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Changes of serum IL— 12 level and Th balance of chronic hepatitis B patients and the

significance in the course of lamivudine therapy

HE Deng—ming, MAO Qing, WANG Yu—ming, TAN Zhao—xia (Institute of Infectious Diseases Southwest Hospital Third Military
Medical University, Chongqing 400038, China)

Abstract: Objective To investigatethe changes of serum IL— 12 level and Th balance of chronic hepatitis B
(CHB) patients in the course of lamivudine therapy and the related significance. Methods A ccording to the differ ent
responses to lamivudine therapy, patients were divided into three groups: group I ( n = 10), HBeAg positive CHB
and complete response group; group 11 (n = 10), HBeAg positive CHB and non—complete response group ; group
I C n = 5), HBeAg negative CHB group. Serawerw collected fiom patients with chronic hepatitis B before and af-
ter lamivudine therapy and healthy blood donors. Then serum IL—12, IFN7, and IL—4 levels were measured by
ELISA method. The ratio of IFNY/ILi—4 was selected as the marker of Th balance after comparison with that of the
nomal control. Results Before therapy, serum IL—12 level in chonic hepatitis B patients was lower than that of the
healthy blood donors, and Th balance tendency was to Th2 direction. After lamivudine therapy, serum IL— 12 level
was Increased. The highest point of 11— 12 was observed in complete response group at the third month after therapy.
The tendency of Th balance was to Thy direction in complete esponse group and to Thy direction in non— complete re-
sponse group and HBeAg negative group. Conclusion After lamivudine therapy, the immunity response to HBV of
chronic hepatitis B patients can be recovered. The response degree to therapy is associated with the level of serum 1L
—I12 and Th balance ecovery level after lamivudine therapy. Serum IL—12 level may be an appropriable marker to
predict the effect of lamivudine therapy in earlier period of the whole course. The recovery of Th balance is the assur-
ance of cmplete response.
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HBeAg AR (b JRTEYE G Sl S 5 2 B 14 (n =
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Tab1 Senun IL-12 and Th balance level of HBeAg positive and com-
plete response patients before and after therapy(x + s)
Before Time afier therapy
thernpy 2 monibs 6 momhs 9 months 12 months
-2 18.80+53" 56.2+01.%" (BIB9S L7175 2.B:1.&
Ny 3.H:20 & R-10.47 37.19+478 D150 29713
L4 SD[iR0* B.LOzLS DRA0.B 795248 648242
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Tab 2 Serum IL-12 and Th balance level of HBeAg positive and non-
complete response patients before and after therapy(¥ =+ 5)
Bofore Time after therapy
therapy 3 months 6 months 9 mmis 12 memihs
-2 13.Bl+2. 9" M 9l+10.25" 41.47+11.67" 2.5 12.20" 4504+ 12.61"
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Tab3 Serum IL-12 and Th balance level of HBeAg negative patients
before and after therapy(f = 5)

Befire Time after therapy

therapy 3 months 6 mombs 9 manths 12 months
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