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[# ZE)B8Y.F iRy A Re 65k 7 (human immunodeficiency virus, HIV )/ AZSHASPE S e SRR ZE G F(dcqmred im—
munedeficiency syndrome, AIDS) %%SAJ‘-JFEEWLWMH¥%3FE‘§(hepalilis C virus, HCV) B 2 [APG 2R 2t A AR Y T 96k B2 40 i
Bt A MR AL, TR AR SR IR R B 43O HIV/AIDS 2GR YL 2H (68 1)) 5 HIV/HCV & I8 gL 25 (80 ) , 43 il %
CD4* Tk EL A . CD8* T bk EL4H fifs . HIV RNA \HCV RNA SEATKGM, 7387 2 2R FE AR AH G . 85 5R . HIV/AIDS PRafijskyesy
CD4*5 CD8* T kL 40 i 4 & W B 7 T HIV/HCV A IF YL (352.691 + 216.324) N/l vs. (164.488 + 101.447) M/l 1=6.585,
P=0.000; (1 102.088 = 578.909)" /L vs.(760.65 + 491.962)1~/uL,1=3.879,P=0.000];2 ZH 8] HIV RNA # 8 LG 11242557 (9.871 +
3.487 vs. 10.737 £3.095,1=—1.600,P=0.112) , H.4fi HIV/AIDS £1 CD4* T # UL 40 iR & 5 HIV RNA 2% 5[ (9.871 +3.487)
logyy copies/mL]Z fAHIE (r=-0.433,P=0.000) ,CD8* T # [ A ffL 45 i S5 HIV RNA 2K i T AH 56 4 (P=0.696) ; HIV/HCV & I 41
H CD4* CD8* T kLA 1K 55 HIV RNA 5[ (10.737 £ 3.095)log), copies/mLIEIJCAH I (P=0.148,P=0.114) , HIV/ HCV &
I YL 2 CD4* T R EL A0 K 5 HCV RNA #85[(15.046 + 2.654)log,, copies/mL]%: IEAH 5% (r=0.242, P=0.031) ,CD8* T
MR SR S5 HCV RNA 25 JoAH 1 (P=0.154) , HIV RNA ##f& 5 HCV RNA 358 /K 5 714 3¢ (r=-0.533, P=0.000) ,
g5 .Y HIV/AIDS B G IR HCV J5, B3 CD U8 i 5 BT, /1 HIV RNA 5 HCV RNA KPS #E R, H#E
(] A AR Ak
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[ Abstract)Objective . To investigate the correlation between viral load and number of T lymphocytes in human immunodeficiency virus
(HIV)/acquired immunodeficiency syndrome (AIDS) patients with or without hepatitis C virus (HCV) infection in Xinjiang, China.
Methods : According to the degree of infection, patients were divided into HIV/AIDS simple infection group with 68 patients and HIV/
HCV combined infection group with 80 patients. CD4* T lymphocytes,CD8* T lymphocytes, HIV RNA ,and HCV RNA were measured,
and the correlation between indices was analyzed. Results ; Compared with the HIV/HCV combined infection group,the HIV/AIDS

EENE:E 7%, Email:83974939@qq.com, simple infection group had significantly higher numbers of CD4*

BT e HIV Boi AP £ 69 2364 A 50 and CD8T lymphocytes [CD4*; (352.691 +216.324)/pL vs.
EEMEE : F %4, Email lixinghua2010@sina.cn, (164.488 + 101.447)/pL.,1=6.585, P=0.000; CD8*; (1 102.088 =
BEMBANEAERAEEARHFLLTIAR (BT 570000)/1, vs, (760.65 +491.962)/uL,1=3.879,P-0.000], while
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(2019-05-13) 0.112). In the HIV/AIDS simple infection group,the number of

there was no significant difference in HIV RNA load between
the two groups (9.871 +3.487 vs. 10.737 £ 3.095,t=—1.600, P=
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CD4*T lymphocytes was negatively correlated with HIV RNA load[(9.871 + 3.487) log,, copies/mL](r=-0.433,P=0.000) ,and there
was no correlation between the number of CD8*T lymphocytes and HIV RNA load (P=0.696) ;in the HIV/HCV combined infection
group , the numbers of CD4* and CD8* T lymphocytes were not correlated with HIV RNA load[(10.737 +3.095) log,, copies/mL](P=
0.148 and 0.114). In the HIV/HCV combined infection group,the number of CD4* T lymphocytes was positively correlated with
HCV RNA load[(15.046 + 2.654) log,, copies/ml](r=0.242,P=0.031),the number of CD8* T lymphocytes was not correlated with
HCV RNA load[(15.046 +2.654) log,, copies/mL](P=0.154) ,and HIV RNA load was negatively correlated with HCV RNA load
(r=-0.533,P=0.000). Conclusion ; When HIV/AIDS patients develop HCV infection,there is a significant reduction in the number of

CD cells, but there is no significant difference between HIV RNA and HCV RNA ,and there is a negative correlation between them.
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A4l HIV/AIDS 415 HIVHCV &34 7] HIV RNA /K3
[(9.871 +3.487)log), copiesmL vs. (10.737 +3.095)log,, copies/mL]
A, 22 7 g2 L (1=-1.600, P=0.112) ,

Baf HIV/AIDS 25 HIV/ HCV & 4118 T i = 40 7
PEECR R 22 R 1, B4l HIV/AIDS 205 HIV/HCV BYL2A
f) CD4* T Wk ELZH A . CD8* T bk L 4 MU S it AE e L2 22 ¢
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Fz1 B4 HIV/AIDS B S HIVHCV &3 EELAER T HEAMTHEENER
51 CD4*(MM/L) CD8* (ML) CD4/CD8
HIV/AIDS# (n=68 ) 352.691 +216.324 1 102.088 + 578.909 0.371+0.278
HIV/ HCV £ (2=80) 164.488 + 101.447 760.65 + 491.962 0.371+0.511
1l 6.585 3.879 0.001
P 0.000 0.000 0.999

gl HIV/AIDS 205 HIV/HCV &I 24H4 20 T k40
PR S HIV RNA ZKCFFHICH: IL3% 2., B4l HIV/AIDS 41
BT CDA T Ik 41 M % i 5 HIV RNA 7K - 2 6 A 56
(r=-0.433,P=0.000) ,CD8* T ik L 40 a2 5 HIV RNA /K-
JeA N (P=0.696) ,CD4/CD8 FLAE 5 HIV RNA /K- 5 171
2 (r=—0.436,P=0.000) , HIV/HCV & 41 %+ CD4*T,
CD8*T R AN Y 5 HIV RNA ZCE IR G (P=0.148,
P=0.114),CD4/CD8 {5 HIV RNA /K-S 1EA S (r=0.921
P=0.000),

% 2 HIV/AIDS A5 HIV/ HCV &HAEEN T kB 4T 2

5 HIV RNA 7k Erta %
THREZIME  HIV/AIDSZ (n=68 ) HIV/HCV4] (n=80)
A r{H P{H r 8 PiH
CD4* (ML) -0.433 0.000 -0.163 0.148
CD8* (ML) 0.048 0.696 -0.178 0.114
CD4/CD8 -0.436 0.000 0.921 0.000

HIV/HCV 5 IE4H 7 T EL AR 74 HIV RNA 1 HCV
RNA JKF ARG UL SR 3, HIV/ HCV SRR 2
CDA*T WRELAIMI S5 HCV RNA £ 1EAH 26 (r=0.242, P=0.031) ,
CD8* T kA% 5 HCV RNA JCAEE(P=0.154) ,CD4/
CDS8 FEfH5 HCV RNA £ 756 (r=-0.462,P=0.000) ,HTV RNA
5 HCV RNA £ 7iAH5¢(r=-0.533,P=0.000) ,

%z 3 HIV/HCV &H AR T HE MR,
HIV RNA 5 HCV RNA 7k ¥ i8] i 31
HCV RNA (logy copies/mL.)

e 5 i i
CD4* (4N L) 0.242 0.031
CD8*(1M L) 0.161 0.154
CD4/CD8 -0.462 0.000
HIV RNA(logy copies/mL) -0.533 0.000
303 i
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LRI 25 SR IEAAHAT
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