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[ Abstract] Objective To investigate the clinical characteristics and treatment status of patients
with hepatitis C virus (HIV) and human immunodeficiency virus (HIV) infection, and to provide scientific
guidance for HIV/HCV co-infection treatment. Methods Based on real-world data from hospital information
system, medical records of 167 patients with HIV/acquired immune deficiency syndrome (AIDS) from the
Sixth People’s Hospital of Xinjiang Uygur Autonomous Region (Infectious Diseases Hospital) and Xinjiang
Uygur Autonomous Region People’s Hospital were collected from May 2008 to May 2018. According to
medical records, patients with HIV/HCV co-infection were divided into polyethylene glycol interferon-a-
2b (PeglFNa-2b) and ribavirin (RBV) treatment group (PegIFN group: 62 cases), common IFN and RBV
treatment group (IFN group: 46 cases) and direct acting antivirals (DAAs) treatment group (DAAs group:
59 cases). The changes of CD4" T lymphocytes, alanine transaminase (ALT), aspartate transaminase (AST),
virological response and adverse reactions in the three groups were analyzed, respectivly. Results Total of
659 cases with HIV/AIDS were collected, among which, 167 cases were complicated with HCV infection, the
complicated infection rate was 25.34%. The main HCV genotypes were type 3b (43 cases), type 3a (41 cases),
type 1b (32 cases), type 6a (21 cases), undifferentiated subtype (25 cases), type 2a (5 cases); among which
type 3 was the most, accounting for 50.29% (84/167). Among them, intravenous drug use accounted for
29.40% (142/483), sexual transmission accounted for 14.20% (23/162) and others accounted for 14.29% (2/14).
Total of 125 patients had no obvious symptoms, and 42 patients had symptoms such as weakness, fever, night
sweats, liver cirrhosis and lymphadenopathy. Liver function detection showed that 56 cases (56/167, 33.5%)
were with normal liver function, 111 cases (111/167, 66.5%) with abnormal liver function, including 12 cases
with cirrhosis in compensatory stage, 7 cases with degeneration of cirrhosis repayment period. The HIV/
HCV coinfection rate dropped from 37.25% in 2008 to 15.00% in 2018, which showed a downward trend
year by year (* = 263.190, P < 0.001). The CD4" T cell count of patients with HIV/HCV coinfection was
significantly higher than that of patients with HIV/AIDS (¢ = 7.203, P < 0.001); but total bilirubin (TBil)
(t=29.101, P <0.001), ALT (¢ = 25.382, P < 0.001), AST (¢ = 30.984, P < 0.001), HIV RNA (¢ =9.190, P <
0.001) were significantly lower than those of patients with HIV/AIDS, all with significant differences. The
amounts of CD4" T lymphocytes in each group after treatment were higher than those before treatment, which
was higher of patients in DAAs group than those of PegIFN group and IFN group; the levels of ALT and AST
after treatment in three groups were lower than those before treatment, which higher of DAAs group was than
those of in PegIFN group and IFN group, all with significant differences (CD4" T: F = 4.252, P = 0.016; ALT:
F=125.400, P <0.001; AST: F=37.990, P <0.001). The early virological response (EVR) rate (96.61%) of
patients in DAAs group was significantly higher than that of PegIFN group (77.42%) and IFN group (71.74%);
the end of treatment virological response (ETVR) rate (96.61%) of patients in DAAs group was significantly
higher in PegIlFN group (72.58%) and IFN group (63.04%). The sustained virological response (SVR) rate
(94.92%) of DAAs group was significantly higher than those of PegIFN group (69.35%) and IFN group (67.39%),
all with significant differences (EVR: y° = 13.011, P=0.001; ETVR: y* = 19.227, P < 0.001; SVR: ¥’ = 14.474,
P < 0.001). The incidence of adverse reactions such as fatigue, fever, decreased white blood cells, decreased
hemoglobin and decreased platelets of patients in DAAs group were significantly lower than those of PegIFN
group and IFN group, with significant differences (fatigue: * = 6.678, P = 0.035; fever: y° = 12.485, P = 0.002;
decreased white blood cell: ¥* = 10.256, P = 0.006; decreased hemoglobin: y* = 13.962, P = 0.001; decreased
platelet: y* = 11.681, P = 0.003). Conclusions The HIV/HCV coinfection rate was high, with HCV genotype

3 the most common, showing a year-on-year downward trend, and spreading mainly through intravenous drug
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use. DAAs for HIV/HCV co-infected patients were more conducive to the recovery of immune function and

liver function, with a higher SVR rate and higher safety.
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Hb X 431
P ALIIX 410 (62.22)
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PegIFNZH FITFNZ ; 3HHIV/HCV LR E V6T 5 2 3 167 ] HIV/HCV FL YL ({4 43 53 A
ALT. ASTACEEIBEATHIIE, HDAASALBHIE wy s HOVERE ivHCyTEs
TPegIFNAHMIFNA: ZERA G EX (PH< 2008 51 19 37.25
0.05) , LS. 2009 57 20 35.09
Py, HIVHCVH:JEKGLEEVR, ETVRHISVR 2010 ok 21 35.59
DAAs# H#EVRZ & T-Pegl FNA AN, igi; ZZ 12 ij
DAAsZH B #HETVRA 5 T PeglENZHAIIFNZL; DAAs o " 1a 58
HEFESVRE (94.92%) 1T PeglFNAMIFNA, 2014 60 13 21.67
ERMA G EE N (PE<0.005) , W6, 2015 59 1 18.64
F. HIV/HCV%@%%‘XE&@B@Z{%K 2016 56 11 19.64
DAASHLEHZ H. K. A R, ma o 12 1875
FE T, MMEFHOR B AERBET : T
PegIENAHAMIFNA, ZRBEAGIHAEL (PH<  py < 0.001
0.05) , T¥MKT, Ve R TRR

= 4 HIV/HCV JLes 5 5al HIV/AIDS B [ sSLib =845 (x£5)

ez HIV/HCVILE& G (16741 HIV/AIDS % (49241) i PfH

CD4 THfL (A~/ul) 314.12+£85.23 387.28 + 121.46 7.203 < 0.001
TBIL (pmol/L) 35.21+10.28 18.46 + 4.42 29.101 < 0.001
ALT (U/L) 84.89 +2530 4581 +13.39 25.382 < 0.001
AST (U/L) 95.11+28.20 46.14+12.17 30.984 < 0.001
HIV RNA (log,[U/ml) 4.87+0.98 4.13+0.87 9.190 < 0.001
HCV RNA (log, [U/ml) 6.23+1.21 — — —

TEe =" AHORHUR

% 5 HIV/HCV $HE Y8 7RG CDA™T 40 %, ALT Fl AST /KF (x+s)

b PegIFNZ (6241]) IFN4L (464> DAAs#L (5941 FiH PlH
CD4" Ttk 2404 (4>/uD
BITHT 314.87 + 84.24 304.56 = 86.56 320.85 + 85.24 0.476 0.622
R 375.26 +90.78 357.82 + 88.56 407.58 + 89.23 4252 0.016
i 3.840 2917 5.399
Pl < 0.001 0.004 < 0.001
ALT (U/L)
VRITHT 84.81 £24.21 87.96 £ 26.54 82.57 £25.47 0.587 0.558
BITE 50.21 £ 14.24 65.23 £20.28 33.41+10.12 125.40 < 0.001
HH 9.700 4.615 13.782
P < 0.001 < 0.001 < 0.001
AST (U/L)
HITHT 92.45 + 30.56 98.57 +25.46 9521 +27.87 0.619 0.540
TR 62.57 £20.87 72.46 +21.24 42.14+12.26 37.990 < 0.001
i 6.358 5.341 13.392
PlE < 0.001 < 0.001 < 0.001

VE: JRJT)G CDA'T #REE4Nfu%: PeglFN + RBV 41 vs. IFN + RBV 41: #=0.998, P=0.321, PegIFN 41 vs. DAAs #4: t=1.974. P=0.051, IFN
4H vs. DAAs #H: t=2.844, P=0.005. ALT: PegIFN ZH vs. IFN 4: 1=4.522. P < 0.001, PegIFN 4 vs. DAAs 4H: t=7.447, P < 0.001, IFN 21 vs. DAAs 4H:
t =10.501, P <0.001, AST: PegIFN #H vs. IFN #H: t=2.417. P=0.017, PegIFN 4 vs. DAAs #H: ¢t=6.523. P < 0.001, IFN #l vs. DAAs 4l: t=
9.184, P < 0.001
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%< 6 HIV/HCV 3Lj&4e3s EVR. ETVR F1 SVR [ ] (%) ]

415 1% EVR ETVR SVR

PegIFN41 62 48 (77.42) 45 (72.58) 43 (69.35)
IFNZ 46 33 (71.74) 29 (63.04) 31 (67.39)
DAAs#] 59 57 (96.61) 57 (96.61) 56 (94.92)
Pai! 13.011 19.227 14.474
Pft 0.001 < 0.001 < 0.001

7: EVR: PegIFN Z vs. IFN ZH: ,*=0.454. P=0.500, PegIFN 4 vs. DAAs 41: ¥’ =9.703., P=0.002, IFN 4 vs. DAAs 4l: *=13.057. P <
0.001. ETVR: PegIFN #H vs. IFN 41: »*=1.114, P=0.291, PegIFN 4 vs. DAAs #H: x*=13.188. P < 0.001, IFN 4 vs. DAAs 4: x*=19.650, P <
0.001. SVR: PegIFN #H vs. IFN 4: »°=0.047. P=0.828, PegIFN 4 vs. DAAs Z: y*=13.277. P < 0.001, IFN 21 vs. DAAs 4: y*=13.786. P < 0.001

F< 7 HIVHCV R GE AR RBIEAERE [H] (%) ]

2R3 % z7 R SEH) TN M f e TR /NG T B
PegIFN4] 62 42 (6774 46 (74.19) 36 (58.06) 35 (56.45) 41 (66.13)
IFN41 46 35 (76.09) 31 (6739 32 (69.57) 33 (71.74) 26 (56.52)
DAAs# 59 24 (40.68) 26 (44.07) 23 (38.98) 21 (35.59) 21 (35.59)
Pgic! 6.678 12.485 10.256 13.962 11.681
Pl 0.035 0.002 0.006 0.001 0.003

W Z77: PeglFN ZH vs. IFN 41: x*=0.899. P=0.343, PegIFN 4l vs. DAAs 4l: y*=8.931. P=0.003, IFN 4] vs. DAAs 41: y*=13.165, P <

EIZ0M0 T %: PegIEN £ vs. IFN 4H: = 1.498, P=0.221, PegIFN 4 vs. DAAs 41: x> =4.406. P=0.036, IFN 4] vs. DAAs 4: ' =9.692. P=0.002.
AT T M PeglFN 2H vs. IFN ZH: 4 =2.647. P=0.104, PegIFN # vs. DAAs 41: 5> =5.290. P=0.021, IFN 4 vs. DAAs #: *=13.519. P < 0.001,
ML/ R W%: PegIFN 4 vs. IFN 2H: 5*=1.035. P=0.309, PegIFN # vs. DAAs #H: x> =11.282. P=0.001, IFN % vs. DAAs #H: x*=4.579. P =0.032
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HIV/HCV L g 4 HC V-3 [ & e % i HCV
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B, ATRER S, AHEREG —EXER; B—
Jih, HAEEIBERAR, HE4gEE/RABXA
iR BRI B R IS, AN L s g, T
& DA R A sl W i 107 10 K SN S5 BRI R 34 mT
JEREAL 27 44k )k J KU . 4 i R HCV
Ja, 55%UL bax i tEik, 20%0L ot oI
Ak, Bk BT T4 s i A, 2
FHHM, TR AL S A R R THC VYT 3L
HERNE, AT EEPHCVIRT E &
BT IR SR EERNEAE N, HHSARRZ

REAK, Hor BFEFA BB & i A WG I7
KHFFCRIL, DAASHZ Ji. K#. AU TRE.
MELE A TR MR FERIA B SAR A 25K
TPegIFNZHAIIFNA, FHDAAsH) %A MEHE &,
AL A RIS B B F T2 4k 2 il 2590 1 X
B, AT 84 A A MM

W FE R I, HIV/HCV YL (1 BT 9 ik
5CD4" Tk T4 2 bk . HIV/HCV A I
AT LT SEAb R NI, (T Th BB R AR F R 38
hn, H A CD4" Tibk B 40 i £/ R HIV I G 2 1T
R S AR T B R R R AR, fE
KPR ERIT G, AHHCVIEREE R
A EE DRI R AR, &IFHCVIK
YLXFCDA" Ttk L4 M (1 1 &2 5 35 K B T AREH
FFE R ] fe 2 HIV = ZR2 0 A A I CD4” Ttk [ 4
M, TTHCV [ G AL 3= 2058 ik 40 i S s A 5
IR R BT RE AL . AT AR, TR LD
RE AR IR R o4 LA 1Y, il 4h 7 B HTHC VIR
J7, — 5 M S HIV/HC VLB G [f1CD4” Ttk
LK, 55— D7 @ S IS B HIV/HCV s g
HPRHNITHCV RNA, SR/ & G BT 201 4
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2, ARBFFF, 3HHIV/HCVILEYL S ETT G
CD4" T4H M v1-£035 A Frde F+, HDAAsAH EHR T
PegIFNZHAIIFNAL, $2/RnDAASTE A F| T H 3 Gk
DIReIM . 3LHHIV/HCV 3L B YL ALTHMIAST/K
IRIT R BT R %, HDAASHLEEH AL T PeglFN
HFIIFNYL, RUIDAAsSIEIT 7 EH A4 F| T HE & 0T

AR, DAAsHHILAHIV/HCV L& YL 45
KT HHIAE, DAAsEHAGEMNIEE N 2. J7fE
. SVREK®E ., MM RIFSiE2a. HEht
LD oK, 536 FADAAsSIRIT IHIV/HCV L
BYeEH, BARSVRE N8 1%, RIME N1.9%,
T REAL B DAASIEITSVRE H100%, T AE{L
HDAASIEITSVRE NI1.7% . AWF5TE~, DAAs
HHIV/HCVILEYLE SVRZE (94.92%) 15 T PeglFN
%0 (69.35%) FIIFNZ (67.39%) , L5l 3 pag
W Fe gl FARAL . FLR R AT fE A HIV/HCV 2L B e
HAAEE RO R MRS E/ER, BITHCVIA
7 5 ERTHIVHUI 3 S 26 97 W HAH R, A4
[FIIEN/PegIFN + RBVA YT HE LA 4 52 R A5 HUEE 47 1)
HLHCVIT 2. PeglFNa-2bHii 7% 1477 HIV/HCV I
TR H T R A HC VIR Ye & 2, M RS2
B TECRHIS W B R ET T IMERNTT RGBT
J&, HIV/HCVIEE G E f)SVR B HATHCV K G
FIR11%PY, Xt R, HCVAIFHIVEY 2
T RMPTHCVIT 2RI . PRI 45 R
AP, DAAsIRYTHIV/HCV L& G 0] 4 S 30 i)
HCVEZ:, SVRE T-90%. DAASRXTHCVIE
A FIRNA S il B A BEWTE A 2 41, 3% s 25 0k
B KRGS FE P AR AR Y. FRE20194E (A
WA B e R ) PR, 2 3R 2 R A 43/
M IR T7 HE 1~ 6 W] i6 5 # PeglFN + RBV ik
TG R BEIR R, BIKARE EUOERT
T EM 4 D RDAASIRIT T & .

Zi b, HIV/HCVILE L&A s, DIHCV-32
RN H WL, IR R TR, FEE
KL B ISR . DAASIEYTHIV/HCV L L
ARIT B TR I DIReRIVK S, RIF 1)
SVR, %4,
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