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Change in serum IL-18., VEGF, and TGF-§, value in HCV/HBV/HIV co-
infection patients
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Xiaogan Hospital Af filiated Tongji Medical College, Huazhong University of Science and
Technology, Xiaogan 432100, China)

[Abstract] Objective To study the express and clinical significance of serum interleukin-18 (IL.-18), vascular en-
dothelial growth factor (VEGF) and transforming growth factor - (TGF-8,) in HBV/HCV/HIV co-infection pa-
tients . Methods  Serum IL-18, VEGF and TGF-8; levels in patients with HBV/HCV/HIV co-infection or simple
HBV or HCV infection were detected with ELISA method,and liver function biochemical indicators of alanine trans-
aminase(ALT), aspartate aminotransferase( AST) , gamma glutamyl transferase(GGT) levels were simultaneously
detected , correlation between these indicators and 1L-18, VEGF, TGF-f; was analyzed ; 30 healthy people were
randomly selected as control group , statistical analysis was made. Results Serum I1-18, VEGF, and TGF-8; values
in patients with HBV/HCV/HIV co-infection were not associated with gender (P=>0. 05) , which were significantly
higher than that of simple HBV or HCV infection and normal control group (P<Z0. 01) ,and was the highest in pa-
tients with HBV + HCV + HIV co-infection (IL-18, VEGFE, TGF-g, levels were [312, 44 + 45, 24 ]pg/1.,[326. 43 +
51.24 ] pg/ml and [283. 51 * 49. 27 ] ug/L, respectively) , followed by HCV + HIV co-infection, which were
([224.32+34. 37 ]pg/L,[257. 72 + 47. 727]pg/mL and [ 204. 11 + 43, 28 ug/L, respectively), HBV + HIV co-in-
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fection were ([[129. 44 £27. 62 ]pg/L.[ 147. 67 = 41. 22 ]pg/mL and [ 120. 47 £ 30. 23 Jug/L respectively). In pa-
tients with HBV/HCV/HIV co-infection , serum IL-18, VEGF, and TGF-8; levels were positively correlated with
ALT,AST. and GGT (r value was 0. 667, 0. 652, 0. 672; 0. 643, 0.618. 0.623; 0.712, 0. 673 and 0. 705, respec-

tively). Conclusion Detection of serum IL-18, VEGF,and TGF-f; levels are important to evaluate the status of pa-

tients with HBV/HCV/HIV co-infection .

[Key words | hepatitis B virus; hepatitis C virus; human immunodeficiency virus; co-infection ;interleukin-18; vas-

cular endothelial growth factor ; transforming growth factor @ ; blood transmitted disease
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2.1 HBV,HCV.HIV &5 5§ & & o7& ALT,
AST.GGT 4% W3 1. HBV.HCV.HIV [a] 4
JERYL R 1L ALT,AST.GGT & ) HBV + HCV
+ HIV i e  HBV + HCV By =UR ik .

%1 HBV.HCV.HIV [& My B G ALT.AST.GGT &+ K (U/L)
Table 1 Serum ALT, AST,and GGT levels in patients with HBV/HCV/HIV co-infection (U/L)

Groups No. of cases ALT AST GGT
HBV + HCV + HIV 13 112. 35+ 26, 174 126. 42 + 34, 242 142. 63 £ 40, 122
HBV + HIV 18 85.24 %18, 234 92,38 £21, 184 98,14 £33, 254
HCV + HIV 26 79. 32+ 14, 56% 86. 98 £ 16. 65% 92,24 £21, 32%
HBV + HCV 42 69. 42 £ 17. 42% 77.67 £ 11. 66% 81.20 £ 18, 26%

ALT,AST,GGT:¥gvs¥k .t = 2. 46,2. 71,3. 07, respectively, P<Z0. 05 for each; A vsys:z= 1. 20, 1. 82,0. 72, respectively, P=>0. 05 for
each; AvsA.¥g.%:t=3.41.3.42,3. 60.respectively; 2 =5. 09,4, 21.5. 15, respectively;z = 6. 85.7. 98,7. 76, respectively, P<C0. 01 for each
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2 AFRMH HBV HCV HIV [ & I8 8 L7 1018, VEGF  TGF-8, & & 44
Table 2 Serum IL.-18, VEGF, and TGF-B; levels in different sex patients with HBV/HCV/HIV co-infection

Sex No. of cases 1L-18(pg/L) VEGF (pg/mlL) TGF-g: (pg/L)
Male 61 236.17£74.72 251.16£97.12 243.02£81.26
Female 38 254,31 %87.22 232.64£81.34 228.55+£72.23
t 1.09 0.98 0. 90
P =>0. 05 =>0. 05 =>0. 05

2.3 RREAFEREXEEMF IL-18, VEGF, TGF-
B &% I 3. HBV.HCV, HIV a4 ki
F 3% 11-18, VEGF, TGF-, % &Ll HBV + HCV

£ 3 ARREEPAE B Z T 118 . VEGF . TGF-8, &4 LK

+ HIV e i R i w5, HBV + HCV Js et R

fik.

Table 3 Serum IL-18, VEGF,and TGF-; levels in patients with different modes of infection

Groups No. of cases 1L-18(pg/L) VEGF (pg/mL) TGF-8: (pg/L)
HBV + HCV + HIV 13 312. 4445, 245 326.43+51, 244 283.51£49, 274
HBV + HIV 18 184. 16 £ 36. 254 194, 38 £ 45, 354 161. 06 £ 41, 744
HCV + HIV 26 224,32 %34, 37% 257.72 £ 47, 72% 204. 11 £ 43, 28%
HBV + HCV 42 129, 44 £ 27, 62% 147. 67 £ 41, 22% 120. 47 £ 30. 23%
HBV 30 98. 77 +23. 360 112, 24 39, 460 94,53+ 23, 540
HCV 30 05.28 + 24, 18® 118. 69 £ 40, 04® 08.27 + 24, 19®
Control group 30 62.47+£18.25 89.21+31.55 66. 78 £19. 21
F 7.14 7.52 6.17
P <0. 01 <0. 01 <0. 01

Control group vs the other group respectively, P<C0. 01 for each; A\, A . Y5 s % vsO , @, respectively, P<0. 01 for each;every two of A\, A,

¥ » Werespectively, P<<0. 01 for each; Ovs@ ., P>>0. 05 for each
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