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(BE] B HHNE-6(IL-6) M/ 2 -12(1L-12) 7F HBsAg FITEREE L RAT %
() BEWTRPER B AOVER . 73k W 91 9l HBsAg FRMEZ2 A I A 436 i A L X He by
FE12 Ak, RATEEE BB ABHE Y (FQ-PCR) Rk & 6 G i (CLIA) A Hr A L A 22
JLAMNE 1l HBV DNA K HBV [ 315 252 bR 54 ;s F) ) ELISA K6 385 28 JL K2 %2 )LAM A 1fi IL—6 F1 TL-12
WK &R LGBl LI To/55 M2 3R R 35.16%(32/91) o J/535 i & 4l A6 8 A= LI
AL IL-6 AKE IR T om 4, T IL-12 K3 FoR S 4, 2 R A Sl E X (3 p<
0.01) o WA= JLII BN ZE LI, JC/55 Dy 25 20 B i 7 225 21 9 TL—6 7K 245 13 , 1 TL—12 K-35 AR
HASAEPILH ] 22 R B Be 22 L (B P<0.01) o, F—2 200 &30, 2 L3t -HBs K- 5826 L
AR B LI TL-6 S TEAH S (,=0.70.,0.79, 34 P<<0.01) , 5 IL-12 £ A & (.=-0.71.,-0.72, ¥ P<
0.01) MBI JLIARIZL LA, 1L-6 Th i fE 1 5 2 ) Lt -HBs K P 2 1EAH 5 (=-0.74, P<<0.01) ,
IL-12 P AR 5 22 L P -HBs /K A7 AE S OE (. =-0.42, P<<0.01) . i JLITAIZE LI IL-6
S IL-12 [A¥ 2 5 AH X (= -0.68.-0.70, 4 P<<0.01), Z5it 1L—6 Al AEf ik HBsAg MLk 2 5L
JL PP H2e B 28, T IL—12 DU AT G4 fe e hir 2, IL—6 5 IL-12 2L [m] 52 HBsAg FAPEREE 22
JUXF PTG e 1V 25
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[Abstract] Objective To explore the effect of interleukin-6 (IL-6) and Interleukin—12
(IL-12) on immune response to hepatitis B vaccination in infants of HBsAg-positive mothers.
Methods A total of 91 neonates whose mothers were HBsAg-positive were included and followed up
for 12 months. HBV DNA and HBV serological markers in the peripheral blood of the neonates and
infants were detected with fluorescence quantitative polymerase chain reaction (FQ-PCR) and
chemiluminescence immunoassay (CLIA), and the levels of IL-6 and IL-12 in the peripheral blood of
the neonates and infants were detected with enzyme-linked immunosorbent assay (ELISA). Results
The non-/hypo-response rate to hepatitis B vaccination was 35.16% (32/91) in the 91 infants. In the
neonatal period and infantile period, the level of IL—6 in non-/hypo-response group was lower than
that in high-response group, while the level of IL—12 was higher than that in high-response group, and
there was significant difference (P<<0.01). From the neonatal period to the infantile period, the level of
IL-6 increased, while the level of IL-12 descended in both groups, and there was significant
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difference (P<<0.01). Furthermore, the level of anti-HBs of infants was positively correlated with the
level of IL-6 (r,=0.70, 0.79, P<<0.01), and was negatively correlated with the level of IL-12 (r,.=
-0.71, -0.72, P<<0.01) in the neonatal period and the infantile period. From the neonatal period to the
infantile period, the increased level of IL-6 was positively associated with the level of anti-HBs (r,=
—-0.74, P<<0.01), while the decreased level of IL-12 was negatively associated with the level of
anti-HBs (r,=-0.42, P<<0.01). The level of IL-6 was negatively correlated with the level of IL-12 in
the neonatal period and the infantile period (.=-0.68, —0.70, P<<0.01). Conclusions IL—-6 might
promote the immune response to hepatitis B vaccination in infants whose mothers were
HBsAg-positive, while IL-12 might inhibit the immune response. IL-6 and 1L-12 would affect the

- 951 -

immune response to hepatitis B vaccination in infants of HBsAg-positive mothers at the same time.
[Key words] Interleukin—6; Interleukin—12; Hepatitis B vaccine; Non-/hypo-response
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