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[ Abstract] Objective To investigate the expression of serum IL-17, 1L-6 and TGF- 3 in chronic hepatitis
C virus infection patients and explore the correlation between IL-17, IL-6, TGF- B and clinical characteristic of
hepatitis C patients. Methods 54 cases of patients with chronic hepatitis C and 40 healthy volunteers were
enrolled. The expression of I1.-17, 1L—6 and TGF- B in serum were evaluated by ELISA; ALT, AST, ALB and
TBil were determined by ABBOTT AEROSET Cil6200 system, HCV-RNA were measured by RT-PCR
respectively. Results Compared with healthy controls, the levels of IL-17, 1L-6 and TGF- 3 were all increased
significantly in hepatitis C patients serum (P =0.004, P=0.018, P =0.025) .Correlation analysis showed the
elevated IL-17 was related to [L-6 (r=0.664, P=0.00) and TGF-B (r=0.511, P=0.00) .IL-6 was also
related to TGF-=B (r=0.807, P =0.00) . Increased IL-17 was associated with ALT, AST and HCV-RNA
(r=-0.52, P=0.01; r=-0.282, P=0.005, r=-0.209, P=0.037), But no obvious correlations between
TGF-B and ALT, AST or HCV-RNA (r=-0.104, P=0.424, r=-0.034, P=0.871, r=-0.167, P=0.74)
were observed, It is similar to I1.—6 and ALT, AST or HCV-RNA (r=-0.13, P=0951, r=-0.118, P=
0.576, r =-0.083, P =0.694) . Conclusion All the results suggest that Th17 cells participate in the
immunological pathogenesis of chronic hepatitis C.
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Tab. 1 Clinical data of enrolled subjects

Group n ALT (U/L) AST (U/L) TBIL(umol/L) ALB(g/L)
CHC 54 111.32 +54.59 91.86 + 42.36 19.92 + 12.43 33.88 £4.50
POpIEESE] 40 18.75 + 6.06 23.12 +8.38 11.71 +2.78 38.57 +3.75

£2 WEFXSEEIL-17A, IL-6 F1 TGF-B BULER (pg/mL)
Tab. 2 Comparison of IL-17A, IL-6 and TGF- levels in serum in CHC patients and control group (pg/mL)

Group IL-17A TGF-B IL-6
CHC 308.67 + 153.33" 693.21 +452.11° 344.88 +245.32"
POpIEESE] 65.05 + 14.58 95.38 + 17.44 90.12 +21.84

Xt A b, "P<0.05.
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