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Analysis of HIV,syphilis and hepatitis C infection in different people
SHI Ying s XU Suli®
Department of Clinical Laboratory ,Disease Control and Control Center of
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Abstract: Objective To analyze the performance of human immunodeficiency virus (HIV) ,syphilis (TP)
and hepatitis C virus (HCV) co-infection in different subjects. Methods
say (ELISA) and viral nucleic acid (NAT) were used to detect the infection of HIV, TP and HCV in 192 dif-
All the 192 blood samples were infected with HIV (127 males and 65 females). A-

mong them,51 were infected with TP,18 were infected with HCV,and 7 were infected with the above three

Enzyme-linked immunosorbent as-

ferent subjects. Results

viruses. Blood samples from the Department of Infectious Diseases,Dermatology. Hepatology and Detoxifica-

tion were dominant. Conclusion

HIV.,TP and HCV often showed two kinds of pathogen infection or multi-

ple co-infections,and it is of great significance to strengthen the health education and behavioral intervention

of HIV-infected people.

Key words: human immunodeficiency virus;

N Kb s i b 25 (HIV) 5 4585 (TP) (75 %I F 4%
I 1 (HCV) #6 J2  Ye vk W 5 19 9 75 . HL AL 3% 38 42 A
oL, 20 3 o e AL 4 L B AL A i AL R 5 T
ARG K, HIV 5 5 TP il HCV 4 pg — 5 5%,
=EA IR L R AE SR ST W A A RS 5 N B
RES& HIV &Y i F S % 4, 2 & 3R TP M
HCV By s NBET L I ARG I b S2 B 2 BR L 78 2% 4
() HIV &3 v, BARR A 26 K A BEH HIV 5 TP,
HIV 5 HCV ) Z 8 B & 9F B 3 Fi ) i J8% e 1 4
B AT AE — 5 22 5. (H AR B A) 40 i 32 5 . KR B
HIV & 3f & TP fl HCV # 3w, A& #F 55 %
2016— 2017 4F #iE %2 17 A7) 2% 46 A BE HIV 5 TP A
HCV & If B YL 18 B0 E 47 8045 70, LU & 3 HIV,
TP F1 HCV 3 Tl 55 (9% 45 18 20 S A7 85 10 B 48 ol
AH I s B2 AR H B W T
1 #ENEFE
L1 ARASKRUE A A I A 7S 359 oA 28 22 T 4% A B2 B

TEE RN AW L BT FZNF MG F 0 R T m s, ©

syphilis;

hepatitis C virus; co-infection

o B S K IR i R AEE 2 T R T 2016 — 2017 4R34 K
FAY IV s A o 50 4 26 G BN B FH) S 38 s e Ak 4 1 i 4R
WA I L e 972 o], bR BT R AE 400 ] 45 A4S BR
B BRAFE L bR A 80 ], 3 g B R E A I (VCT) 12
f], 2 ELISA #:0, HIV pHME 3L 192 1], 53 127 f),
65 Bl AR 21~61 %, 349 (27.48+5.21) %, #E
o i AN T BORS A s R

1.2 oy ek

1.2.1 HIV RJ] ELISA ## HIV, I3 4 % )5 .
K H STAR 4= [ 3l A A (Microlab 23 &) 4 77) A
HIV i 5 il 57 & C L SE A YR A BR A /A7)
FAME 4 H 3 i 3% %2 % 57 H1 & 48 (Microlab A ] A=
77 SR R B B BR A, B AT IR AR A (1 L) Al
(2 fLO &K, 1 FL K L b 52 BE 1 S 1 2R FH B 9% EP 3
RN .

1.2.2 TP R P 2 & N2 R R Rl s
(RPROffi#r TP: HX 50 pL ¢ K il ¥ ¥ 5 I 76 K R B

#E {5 1E3& , E-mail: sy15809115793@163. com,



BREFHER2020F1AF17T8E 28

Lab Med Clin,January 2020, Vol. 17, No. 2

« 163 -

PPN L AR AT 1 3 A5 0 WURG S0 5 (b T 2R i A= )
LA FI AT R R B 8 min i 4 (B P R
0 35 TR JUR R R SR BH M AL 38 A 1 S K Ry
BH .

1.2.3 HCV R TIGRIS 4 [ 3 I % 1 i # 2
G (S5 B AR o8 & Az 7 ) R E B J2E W R 3R (e v
BRAR N B0y A B 28 5] A2 72 ) K I L 0 25 il BB 4 3 W%
K] 15 (ELISA-1) HCV , BH ¥ 3 5% FH W 156 4 93 % Ff
WA 2 5 (ELISA-2) &A% . DL G I 359 7 45 442 RS 2%
Fiia 70 1 B A5 R AT L 3R 34 78 A RO e A .

2.2 HIV B 5 &Gy TP 1 HCV & & K &K 43
Br DL 2. ARIEAE VI B ) B A AR ST O o R A
PR S0 P A Y T )7 R R 7S R A e i AT
RBEZFARBIT EEAWET RN L 1 FEER
PEAL G MEAT AP R S E 255 6 Wifaf R =&,
2.3 HIV EEHESIFERY TP Ml HCV [ £ H £ 4
Br W2 3. DLE®AIFEY TP f1 HCV 1E 2 N 4%
OB FRERS SR ERAES I E LA
AN ER PR CE VIR =1, 5 R 5 =
) FEATARE 414 Logistic [A1J343 47 .

1.3 &, R R AL BE YA GO 4 A ®1  FEMER . FEEHERBE HIV.TP #1 HCV BfE
XFHEAT T E VI B R B R A AN A A MR R B0 (0) ,n =192]
HTE TR DG AL e S AT O R TS TR  HIVETPH
- . i H n  HIV+TP HIV+HCV

TG00 R FEAT O PEAT R PR IR AR, Rl NS E HCV
W Rt os N SRR AR SOWE e % 0 AR YA R e B 127 33(25.98)  14(11.02)  5(3.94)
PN AL B 16 A % 65 18(27.69)  4(6.15) 2(3.08)
1.4 Si2Fab %A SPSS20. 0 4t % 44 ik 47 %1 ) 21~40 140 45(32.14)  15(10.7D) 5(3.57)
S ANHT A ET L R DL B T A R 2 2 4 >40~61 52 6(11.54) 3(5.77) 2(3.85)

- 2 N N ) R E MR 39 7(17.95) 4(10. 26) 1(2.56)
FeACR A X %jg’ﬁaﬁéﬂlﬁﬂ?ﬁéﬂ R ] Fisher Y] BB 26 3(11.54)  3(11.54) 1(3. 85)
BER L R BU A 08 2 4280, UL P<<0. 05 Ay 22 5% BeRBE 36 17(47.22) 1(2.78) 3(8.33)
GENES- S R 17 1(5.88) 7(41.18) 0(0.00)
2 % E HABBZE 13 2(15.38)  1(7.69) 0€0. 00)
2.1 RFEMER VER AR E HIV, TP 1 HCV J& KEHT 61 21(34.43)  2(3.28) 2(3.28)
P FR G IR WER 1. 192 Bk R br A Y 2
PE R HIV $p 4K BH v, H o & FF B g TP51 4 ®2 HIVEEEAHBE TP HCVHEREZESN
(26.56 %) , A IFIEY HCVI18 B (9. 38%0) , [AI B &Yy mz no IR KA X P
HIV. TP f1 HCV7 (3. 65%) . % &t TP BRYEFR  fepmwipimin B 74 17 57 18.381 0.004
EREGIFE XX =1.54,P>0.05), B¢ HCV RAEIS 59 5
QI RS T A RS F X O =838, iy O,
P<C0.05), 21 ~40 % 4F % Bt HIV + TP, HIV + % 150 60 90
HCV &L R W] B 5 T =>40~61 B AR E, 22 531 W AT Y A 87 53 34 21.547 0.002
BGit ¢ E L (P<0.05), kKA =0 L. & S 105 o o
TP e (& =R YY) 5 2 19 J2 B2 IR R 3 e (fg T )
9 72 T 3 ) TR R R LA 2 D B B B T HeZ TR 63 25 38 0.876 0.894
HOAE KRR 3 LA 1138 T I S0 35 bR LI romoor o w
UGN S LN EUUNC] S L TOPE S BT 0
S G L (F=38.54.24. 68, P<0.05); & Lo 20 99
JF HIV HOV B 2 (02 IFRRL, W 05 TRk THIOPMBRRSS b o7 a8 79 31674 0.000
KA E, 2Z5 WA %% E X (F=57.535, P < #9558 37
0.0,

*3 HIV B §H#H B TP i1 HCVMSAEH

1 A5 B SE x: P OR 95%CI

A Y 955 751 B J1 iR —1.345 0.687 18. 381 0.004 0.268 0.115~0. 572

W AT N 1. 354 0.492 21. 547 0.002 0.474 0.247~0. 675

P25 1.638 0.757 26. 876 0. 000 0.435 0.384~1.140

PEAT A 2 B —2.275 0.587 31.674 0. 000 0.027 0.272~0. 907




« 164 - BREFHIER202F1AF 17 8% 21

Lab Med Clin, January 2020, Vol. 17, No. 2

3 3 it

Bl W N B £, 4% R B YA B A T HIV
B NBB AR 2 B R AP 3™, Aol
2016 —2017 4F A B 25 B = 2K 1Y HIV FHE R 0 Ar A
192 M), H 4 #R 8 F 8 HIV &Y, HIV O & &)™
A AR B o0 T HIV & % B B4 I HA
RS E A B B U  N SSE N N 1 By a8 =04
By 192 4] HIV jBRge # dh £ 3k 76 4] (39.58%) 5 TP
AHCV 8 =@l =& A I By, Ho HIV f1 TP IR
SR L 51 B (26.56%) , it £ T HIV Al
HCV & & & Y % 9.38% (18/192), i A/ 7 14
(3.65%) & HIV. TP fil HCV =& & Jf &Y. 5 ik
[6-7 V38 245 SR A A [R] 5 150 B 3 S — Fobo 325 ok b #2 , [
Al I B AG 0 25 SR 2 R AE L K S 4 A 3l il Y 4 A
1, R F ELISA . % 9 B3 it 56 i A7 HIV, TP Al
HCV. 81k HIV @& 3 284 5 JF TP M HCV R YL A
2 [ o 36 3 1)t 2 mT AT B 1 A X ok i A R B
JiT 45 b () FE AN LR R B (AR Be B R B 5 PR R Sy
[l —B %) AL Y B RS B AR = 2 A S,
WALHE MR AL 1132 T Sh R % AhRE a7 R R
WELCEB 2R g B O B AR B A A R
2 A0, U HIV & 9f TP M HCV &Y AR
RSN OUN 2 ANE S TN N I ELY B3 3P
JTF 48 S AL e v s . 3 ™ IR AR T . BEYY TR
B 1L P Bl A OB 1T A 38 s N RE I A R 4
TAE ABZE 1 B F A HIV AL L 254 A 38 22 B 1k
TP F1 HCV Jg e , SR BURRAR 15 1t - Jin I B X 3832
B 36 W 45 14 1 B8 A 190 97 SE 386 96 14 ) B T By 45 1 =
FE BT A e e g

AW 38 3 A VI R W 2% R ] o 9 A & B
HIV &P 4 9F TP fil HCV &Y 3 E i fF 21 ~
40 % B4R N BE W35 AR SLMEAT 0 2 § 8 HIV &
YeH &I TP A HCV B EEAEKREE, gL
IR RS A% Y T B 0 TR ) B AL UE S TR AT O I
2 BEHE R Z R HIV, TP 1 HCV 4 3f
SR YL R () B R, MR H AN, R RER K
A E AR R AR R AR I 4 R
5 Al SRR A I 45 2R %) 3 AT A5 08 SRR T B X R AR
—F L AN AR RS & B, HIV I TP 3R A g
Ve T B AT R R B T PR A TE TR AL W A e
A3 5 L P A ] 2 A Ty T sk 2 g et
T E M. TEAR R IR AL AT O RS
H HIV &Y 4 9F TP 1 HCV J& YL iy 3 25 K N
RWEE EH B S B8ORS R AL AT O BE U 3G g B
CHFIRT, O e N TN T AR R T ) i A
IR ELYEFT M HE s TS 5 . th TR A X Sl
[l 3, V2 AT ) 0 2 T T R A A SCHRRGE L B
BYAT RS E HIV, TP Fl HCV 4 I 8% e i J8k e %
W 764 T B BIE IS v T A0 5 X 5 T Y A

MZ LR HIV e i  HCV TP i al —
A IR R TR RN A R ) 2 B, W 3
TR ELPEAT Ry B i 547 S e 1R A R A R L 7
BN TR) N B SR BUCEE X M L 2 15 e R M 1Y TR AN
BT REE L mas % HIV . HCV ., TP (%45 4 5 il , #8 4k
A8 Yl 95 1) T 37 R 45 a4 e

2% 3k

[1] B4k, A&, 5 EE, % HIV 43 TP/HCV/HBV
BB R[] LR B BRI 44 45, 2017,9(2) : 93-
95.

(2] RyR#.XIH00E, F06, %, g1l IX 2010 — 2016 4
W3 AR HIV., D3I RO A 75 8% e 4% B0 & 52 mal IR 38 45 1
[J]. R iR E 2 ,2018,30(3) :223-228.

(3] JAJh. A 43, EH, 5. 174 2010 — 2013 4E 0% 3 A4
IGO0 S5 R Ay e L) A B A 2k T AR L 2015, 31
(12) :1543-1545,

(4] BREE VP8 . kB4R, . K4 M X HIV &Y & 4 I
TP HBV #l HCV Yt Fext CDA™ [T ik T 40 i 19 5% i
LI 7. v I 3E 8 96 9 L 2018, 24(10) ; 977-980.

(5] o, )%, 8 2 3C. 27 — W BE e HIV B 4K F i B2 471
PRI 25 SR A A ). 9250 5 K 30 B2 4%, 2014, 32(1) : 81~
83.

[6] ik, 400, HIV/AIDS 5 A HBV HCV #f B % (1)
VR S M. o 3 PR - 2017,23(2) 1 138-141.

(7] &k, B, BRIy, . b i w2 N BF S0 9 A 2 AR
JFR IR bR 0 % 5 i FRL 2% 43 A D). B 5 4%, 2018, 30(3)
248-252.

[8] . ELISA ¥k Mifk 2% & S ik %t i o HIV-1/HIV-2
PR A BE BT RN JH- B4 00 4G D 25 2R 43 L/ CDL i 57
TR B S0 GE 22 R W 1 P, 2016, 16 (37)
123.

[9] o3 T AM8 X Be ok . 5. Tk = V6 R 10 5% X AL Y m
M TAT BT IR [T ], B2 2% 5445, 2017,30(2) :45-48.

L10] EF . 4G JRIAR . 45 . ORI K 3E 386 955 Bl A IR 45 1 32 722 [
B f R SR s e 0. S 2k T AE IR, 2018, 34 (1)
1-4.

[11] #ewedt, ol 4k 22 , B4R M. K 2 A= SC 36 095 Bl 36 0 1S BE AT
AT ]. P E AL A, 2015,31(2) :249-251.

[12] BRI . B2 26, Par. 4. 126 f) HIV &% HBV.
HCV J TP i 45 5 43 B Kol R A (A L) ] [ BrAs 30 2=
2 2016,37(1):112-114.

[13] B 5 W) ARMG, 2540, 45, 2011 — 2013 4R R4 W 7 A
PO TR IR e R 100 B A oy R 3R 43 L) . TR 2 2 i 34, 2016,
22(2) :88-90.

(147 BE5 0, PN R L 9k SCBR . 2. TRLN 7 JRE 90k X 452 4 3 T &
PR %5 & HIV.HCV ,HBsAg . i 8 8% Y R ol K fE b [
[J]. Sc W BE2,2016,23(2) . 170-172.

[15] & Ffrsk. 5. 09 8. . 146 & 5B B 47 8 & R4
HIV M B e 3R [T ], b i 3 Bl I 2%, 2017, 29 (11) -
863-866.

(Wi H 1 :2019-06-03 & H 1 :2019-10-15)



