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Abstract: Objective To investigate the effects of HBV/HCV superinfection on the level of T lymphocyte subsets and
disease status. Methods Between November 2017 and December 2018 from our hospital hepatobiliary internal medicine
clinic, 36 patients with HBV/HCV overlapping infection, 43 patients with HBV, 40 patients with HCV, and 50 cases to
health checker were included as the HBV/HCV , the HBV group, the HCV group and the normal control group, respectively
for this study. The levels of T lymphocyte subsets in the peripheral blood, liver function indexes and the levels of
inflammatory factors of the four groups were detected. The clinical symptoms and signs of three infected groups were
compared. Results The percentages of CD3", CD8", CD4" T lymphocytes in the HBV/HCV group were significantly lower
than those of the healthy control group, and significantly higher than those of the HBV group and HCV group (P<0.05).
The levels of serum alanine aminotransferase (ALT) , +y-glutamyl transpeptadase (GGT), globulin (GLO) level of HBV/
HCV group were significantly higher than the other three groups (P<0.05). The levels of serum IL-10, IL-12, IL-18 in the
HBV/HCV group were significantly lower than those of the other three groups (P<0.05). Conclusion The levels of T
lymphocyte subsets of the HBV/HCV superinfection group were lower than those of the healthy control group, and higher
than those of the single virus infection group, and the illness was aggravated after the overlapping infection.
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Tab.1 Comparison of T lymphocyte subsets in peripheral blood of patients in each group (xs)

Eip 1511 %% CD3 (%) CD4" (%) CD8 (%) CD4'/CD8’
SR 36 61.4+5.2" 38.4+8.2" 33.146.2" 1.1+0.3™
HBV 41 43 58.2+7.8" 32.5+6.4" 22.745.6" 1.5+0.4"
HCV 41 40 47.546.5" 37.2+5.3° 20.3+5.1° 1.9+0.6"
fett o XoF B 441 50 69.3+8.6 46.19.6 27.6+6.2 1.6+0.5

FE 67.464 123.905 36.634 24.052
P <0.001 <0.001 <0.001 <0.001

S X IR 4 b %5, P<0.05 5 5 HCV 41 He 4, "P<0.05 5 5 HBV 41 b4, *P<0.05,
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2 (P<0.05) , Il ALB 7KF- i 3 A% T HiAth =41 (P<
0.05), %2,
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Tab.2 Partial liver function indexes were compared in each group (x=s)
41 51 %% ALT(U/L) AST(U/L) GGT(U/L) ALB(g/L) GLO(g/L)
G- /| 36 175.6+59.4" 91.2+27.4" 93.7+31.2" 34.7+6.9" 33.8+7.5"
HBV 41 43 83.2429.6" 82.5+23.8% 64.2+21.6" 39.3+9.7° 27.3%6.2°
HCV 41 40 69.5+24.1° 62.9+19.6" 48.6+17.3" 41.2+10.5 27.9+6.7*
fett FE XoF [ 241 50  23.848.2 25.4%9.1 24.3+7.4 45.5+11.8 25.3+4.4
FA4 145.023 92.052 85.966 8.347 13.899
P1E <0.001 <0.001 <0.001 <0.001 <0.001

T 5 A e R IR 4H %5, P<0.05 3 55 HCV 2H He &8, "P<0.05 ; 5 HBV 40 Ho %58, <P<0.05

®3 KHRMEN TN O (vxs, pg/mL)
Tab.3 Comparison of inflammatory factors in each group

(x%s, pg/mL)

15 fil%k IL-10 IL-12 IL-18
EEREA 36 54.3+3.9" 81.7+5.4% 327.9+14.7*"
HBV 41 43 45.72.7* 60.4£3.5" 203.8+11.3"
HCV 4 40 47.9+3.2° 41.5+4.6° 208.6+9.4°
fRBEXTIRAL 50 23.4+25 12.743.2 13.5¢2.6

F 878.899 2133.659 7331.481
PE <0.001 <0.001 <0.001

T 5 HE X IR 4 F 8, P<0.05; 5 HCV 4 1R, PP<0.05; 5
HBV 41 lb %%, °P<0.05
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HBV 41 fl HCV 41, CD8* 4l it &2 & 7+ & , CD4*/CD8*
FEAE N R S, 38R 3 & L T R B0 R D) e 3
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Tab.4 Comparison of clinical symptoms and signs between the three groups [n(%) |

2531 1% i Jik i 7k [LPN B B

GiG-dn e | 36 32(88.9)" 10(27.8) 31(86.1)" 35(97.2) 33(91.7)
HBV 21 43 29(72.5) 6(14.0) 23(53.5) 39(90.7) 39(90.7)
HCV 41 40 27(67.5) 5(12.5) 19(47.5) 35(87.5) 34(85.0)

5 HCV 4l b #,'P<0.05; 5 HBV 41 L%, "P<0.05
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