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HEEAEEHMAR HCV BELER R B EZ9

Rmak |t B R M REELE O RAHEL L R OREHL AR B
(g R BB T % 212400, B REERIR 2 A TUE SBERATI S TAEBOPER T 150 2111665
BRI IR BB TO6 R0 210029, BRI R HEA S e AR S A TTOR  210029)

[ ZE] BB 7L B XA R A SR B2 75 (hepatits C virus, HOV) BB IR RN AL R 2R, 77
3 X R A R A A Rk sk B R BEEAT IR TR A AR B B A A, I RAE R NLEE AT AR G A AL A , B FH EpiData F1
SPSS FART BRI T A KGET 25 W1, G5 R 781 Z LN G I B HT-HCV FLR MY 510 1], B3N 65.3% , Huik bH:
Frh YL b 70.6% (360/510), H FRIERH & 29.4% (150/510), HCV H22/@ge % L) 1b+3 RS (51.7%)F1 1b &
(32.9%) hE., FFEURPHNAREZEN(ALT) KITA AR AN (AST) A B I (GCT) IR 5 m TARB A M A R
TR, ZHE Logistic MIA 4T 7 M) k42 i s R EA R i 2% S0 2 BEAE AT 240k i A GFIER YL HCV M ek B2, OR 4N
1.50.2.27 1 3.27 ; 4F 5 2 HCV BRYLIE AL GER N, OR {0 1.62, it BEAA Mk M A HCV BRYLRA TR K,
ANTE R MR HR I K RT3 HOV B ) B

[REA] Ak, N2 RTINS fER &

[FES%ES] R512.63 [XERFRERD] A [XEHS] 1007-4368(2015)05-751-06
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Prevalence and risk factors of HCV infection among former paid blood donors in partial

region of Jiangsu Province
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[Abstract] Objective:To investigate the prevalence of HCV infection and risk factors among paid blood donors in rural area of
Jiangsu Province. Methods: Questionnaires and ultrasound examination were administered,and 5 mL blood sample of each subject
was collected to detect HCV anti-body, HCV-RNA ;and other biochemical indicators. EpiData and SPSS were used for statistical
analysis of risk factors. Results:The prevalence of HCV infection among these paid blood donors was 65.3% (510/781) ,including
70.6% (360/510) of chronic infection and 29.4% (150/510) of spontaneous clearance. The dominant genotypes of HCV are 1b and
1b+3 mixed. The abnormal rate of ALT,AST,and GGT are highest in the group of chronic infection. Multivariate logistic regression
analysis indicated that sex,history of donating blood,and history of donating plasma were the risk factors of HCV infection (OR=1.50,
2.27,and 327, respectively). Age was a risk factor for chronicity of HCV infection with OR of 1.62. Conclusion: The prevalence of HCV
infection among the paid blood donors was higher than that of general population due to illegal blood donation, especially donating plasma.
[Keywords] paid blood donors;hepatitis C;epidemiology;risk factors
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PR 5 (TR RN ) 2 H P9 Y 8 s 3
(hepatitis C virus, HCV) JBYL BT 5 | 2 i) —Ff I
W5, B MR AL . HCV SR (4 s R TR 1M
FE KA, R Ba B | 2 80% B 21 gt ik
JERY | T SO RS PR RRE FNZF A, 5 4 £ T
KN IFREAL , FE B PR . HOV R R BRI T
R PR TA AL (WHO) Seit, &t R4
L7 AC NI EE HOV YL, BAF294 35 TARY
PR AR DG A PRI B SE T, PR T B R P 3 (4 2>
FA S DA )R-

H AT A HOV G4k iR 2445 . 250
LY ] b A 4G 20 B R R B e MR A HE LA B B2
AR G, W AR AN BRI AR i 15
MRENT N HOV R s i e, Tidik
i, FRE— B AT HOV BRYRLN 229 | i G
NBER) HOV RSB 5 F— M AHE, b A
FE ) HOV JEL RT3k 32% 1), L3868 B ARERG
HCV JBRYRULTE 15%~37%", B Bk AR+
HCV MBRYLRAE 12.7%~86.3% .,

22 80 AEAR K F] 90 4449 I e Tk [ 64y
Hi DX R A ANV R I GO IS , AT 80T I
LG22 AL HE WAL AR TEA BEmR I AT it T . 8
DAFE VRIS K B0, Y195 48 5t 2 b [X BR 17 B2k 1 A B
Erh R, XA RZ AR A2 HOV KU FAE
NI o HIRA T X EB A fHk A 3 HCV
JERYLIRGE S PSR ik R R HOV IR gL Fg
PR fER N, F 2012 4F 4 A ~2013 4 1 A ik
BB oy AL Z WA A BEmR I 53 B A 95 32547 T
PR TE A IR 2 b R R PR B 3 4R i — 2 R}
AR

1 X&HMHE

1.1 %

TEREVT I b DX BR A A 240k i 5L R AR 1Y
44~ ASR/ATEOR, S0 R 5 XEFE 1990 4R i 5
HEATA R A A (E0) BRI 2R B A R AT 0] 45
P
12 Fik

FRA 56 S AT BRAE 25 2B 1 R 2 B 5 h
2o BRI A IR BT I B A | ) N A a1t
S NFERHIE B DB s B9 s I U
DU TSR R ) U S K R (T
G BRI RE R T FNE B AR, S54b,
T 4% R A X S ik M. 5 ml $EAT HCV Bitdk . &

IR 5 W R UAARFE bR DL g S8 A= A s
PL-HCV BHYEH FEHEAT HCV RNA A A1 3 K 4y
A,

HCV RNA 12 R H A TaKaRa 23 F] 1Y
RNAiso Plus &7 & ARHE LI 45147 . HCV B[ 43
RV SCHR A IR 19 7 ik 64708 BT %) PrimeSeript
RT-PCR Kit W) H H 7/ TaKaRa 2\ 7] (TaKaRa Code :
DRRO14A) , 5|4y 1 e 5% 4 3 3 2B ) B AR A R )
G, AR I H T35 Axygen A F
13 %itzs &

K H EpiData3.10 BB AR 26, #E5r
BARE R H] SPSS13.0 A T ST 24307, 8 it
TORLR IR R EZE (X + ) ik, e PETORIER A
T R T LR T X Ry o SR FHERL R 2R 1
ZHZE Logistic FIHHTITE LA (odds ratio,
OR) MH: 95%n]{5FIX.[A] (confidence interval,CI),
DA HCOV BRYL 52 K2R 1 SCIRSR B . A Kz s
PRSP P < 0.05 AZEFASITFE X,

2 & R

2.1 —H&HER

AV A AT RERR I 807 A, HERR A i 1fn s %
26 A, 3781 A, Ho 168 A, & 613 A, V44
W% (57.86 £ 7.85) %, %I 781 Gy i FEA AT
HCV Hii i, HorpHi-HCV FHME 510 A, EAARRH
PEFN 65.3% (510/781) . Hi-HCV FAMEE hFs:
YL F 5706%  (360/510), HFRIEBRE S 294%
(150/510) , 4F-i  SCALRREE (k4= il o2 BACR Il e s
FE HCV PUIRFIHE . A BRIE bR DL SR Y3 3
H2Z o 2Z 5B G FE L (P <0.05), H i,
I >50 & SCARRR BEFE /N B DU KT Ak 4
I S R BACRIf 2 S HOV JERGeR A (£ 1),
2.2 HCV B $4 B 5 A uigired X %

ALK P R W HOV SR B PR | BRI
I 2H AN RR 2k i YL ol 2 [8) TH & R ¥% A I (alanine
aminotransferase , ALT) . K[ R R @AM (aspar-
tate aminotransferase , AST) A @B (gamma-
glutamyl transferase, GGT) DA S ML 3§ H 0 = Fig
(triglyceride, TG) Fl Ifil ¥ & 0 [ B (cholesterol ,
CHO) MR 2R A/ G123 L (P < 0.05),
FREe e 41 vh AST ALT 1 GGT By 5% R m T
HCV HLARFIMEZH A F BRIEBR AL ; 1 HCV HUiRE P
ZH1 TG F1 CHO 1Y 5 838 T HAW P ZH . HCV
RS MK 2R EER(R2)
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201545 H MR il 56 . B A A R4k I B HOV ERYLE I S SG 16 R 2 M <753
R 1 AT HCV BUER4FE
Table 1 Demographic characteristics of former paid blood donors [n(%)]
A Hi-HCV Bt SRS Fre gL PAE
(%) 0.009
<50 74(41.3) 41(22.9) 64(35.8)
>50 194(33.0) 107(18.2) 287(48.8)
5 0.140
% 69(41.1) 28(16.7) 71(42.3)
= 202(33.0) 122(19.9) 289(47.1)
SCALFERE 0.010
/NERL 79(42.9) 37(20.1) 68(37.0)
INFEIDLTR 192(32.2) 113(18.9) 292(48.9)
k4 I s 0.003
Ta 56(48.7) 18(15.7) 41(35.6)
H 214(32.2) 132(19.8) 319(48.0)
BASK 1fn 2 S 0.000
Ta 42(66.7) 10(15.9) 11(17.5)
H 224(31.5) 139(19.5) 349(49.0)
#x2 BEATENFHCV BRS5EHIERNER
Table 2 Relationship between biochemical indicators and HCV infection [n(%)]
A BB AST SRk ALT 585K GGT FH AL WS 55 2L TG %K CHO FH %L
Pr-HCV FAtE 271 25(9.2) 21(7.7) 25(9.2) 28(10.3) 79(29.1) 87(32.1)
A PR bR 150 56(37.3) 63(42.0) 23(15.3) 20(13.3) 38(25.3) 38(25.3)
FpEL iy, 360 157(43.6) 163(45.3) 59(16.4) 45(12.5) 73(20.3) 82(22.8)
PAE <0.001 <0.001 0.035 0.722 0.033 0.031

I AR AEFERRIE B ARAE : AST 0~40 U/L,ALT 0~40 U/L,GGT 0~50 U/L, Ifi. ¥ 3.61~6.11 mmol/L, TG 0.56~1.70 mmol/L,GHO 2.84~5.68 mmol/L,

2.3 HCV B #4255 ATIE& Ao % %

J T R XS B TP RRIR O, FE S
JEAE A [RIsE X 781 44 v A Xt b1 T B H AR A,
SRR, 71 NBA R, 7 N2k, 2
A 23 N, HA BRI I 43 A FE HCV Uik

(118/360), 1a %!5 12.8%,3 BURYL (1.8%)FN 2 KK
L (0.8%) M LbA/B UL (1), ITEIZHBIX 1 B
HIE 1b ARG IR S F IR BRI

la 74

PEA . A BRIEBRAL L N ek il 2 )45 i 32 22 5] 1b+3 R4/ .

(P < 0.05), HCV HLRBHPE: LR i BS5 FFE H e . T S1.7% 12 o

FFRE A R Ao 4 oA WS A i 5 2257 (3R ), 2 7l
&3

®3 PEEXNRHCV LA SHBRFINX R
Table 3 Relationship between HCV infection and liver

D 1b+3 B4

39
diseases [(n(%) ] 1.8%
~ N P_HCV T F1 A5 HCV YL SR T 53 7
Ap Hr-HCV B OFEG  Irsk PfH Figure 1  Genotypes of HCV infection
T Ty IR LT a5 Aoy skBARER
& . ) . ) L . , s
JFaE{L 0(0.0) 3(2.0) 4(1.1)  0.088 2.5.1 7§4§ﬁkfhﬁi“i7 HCV & 345 Rty X & B
4 i 3(0.1) 6(40)  14(3.9) 0.095 IRl AT 22 18 2 % 4 [R) sk JEL A TR 4 i s B AR

2.4 HCV #F 4R g H KRR A AL
SHFELIEYL ) HCV RNA JEFTHE R0 )5

N, RIS FFELIRYFE B HOV IRAEHILL 1h+3 RUFN

1b BB AR R E 4350 51.7% (186/360)F1 32.8%

i s, P AR ik ity 2 SORE A X 4 oA Ll
fk4xi 69 A, fCACRILAE 115 A SIRA Hk I 597
N34, XEAFER ML =4 i HCV RG34
FLEE A B, AR N 2K 5 e HOV [ G B J2:
PARTR A I Y 2.25 £, BRI 2% Sk 4 1 2 ek
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e HCV A9 XU 2 Ak 4 1L & 19 5.45 5, HIRA R
ML 5 BRI & Y HOV XSty 22 5%, 22
FAG I FE X (P <0.001), 7] VLR ARk i
YL HCV YRR 2 i 1, O ORI, Rk
LI G HOV RS HeAK, YRRk X5

HCV R J5 6 0 R T R S5 SR B IR ATk
1M1 HCV FRE2IER Y il SRR 42 L5 19 2.54 %, 4
1 Bonferroni #&1E & , k4= ML, BRI Ak,
3 R I HOV RS e g 225, Ui
HRIM 7720 F HOV B A 3 (R 4) .

x4 AFEBMARE HCV B X R

Table 4 Relationship between the forms of blood donation and HCV infection [n(%)]
Pi-HCV PR
VA= 2] J a b
A E Hr-HCv PPk HIRT r OR (95%CI) P OR (95%CI)
PR 42 1M 47(17.3) 11(7.3) 11(3.1) - - -
AL BRIl 56(20.7) 18(12.0) 41(11.4) 2.25(1.20~4.12) 0.104 2.27(0.84~6.21)
IRA w0 168(62.0) 121(80.7) 308(85.5) 5.45(3.18~9.33) 0.028 2.54(1.71~6.03)

a: Hi-HCV BIVEA 5 PR LU b H BRI BRAE 54520 e 20 U,

2.5.2 HCV B4 Bt B & 547

KB Logistic [FIHAMT B RAE#S | P51
SCACRRBE R4 a0 s R 4 M R | AR I s R
MR YEEE R BEAA AR ARG HCV AR
R,05R 5 R, 2otk AR RE BE RIS B
UG e, PR AR IR >50 % % s HCV B XU
JESS50 ZH) 143 4% BEFREAR/NELL T H IR
HCV RN 31 1.59 £5, Bk &k iz
FRGL HCV MR s, sk ILFE 26~45 IR

B HER A I <5 YREERYE HCV B9 X3 I T 3.23
%, SR 20 IR 5 B HCV B9 XU BH S
BN, AE 61~80 YRIKTH ARG R R MK <20 KE
YL HCV XU 4.23 £, TGS 555 1Y 73 Hr ik
7N, HOV B e P B S ARRAR G, 1T Sk 4 i
SRR IR TOC, AFRE>50 &3 HOV 181+
SEPEIRL RS SE <50 B F 10 1.72 1%,
2.53 HCV BE 4/ % B ENH

W R Hr A B U A ik — T £

* 5 HCV BE&RKEREZE Logistic [EI13 547

Table 5 Single factor logistic regression analysis of HCV infection [n(%)]

EREE Br-HCV Bt m;;%;;cv WEEE L ORoWCr e ok sy
5]

| 69(25.5) 28(18.7) 71(19.7) - 1.00 - 1.00

@ 202(74.5) 122(81.3) 289(80.3) 0.050 1.42(1.00~2.01) 0.750 0.93(0.57~1.52)
Y (%)

<50 74(27.6) 41(27.7) 64(18.2) - 1.00 - 1.00

>50 194(72.4) 107(72.3) 287(81.8) 0.041 1.43(1.02~2.02) 0.019 1.72(1.09~2.19)
SRR

2D E 79(29.2) 37(24.7) 68(18.9) - 1.00 - 1.00

INETLLTR 192(70.8) 113(75.3) 292(81.1) 0.008 1.59(1.13~2.23) 0.143 1.41(0.89~2.22)
HEkamm 214(78.9) 132(88.0) 319(88.6) 0.001 2.00(1.34-2.98) 0.840 1.06(0.59~1.91)
[REA1IIRV €8

<5 113(44.0) 52(36.1) 126(36.7) - 1.00 - 1.00

5~25 92(35.8) 47(32.6) 118(34.4) 0.461 1.14(0.81~1.61) 0.97 1.00(0.63~1.62)

25~45 6(2.3) 13(9.1) 27(7.9) 0.001 4.23(1.74~10.3) 0.95 0.98(0.45~2.12)

>45 46(17.9) 32(22.2) 72(21) 0.091 1.43(0.94~2.18) 0.77 0.93(0.56~1.54)
BRI 224(82.6) 139(92.7) 349(96.9) 0.000 4.36(2.52~7.53) 0.06 2.28(0.95~5.49)
FRIEUAEL

<20 113(44.3) 40(27.8) 72(21.0) - 1.00 - 1.00

21~40 23(9.0) 18(12.5) 43(12.5) 0.000 2.67(1.55~4.62) 0.41 1.33(0.68~2.60)

41~60 41(16.1) 22(15.3) 68(19.8) 0.000 2.21(1.41~3.48) 0.09 1.72(0.93~3.18)

61~80 16(6.3) 17(11.8) 51(14.9) 0.000 4.23(2.43~7.84) 0.14 1.67(0.85~3.26)

>80 62(24.3) 47(32.6) 109(31.8) 0.000 2.54(1.71~3.76) 0.34 1.29(0.77~2.16)

a: Hi-HCV BIVEA 5 YRR LR b H BRI BRAE S5 H520 e 20 U
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WRZL PS5 - S BRAEA ER I 53 HOV B 00 L2 S [ IR R I Hr -755-

K2 Logistic MIHAM T, 4554 M5 k4l 5L |
BRI 3R S AR IR A 5 AR IR A 2
S, oM AR A IR B I R i S A N D R
AU 85, OR fH. S 95%PT 7 X [a] 435118 1.50 (1.01~
2.27).2.27 (1.43~3.61) #1327 (1.72-6.19) , &3 £
RIENHIIZ G, FRAE HCV BY gL R ek
K, >50 % BmkifL 5 <50 B &ML, KB
AUE#EL OR M 1.62,95%CI Ky 1.03~2.57,,

3 it i

FEERR AT HOV B f e A BE, B
RAETR R Meta 43 B2 BH | v B B ik it A 5
H HCV LRk F) 8.68% , A7 4k 1ML # HCV J&
YU I 2505 T H RN . TR b — SRR
FERR I 51 B HCOV JRGLRAE 40% L 1, HAth4GE
H IR R B IR 70% , A UREFFE XS VT IR 3 b
X1 781 2 BRAA LAk A S HEAT T HCV Btk
0 BT f R B0 ) R A, 25 R BRI N BE
HCV HUiRBY BHEZR AR 65.3% , 17 5 i T3 — ik
NBER) HCV JBYL R 2.2% %45 05 Z LA H
b b DO T A BRI R A R A A5 R — 3, -
HCV FHHEE 2 70.6% 09 Nk A g ke | BIA vk
P2 X 214 HOV FR22 R R K F] 46.1% (360/
781),iX 5 HCV YL 5 S U2 AL RE A — 3,

M PER TR R AU R fE v, SR AST,
ALT Fl GGT {55 112 ABFFE ZE SRS Hi-HCV
FHPEALH AST ALT F1 GGT A S0 R w5, H BRIG
Wa2H FR 2R YL 2H AST ALT 4 54 R ERTE40% /5
o M PEPI T 5 & R 55 N 1 A 1k 2 VA G
T S 200G B AT EE 2 P8k B A& AR50, T AR BF ST
o HT-HCV FIPE BB D5 Fe 3 s v THi-HCV
FRYEE, 534 3 LRI AR /K-F- S sgi-HCV BATEZH Y
TG F1 CHO 5% e , 3X W] B2 H1 T g5 AT [m] B
SR A, AMUUE T HOV B 301,
{EE WA b & B 7 9 FF AL ER 2 BT -HCV FHE
H, BT FREAR ) & A 5 2 20~30 4ERT[E], H AT A
I BIEGA Lease b, WA TEBI-HCV FIHERT-HCV
PHYELH 2 8] K RG24 22 5

55 Al A — S5 S, Rk 4 I Sk R BRLCR o 2
J& HCV B s N E, HAAREMEZ N R
1 Logistic [FIIH#RRAT, B B4 10 £ S BRR
OB N, B8R LSRN HCV B 4 XU
AR R 38, e R BRI 2 R ) R R XU B A
PRI Sy L b 5 380 3 1 25 Tl ot 40 e P e A A

BRI S ) HOV R T U ik 4l sk
&, T R ELA AR 0 7 R HCV R
AR BRI 3R S 2, T R Rl SR 4 i S
SRHE RPERRE A E R L L T RE LA G T
R, 2N T X HOV B S Ik

AR B R PR HOV ARG 2 53 pE Y
1.50 fi5, FEXFTHERIMLT R A TR, — R e
AR BV AT T 0 B ST R R B P
A 3 R LA AR AG— 5 AT, 333 B T 9 A o)
G e PRI B 5 e A BG5S )
B IR 22 AN ) 7 L, R e S eyl g i b X
PRI 53 ) PR DR B HOV 9 KU 35 2
1R o T IS A CSIA SRy P A S A AR ot A R
HCV ByfEks 2R, B AN [ PR R X HCV 8
AR ZE R T — 05T, RN R S Hr AR
1%>50 % | HERETE/NELT Z& HCV IR 1 5
B, M2 HE 00 E s AR HOV B
HA ST fE R R &

TEXT HCV BRI B ANFRE2 e & A T A S A
EMHEIE R, FE HCV B8 i £ 2
fERINER, ARRIHAAER>50 & HCV RRasden
WU <50 £ 1.62 75, ENANLAST e A
W& JERZ M HOV JRYLE H— MER R 7 il g
) S TR Oy o AL G0 RE 7 Bl AF % 1% 35 n T T R
Shodell %5847 18 4 A AN E A 2R AN (plas-
macytoid dendritic cell,pDC) % S CD4* 4 ffd % &
Wb T pDC FEHUR TR e h R HEEVE R 5
— 7 T BEE AR I B D RE T R, P40
JELA P A BB T R I S Mo I A

WAL AR, W25 T i T 1L IR0 b X BE A
FAEEBR A G HCV i BGARBL , [R1BS 2T T 48
B RS R4 I R BRI SR A B AR 2R R I T
HCV B RS PEA B2, TR 2 2 7E A 2k
I 52 & A 20 4R S AT Y, F43 HOV IR G35 7T fig
AN AT RRRAET A A R R Tk R A
), PR A 1 2 1 i £ A2 T B, R SA HCV J8%
YL h, v] G838 L Wk A1 i AR AR 1 i, A ST AE
Sy ML SR T A d i sk A o 42 DAk S T . 1A
A IF A [ F B S s, R A X G o
BEN T B S AR AR, HoaZHh X ok
DLW 7 B 52 R AR (R RGE |, T % s A i@ HOV 1Y
AIREPEAR /N, A R IR 12 2 R A X G e T R
JEYE HCV (342, DRIk i A0 5% 828 10 40 245
BHRAE,
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(&% Xk ] HCV YL 52 m [H 2 1) JE 2514 Logistic [543 #7 [T 1.
PRARTR BT £ 2%, 2005, 32(6) : 618-620
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