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HIV-1/HCV & 3 8e & F HCV 22 [A T B
WATIE L2
& BE THE KFT %KE ILF LHE RPe B8 HF Ha

[HE] BN THETEBSHE HIV-1 AIHCV SR AR P HCV R E T RN T 26K
HSHIV-I BESFHBU KR, A% XIS KA ./ F# . HMAMILTH HIV-I/HCV
AHEY ARARA (HCV fRAFHE > 1000 cop/ml) , R FH AR GBS RN AT MK HCV
DER X HHATREF TR, [ AR HIV-1 IHCVREU R CD THRITHER. €8 (1)HCVA
o) 35 P9 I 28 L0 40 518 1a(1.7% ) . 16(39.9% ) .2a(17.9% ) ,3a(10.4%) .3b(15.6% ) .6a(1.2%) .6n
(6.4%) M6 BAKF TR (7.5%), HCV 2afll 1b EEHFT T g4 BEAEHEZE I IK A & ;327 3b
FATERTTFHENSEHKEHRES (DU S HCV6 R I BRTTaEREARP.(2)1b
T HCV RNAKE B EHFIE1b A, (A4 HIV-1 BB MCD THRK T H £ R XL #E L.
2a E 7 () HIV-1 RNA FITHCV RNA K FE B E M FE2a WAL, £ HIV-IVHCV & 3B ABED
HCV £ B TR K FATHAA SHATH R B R E X, e HCV6 BT AR Bk B 27 & H B R
B IDU ABEPIIAT, MARBLHCV £E T A S HIVBRELRSRZ R,

(kgidl] WRFFRFRSE; ARERERE; SR BRTR

The prevalence of hepatitis C virus (HCV) subtypes in Chinese HIV-1/HCV co-infected individuals
LIU Jing', YANG Yang, GONG Ju-li, ZHANG Zi-ning, ZHANG Min, WANG Ya-nan, JIANG Yong-jun, QI
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[Abstract] Objective To better understand the prevalence and geographic distribution of
genotypes/subtypes on HCV and the relationship between HCV genotypes/subtypes and HIV infection
disease progression in the HIV-1/HCV co-infected individuals living in high HIV-1 prevalent areas in
China, Methods 186 plasma samples were collected from HIV-1 seropositive individuals infected
through paid blood donors (PBD), injecting drug users(IDUs) or sexual contact, living in most severely
affected provinces, Henan, Yunnan, Xinjiang, Jilin and Liaoning provinces. Samples with HCV viral
load >1000 cop/ml were amplified by RT-nested PCR, sequenced and phylogenetically analyzed for
genotyping/subtyping of HCV. HIV-1, HCV viral loads and CD," T lymphocytes were measured for all
subjects. Results (1) HCV were identified as 1a (1.7%), 1b (39.9%), 2a (17.9%), 3a (10.4%), 3b
(15.6%), 6a (1.2%) , 6n (6.4% ), and a newly unclassified subtype (7.5% ). HCV 2a and 1b subtypes
predominated in PBD in Henan, 3a and 3b in IDUs in Xinjiang and Yunnan, and 6 genotype/subtypes in
IDU in Yunnan. (2) There were no significant differences in CD,'T cell counts among the different HCV
subtypes. (3) The viral load of HCV RNA in 1b subtype was higher than that of non-1b subtype,
however, no significant differences in HIV-1 viral loads and CD.T cell counts were found between 1b and
non-1b subtype. Both HIV and HCV viral foads were lower in 2a than non-2a subtype. Conclusion The
prevalence of HCV genotype/subtype in HIV-I/HCV co-infected individuals was associated with
geographic areas and transmission routes. HCV subtypes had no direct correlation with HIV infection
disease progression.
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HIV BRI HCV B A EH LN EERE,H
HIRE BB W, 2014 90ERE, biE B
PR 5% %1877 (HAART) BY) 12 BN L HIV ke
AR BIRE, LHRHLH SRR Y
W RRBFIRICE B E TR, M43 HCV RS T
R ED 2800 HIV R # R ASE T &
BERZ -, HOVEER 6 HERNE, Hift—4
AR EDBOANFE T, REARE TR % AT
FERRIE B o- TR BB TRRER—
B, ©A5AXRHCV B BB EHEL W HIV B
BMART BEEHRREFEHBELHCV EF T
BB BHITF 5RAAXERA EREEME
RFZRY , R HIV-15 HCV & I B YL ) HCV &
B () B 43 BB DA B S 50% R R EE S E
AHRE, B 2EREX S RGBS, &
WREE T FEREHIV- RATH R # X HIV-1 f1
HCV A H B ABEFRAYHCV &R (F ) B #4470
SRR, T HCV A T BIXT HIV-1 %58 #E R K
-2

& E5H*

LHRMR  RAFEERKEER TH"R
HORIRAF AT, L FEW RS . =/ R A
L7 548 X 31 186 fil HIV-1/HCV & H R Y%,
Fi18~65(392+£94) %, B 1344, LHS2
Bl LR ARk i G 84 1], ik i 5 R R AR B 79 ],
PERE SR 23 B s Horb 75%(63/84 ) 2 Rt m Sk g 3
3k BTE,90%(71/79) FE bk R R L ERE -
IR R, AR E R ANE LT B8 H
B, 186 B HIV-IVHCV & By P LW R AR E &
21%. HIV-1 B34 112 iR A HIV-1 %] 7% F 5 52 ED
FREHA, A ARREAHESERERESR.,

2. i HCV-1gG & 3 . HCV = 4 i %) 7% {8 F
HCV $i{& ELISA 77| G B S R AW EBR AR, i
AL 4% A H RT-PCR #FTHHIE,

B RNARE : fFF RNARBUAN &
(QIAamp Viral RNA MiniKit, Qiagen, & ) 3BT
I ¥ k54 RNA, -80°CH T o

4. HIV-1 F1 HCV #% # & 8 W & : f FH HIV-1
RT-PCR J7%:(%HE Roche /A & COBAS AMPLICOR,
1.5 i, & W 5 Bl 7F 400 ~ 7.5 X 10° cop/ml) | &8
HIV-1 iFE# &, #H HCV S5t PCR ik (I
JIMEEYBARFRERAE, RNTEEH 10°~
10" IU/mD) <& HCV i F#H . HCVHERE >

1000 cop/ml PR A% F F A,

5. HCV RT-PCR £ R #" 1 . fif f§ RT-PCR — 4
7 (Promega) % HCV %O EE K #T—HHER
5% PCR M S PCRY 3, SMill 5 /75 K Cl:
5’ -AGG CCT TGT GGT ACT GCC TGA TA-3' , ¥
HBNE :276~298;C2:5' - GTA TGT ACC CCA
TGA GGT CGG C-3' , B H RO E : 736 ~ 757; Wil
F91F %% C3:5' -CGG GAG GTC TCG TAG ACC
GT-3' , B H M1 E : 317 ~336; C4: 5' -AGG GTA
TCG ATG ACC TTA CCC A3’ , B HEMAM & X .
698 ~ 718", FRICI M C25| Y17 RT- PCRY 3,
2L 44tk 2 : 48°C 45 min, 94°C 2 min, 55°C 40 s,
68°C 2 min, 35 P& ; 68°C ZE{# 10 min, 4 CHR .
B~ PCR=HYIS wl , LAC3FICA 5| Y T
By, RN &MR: 94 °C 1 min,55 C 405,72 C
1 min, 35 ME#F ;72 CEM 10 min, 4 CHRBE

6. HCV 551 {ll <& FnEE R T2 RY 43-# : PCR =47
i F# SR A F SR HCV £ [ BT BB 5
3 H 22 H Los Alamos National Laboratory(http: /hcv.
lanl.gov/content/hev-index ) o {5 FH 1% I 345 F) B X P
51 b3 T H (BLAST) X 7 51 45 SR i3 A7 W BV B 5 43
B, 3 Bl Mega 3(3.0.058 i) #K {4 L BAER G
LA AT HCV 22K T BIAMT

7. CD. 41 fa ¢ % & 114K - {# B FACS Calibur 3
KM (3£ E BD A ) B 8 & CD. 4 M4 X 1
¥, B MULTISET # {4 H 3 53 #7#% | CD,* .CDs"
CD," T ¥R E 40 i #4534 & CD/CDs HUAHL

8. BT 5047« F SPSS 13.0 5k 4% YRk T8
# . HIV.HCV R B RERB S BHERER
HEED TR BRACRR, TR RN
T RIS A K4

g R

1. HCV B AT F1 4375 : HCV .0 2 B X Y
PCR U # 3 1 93%(173/186) . H P ERHEA £k M
R YL 80 B (46.2% ) (M b B E 19 B
(11.1%) K IE S R FEH 74 41(42.7%) . HCV R
[ 22k B S0 7Y 4 LY ) 4 A 1a(1.7% ) . 16(39.9%) \2a
(17.9%).3a(10.4%) .3b(15.0%) .6 %4 (15.0% ) [ H
4% 6a(7.7%) . 6n(42.3% ) I ¥ iy % 3 W
(50.0%) 1, MRGH HCV ZERH ()R FEELL 1bF2a
43510 61.9%F136.7% ALH 1 5154 3b, HiTH
PR R AR ALY BTFRLL 10,32 FI3b A E,
43505 31%.31% #134.5% , K KA 2a, HEHA 1
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Blo®:; ZBERT A6 K (6a.6n FIRAFZFTEH)
HEMHCV EFH M, RFE la. 1b.3a FI3b LR
FRERGT, RRE 2 RRRERT; LTERA
HCV 1b P& 761,22, 3a FI6 W& 1 B HEHRE R R

B 1bFI2a FIFMERI (R 1.2)0
%1 RFEHIVBERE AT HCV EHHS A
o HCV S H () R
BREE — T 2 3 3 6® ad
ARG 0 51(63.8)29(36.2) 0 0 0 80
fizid 4 1(5.3) 10(52.7) 2(10.5) 2(10.5) 3(15.8) 1(53) 19

BkESREE22.7) 8(108) 0 16(21.6)23(31.2)25(33.8) 74

A3 3(1.7) 69(39.9) 31(17.9) 18(10.4) 26(15.0) 26(15.0) 173

SN MR 155 B AL (%) ;6 BUELEE 6a,
6n FlA A £ 31

F2 HCVERFRZERF X AE HIV BELRE

ABEP R
s HCV %K ()5 .

BRER 1la 1b 2a 3a 3b  6E &t
tor:) 0 44(61.9)26(36.7) 0 1(1.3) 0 71
PRt 0 37 24 0 0 0
P 0 7 2 0 1 0

BiigEEO0 0 0 0 0 0

i 0 931.0)0 9(31.0)10(34.5) 1(4.0) 29
PRl 0 0 0 0 0 0
fiz: 0 3 0 2 1 0
BN 0 6 0 7 9 1
=H 3(5.9) 12.0) © 8(15.7)15(29.4)24(47.1) 51
PRAERGU 0 0 0 0 0 0
Hikhh 1 0 0 0 1 1

RGN 2 1 0 8 14 23

TT 0 7(70.0) 1(10.0) 1(10.0) O 1(10.0) 10
BEAERGtm o0 6 1 0 0 0
fikeh 0 0 0 0 0 0
kSRR 0 1 0 1 0 1

1 0 8(66.7) 4(333) 0 0 0 12
BRAERALAL 8 4 0 0 0
Liz:o Ll 0 0 0 0 0

vy e 0 0 0 0 0
&it 3(1.7)69(39.9)31(17.9) 18(10.4) 26(15.0) 26(15.0) 173
E:mEL
2. HCV BRI S5 HEIFHRIILR X 140 IR 2
PRERITE (R E2F TR BIRITM 1A 1a
R ) #47 HCV 25 W R 8 S 5m B X R
MBFE
(1) HCVIER 5 CD/ T AR EZ A X R
1b W& CD, T MUK B E KT 6 B(P=0.029),
AETHERHEFELITHERX(P>0.05), RA 1,
(2)HCV W& 5 HIV-1 RNAKEZRIB KR
2a W %Y HIV-1 RNA /K 8 3% F H Al F & (P<
0.01), HAit & FRIE M EF XL T E XL (P>

0.05), WHE2, ‘

(3) HCV W &I 5 HCV RNA K F 2 B R 5
2a ¥ # HCV RNA K F 8 K F H At & 4H (P<
0.01) , HAL &4 8] i) 22 B TG 1% L (P>0.05)
W3,

—
600 |
@
|
@500
B
2
g 0ot
e,
a
§)
300
e B
1b 2a 3 3b 6
HC V(5 T.&

E1 HCVI&Y5CD/THKKFZRIAREER

~ 450} I
a
+
8
i 4001 jl: I
i
o
I 350}
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3.00

1b 2a 3a 3b 6

HCVH IR
B2 HCVEESHIV-IR#REZEHXR

_ 100
2 | 1 i T
+
)
ﬁ 6.00
&®
£
i 5.001
Q
X
4,00 I
I 7a T 3 6
HCVAEFE W

B3 HCVEMSHCVRERBEZFRMER

(4) HCV 1b ER 53E Ib WA %« 1b W RUR
P& CDs'T 4008 B K THE 10 R (P<0.01), T
HCV RNA K 8 & F3E 1b A& (P<0.01),
{8 1b 5 3F 1b 37 & 22 [8] §9 CD,' T 4 fid 7K 3 F01 HIV-1
RNA K FHIZEREGHITEE Lo

(5) HCV 2a 7 & 53F 2a T ) He 4% - 2a T RO Rt
Z ¥ HIV-1 RNA FIHCV RNA K F B EE TIE2a T
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®(P<0.01), HHARICD,/ TARKBRNLEX
Gt B L (P>0.05),
wo#®

HIV-1 Ml HCV K3 g 72— B, 2B HIV &Y
EHHPKAEA 25% ~ 30%F 3 HCVRL™, SEEMR
R, 3 PG00 e R X B HIV-1 1598 %72 DL i
Bk A PR — L HIV R F 2
GHERMEMAENE, FXEAREP , HIV-15
HCV & HBYLZIB S, Garten L WG RE=MH
B &R AR HIVHCV SHR I %K 17.6%,
HIV &Yt & F 95.1%8 I HCV B, HCV B &
23.4% 83 HIV &S, QianF G, REILTEA
AR A BT, HIVHCV SLB g & % 3.4%,
HIV B4 & & 85% & 3 HCV & , HCV Bt &
8.7% &3 HIVIEZYy, H A il 5458 2 B4 HIV-1
ANB BB, £ ABRRE R LH S I HCY
BLEMERBEATTBE, FHRMEESEX
AT HIV-1 5 HCV & Ik Ye M B8 5 181 4 F AT IR
FREE, KA HIV-1 5HCV &3 ERE 28 KA A
MEKX,

T R4 2 R AL 1l A2 R A BE P AT Lo A
2a BiFP HCV AW A, B oAb R E M TR
Gr A PR B, TR R A R YL A HCV 16 RV
BT 3 A Bl P S0 , A PP 3 R 2 8] AR A 4l 1
HERZR, RAEZHX 2R N EREEN
HCV 2 R4 3R M N RBRRRAT . (HRE
EMEIMHERREENVHCV 1b ERAE RS H L
Byl Sz F R A HATH HCV 16 & B R—4
Py, eI T R B 5 AT H X UG HE iR R AR R
MSBURBHLERA R BINTREELE 1BIHR
3bEM, FATRFEE D R BIK B B gl
%, B, B7ER A MR A Fifr HCV 3 R #E
BREH % . FEHIV-LBRRER T & RYE HCV
16(31%)EAISh , 38 FE A H YL HCV 3a(31%) fl
3b(34.5% ) LA, 5 rg 4 W R FAT R (HCV 2a
M16)E BEARR, RRFER S IkEH R TR
HV B R ABPEEUHCVI BETHE
(65.5%). =HEAIHBLENFFEEET HCV 3
R 15 45.1% (4245 15.7% 3a F129.4% 3b T & ) 4},
HCV 6 B (5 47.1%, REH MR ER B RFEZD3
ORI AT A, 2135 6a(7.7%) .6n(42.3%) Fil—
FER AT B HIFT R (50%) o 3X— A fiy 4 BT W B
SHANILKEES G EZREG 24N FF

(MYAN-3E-3 . MYAN-TC148) B 7E—i&2 ", R
BT VE Ik E ST E S E M HIVHCV & 3 &
Yo AREF R ILHCV 6aF 6e W RIHI 4TS, HE XA
F{I MYAN- 3E-3 BREUFT T BRI AT EAE R AR
it , AMKMERE R HCV 6n fl 6 B
MYAN-3E-3 HHEM TR 2 ZBH FEMHHCV 6 B
WR, SATER Bz R RTH HCV 3afi3b WAY
AR AR R B, 4R 7R X B A s X k1 SR
FEBRLHHCVE EMENRITRET = REN
BBk B Rl — 4, 1L T8 M BEAR A&
BREGE HCVERTER AL 108 E, KKK 2a,
LT 1032 WASH 1 ] 6 BAXS A BBk 8 5, HoAR
BB TRER TR, LuBF " HERA,R
HCV syt 2 ULV HCV Ib WA Y/ ¥,
HKE 22, 0P db R BN S X EE R 16, K
£ 2a, MAEBRIL = AW 3 AR T (M Fh LA
) 6afEE 2a R, R HX HCV EH T AY
BWHEZ A 1D, 2a,3a, 3bF6 R, APIRERE
/R, HIV/HCV & 3F B e 3 HCV 2 5 I &Y 401 5 3
MHCV R E KR TR HRBL

HCV 1b 2R EFERTHWHCY | BT, JifT
WHEZ, BRI HCY Ib ER B EGEKS TR
F AL TR, 5 TR B BT AER, AR
MRBEREHBERAFPHHCV 1b TEERF.
Bl AL T A S SR R AT, & A8
FMAB39.9%, HCV 1b B2 R4t i - R#
B IE SR AL 20 9] 5 63.8%.52.7%H110.8%, &
BrEB MR, TE H BT HIV-1 208l 091595 L R bt
BERAST HCV 1b 1B 4 I B R vk 225
23, Bl FAMIF HiE HCV 3 &8 KF BRI
ALT K5 P4 440 BYIR R, & HIVHCV
B I RGBT A7 2 AL B3 ST TR AR AR
PR ABEH HCV 38 5 25.4%, FEREHBENE
BREIKEHREBEABFPRIT. BTFHCV 3B
et HATH HCV IR R B4, Rt st s 4
HBGE R T RHRT B SR RIFA S L™ 4,
TR & 3F HOV IR e 1 I R FET- R

HIV-1 FI HCV & 3/ 32 vl e 2 M B Wi
PRI AR, ARl HOV Bt HIV-1 R
P 9F JB8 4 2 T 18 SR B g, — SR A R HIV-1 jgR i
FRHEBARESHCVER (D) BMFERESR
Fben) BB HCV-1 2K 8 2 HIV &5 i
REFRT-HNEREERY, B —-LHRIANHCV
A I YT HIV-1 BB iR i B ol 8 R & 1R



PRI TRF 25 20094E 7 A 43048 78 Chin J Epidemiol, July 2009, Vol.30, No.7 <667+

EREXRR™M, AAREZHRE 16 R HCV
RNA K5 &8 T3k 16 & (P<0.01) ,{B7E HIV-1
RNAKFEEREHREBEEF, FHIt 16 TR BN
i HCV-RNA K E ] B 5 R RUFF RAR B X,
T HCV RNA 7K - BB 65 5 57 351 I HIV-1 B4 9 5 9%
R R, SR, ABF AR KB 1b T R R
CD,/TH4IMI F I, 53k 16 T &R YL % CD, T 40 M i
BMEF ISR EE L. HEHRERER, €6
FABEF KK ZIEEHCY 16 TR S HIV ARG R
RARZEAKABRR, SHMVRMK,2a TR
Y 7 S 3K HCV RNA il HIV-1 RNA KEBH B 8
K (P<0.01), e 4 3 22 T BB Y 1 AT I 2 15
WA T A3 HA W RIBR R &

2 EPTR  HIV-1 fTHCV &3 B ERERE
BN H , AR X B HIV-1 FIHCV & 3f i &
B, EZDRAT4FPHCV R B R H WA (1a,1b.2a,
3a,3b.6a.6n H16 B F W ) ,HCV W B ) 345 5
THX RIS ZH XK. MARRHHCVEHE TR
SHIV-1 Bebm it R Z M E X R, BTFAH
BRYLHCV 1b 1 3a WA W RE L5 BB E, 5L
XX A HCV W R A FF YL 4T R R A
HCVRIT. I FAMRHEARE BERZER
], M A BERR AN A R Z T REX TR R, 5
KXt HIV-1/HCV A& 3 BR 3 A B A REA B 335 ATBA
FIBER ST, WA B T il — 4 B HCV EFE WAL S
HIV-1 B YR R Z K R o
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