WFFE s, AL 5 HL X 2a JEPRRY e 491 e RS X g
BT HLIX b SRR A6 7 o RS & o ER A 7 X)
BRI EPL-HCV fiid 5, 453X HCV A£4& 7 0a T
—EMRAE, NMAHIX HOV R R A th g —
T R AR

ARAFSE K B HCV LI RIAEVER] | AR 70 A TG
WS PEHEEXT L st HBIX 310 4] HCV RNA
FEV: 1375 6 PR 43 78 2 B, 6 PR B 3 A LA 1h(70% ) A
F, HWKN 2a(23.9% ) o A5 I PRI B4 e AR o5 2
B, HCV SEPR B 554 551 2 8] A A OGP 4B T I iR 452
TR S HCV A 5L KA A B X HCV RNA G &
Z M ZESRA G2 E L

J T T HOV 3 KR 5 H A I R 48 A
IR SENE, AR T HCV R A5 I E 45 05
TEPRIE R, G55 BRI A 1 AU HCV BT
Tifie (HCV RNA 5 8 25 i B I = T LA R A, 22
SA G E X (P<0.05) X 57 7 IE —F
WLFZE0INT [ mU i X 104 18 BT FR B S
K, FE AL 040 EEA 1b . 2a.3a.3b 6a, HLA£S
FEH T HCV RNA i 2 [ 22 5 B8t # 8
Yo HCV FEHAIE HCV i iEzk a2 [ A e B
BB AEGI. ABFEA ARIR L H A HCV &Ry
A R A A R I B 2 R A WIS IA R
HCV R 5 HCV RNA 2842 [a] JC B & AH OG0,
BHF5E T HCV B4 5 HCV RNA 2 ] By ¢ &R 77
FEA—EE, IR IRH AT REA LU R LA 5 : (1)45
HuIX A HCV BRI B 73 A A 25 575 (2) 45 5580 % HCV
RNA & kil 75545 25 5% 5 (3)HCV RNA il it s
[ BEAR—FE

2 vh AR IR RIS bRUE R 5] 53 3 4

HA g NI 2 65 4, BHEfk 117 ], JiT9E 54

], ABETE R HOV IR A [m] S R B i 1Y)

NI E R E SR (P>0.05), HATRT

HCV J 5B 555 1 i e PR i AP A il i,

S AW RIAR L, 1b Y55 R T2 M i b1 54

JEAT SR, (B, I — S I R 1 A

Y5 2 BUAE R PETT TH 922 5+ o Nousbaum S5 74 ]

R RFI 200 ] HOV B B K], 1b ALY

IR FRA S AR R SRR T RE AL B T

JIHE, T 1a,2a,2b,3a YN EE 22 WL 18 PR 28 HA

B I AL AR BB o Yotsuanagi S5 °HA K HCV

BE A RUAS 25 | S s 7™ e P B i A A R R

FZIRE A 32 4511 B0 w] RE Hh g O =X PR e

e AR RS TR RS Z R TR ™

A= SR S i AN, AT AT RE R — e T R

TR ARt — 2T

i bRk, R XN B RN R LA 1b

B 3 KRy 3a AL, HCV SR RIZEES] AR L

RAFEHRFERE ForAido g 225, M HCV

RNA sl . AT is AR W Gt r 22 5%

R 3 e AT 00 25 o R et DX P R 4 B ik PR 0

RIRGIE , 1A T REHLIX HCV KR PR B 70475 1) 3

R, iR et —E 2% .

B2k

[1] Ashfaq U A, Javed T, Rehman S, et al . An overview of HCV molec—
ular biology, replication and immune responses[J]. J Virol, 2011,8
(6):161

[2] Wang Y, Xia X S, Li C H, et al . A new HCV genotype 6 subtype
designated 6v was confirmed with three complete genome sequences
[J]. J Clin Virol, 2009,44(3):195

[3] Xia X, Lu L, Tee KK, et al . The unique HCV genotype distribution
and the discovery of a novel subtype 6u among IDUs co —infected
with HIV=1 in Yunnan, China[J]. ] Med Virol, 2008,80(7):1142

[4] Simmonds P, Bukh J, Combet C, et al . Consensus proposals for a u—
nified system of nomenclature of hepatitis C virus genotypes [J].
Hepatology, 2005,42(4):962

[5] Van Soest H, Gj B, Van Erpecum K J. Hepatitis C:changing geno—
type distribution with important implications for patient manage—
ment[]]. Neth ] Med, 2006,64(4):109

[6] Ghany M G, Strader D B, Thomas D L, et al.. Diagnosis,management,
and treatment of hepatitis C. an update[]J]. Hepatology, 2009,49(4):
1335

(71 B, Yang R F. PARIHT 489 25 52 45 %12 W 1 AR 55 47 76 /Y )
). h ARk g Be2i ik, 2008,31(8):845

[8] Negro F, Alberti A. The global health burden of hepatitis C virus in—
fection[J]. Liver Int, 2011,31(2):1

(9] SRELW], RIS, TR, 45, v [ DUB AR P 0 T 20 75 4k
R 3 A0 FARERIF SR (1], hARTRA TR 2 4%, 2012,33(5):501

(F45 292 1)



292

Rt E#K

e
S
ek

% %%

HATIAS BEAS B TEAN Y B IR , AT5 5 i — 20 R 1A G

W5,

B ARWEFE A B Th 40 T IEAE——Th17 4
JAE TTP J B i B D RETTRE , 223 S ie i
IR T e SRR A R AT I8, H Th17 28
JL S AR SC R RHE bR B ARSCHE, 427 Th17 4ilfffe
ITP S R AR E 2R, HAS P ™ B AL HAT
MG o IREXS Th7 i A TL-17 BIRESE , A ELAL
SRRYT TTP K AR S 18T B AR AR
SEHK:

[1] Provan D, Stasi R, Newland A C, et al. International consensus re—
port on the investigation and management of primary immune throm—
bocytopenialJ]. Blood, 2010, 115(2): 168

(2] =M. Gy P i/ MR P S 1) S 5 AR HL R[], il A
5 1k1f, 2010, 16(5): 228

[3] Bi Y, Yang R. Direct and indirect regulatory mechanisms in Th17
cell differentiation and functions[J]. Scand J Immunol, 2012, 75(6):
543

[4]  Jennifer L, Katia B, Rene de W M. Development and function of
TH17 cells in health and disease[J]. J Allergy Clin Immunol, 2009,
123(5): 1004

[5] Miossec P. IL-17 and Th17 cells in human inflammatory diseases[J].

Microbes Infect, 2009, 11(5): 625
[6] WIHRHE, HEREF], BC. Th17 AUE—IEZ A AFRAMSEI].
[ S22k, 2012, 28(4): 372
Ma D, Zhu X, Zhao P, et al. Profile of Th17 cytokines (IL-17, TGF-

—
~
—

beta, IL-6) and Th1 cytokine (IFN-gamma) in patients with immune
thrombocytopenic purpura[J]. Ann Hematol, 2008, 87(11): 899

[8] GuoZ X, Chen Z P, Zheng C L, et al. The role of Th17 cells in adult
patients with chronic idiopathic thrombocytopenic purpura[]]. Eur J
Haematol, 2009, 82(6): 488

[9] Rocha A M, Souza C, Rocha G A, et al. The levels of IL-17A and of
the cytokines involved in Th17 cell commitment are increased in
patients with chronic immune thrombocytopenia|J]. Haematologica,
2011, 96(10): 1560

[10] Hu'Y, Ma D X, Shan N N, et al. Increased number of Tc17 and cor—
relation with Th17 cells in patients with immune thrombocytopenia
[J]. Plos One, 2011, 6(10): 26522

[11] HuY, Li HY, Zhang L, et al. Elevated proles of Th22 cells and cor—
relations with Th17 cells in patients with immune thrombocytopenia
[J]. Human Immunol, 2012, 73(6): 629

[12] Ji LL,Zhan Y X, Hua F L, et al. The ratio of Treg/Th17 cells corre—
lates with the disease activity of primary immune thrombocytopenia
[J]. Plos One, 2012, 7(12): €50909

(2014-01-10 k)

B e e B e i e S e e s S e i T e e e e o

(E8% 288 1)

[10] JE AN, THRNE , Eh 23 e XA e S5 5 P9 B I o 7 e e
I ZRE ). TGRSR 2225, 2012,28(6):443

[11] SRSB4 55, 5k, 45 INARHBIX A2 I HOV YL #0075 14 B
PRL A ()] TP R A 24K, 2011,6(8):567

[12] 5K, F/NEL, W], 45 TR M X HOV 2 PR A G 23 AR A
[J]. VU ZE B 2247, 2005,26(14):1253

[13] Dieterich D T, Rizzetto M, Manns M P. Management of chronic hep—
atitis C patients who have relapsed or not responded to pegylated in—
terferon alfa plus ribavirin[J]. J Viral Hepat, 2009,16(12):833

[14] J™Ha, 2= s, B4, 4. JL gt XA PEP TR 58 J LI HOV-
RNA & BERGII5RE R 23 BRI FE (). 227 BRiE 5 921K, 2007,20
(7):756

[15] PEXE, /NS, XUHHEE , 45 [ st b X YT (R B CHCV RNA 5

i RS [J]. LR BE 24, 2007,33(10):1050

[16] Lu L, Nakano T, He Y, et al . Hepatitis C virus genotype distribution
in China: predominance of closely related subtype 1b isolates and
existence of new genotype 6 variants[J]. ] Med Virol, 2005,75(4):538

[17] Ikeda K, Kobayashi M, Someya T, et al . Influence of hepatitis C

—

virus subtype on hepatocellular carcinogenesis:A multivariate anal—
ysis of a retrospective cohort or 593 patients with cirrhosis|J]. Inter—
virology, 2002,45(1):71
[18] Nousbaum J B, Pol S, Nalpas B, et al . Hepatitis C virus type Ib(Il)
infection in France and Italy[J]. Ann Intern Med, 1995,122(3):161
[19] Yotsuanagi H, Koike K, Yasuda K, et al . Hepatitis C virus genotype
and development of hepatocedu larcarcinomalJ]. Cancer, 1995,76
(8): 1352
(2014-02-21 itk)



