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Abstract: Objective To observe the expression levels of Mig in the patients with chronic hepatitis B. Methods

ulation consisted of 88 chronic hepatitis B patients and 53 healthy controls. The ELISA,RT-PCR and Western-blotting were used

The study pop-

for analysing the expression levels of Mig in serum, peripheral blood mononuclear cells and liver tissue of the patients with chronic
hepatitis B, while the immunohistochemistry was applied for analysing the distribution of Mig in liver tissue. Results The expres-
sion of Mig in serum, peripheral blood mononuclear cells and liver tissue of the chronic hepatitis B patients with HBeAg negative
were (247.03+63. 14)pg/mL, (0. 95+0. 21),(0. 7940. 23) ,and that in the chronic hepatitis B patients with HBeAg positive were

(243.05+53.00)pg/ml.,(0.98+0. 35), (0. 74 0. 18) , which were both significantly higher than those in healthy controls, the

difference was statistically significant( P<0. 05). Conclusion
be related to immune state of patients.
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Increased levels of Mig in the patients with chronic hepatitis B may

enzyme linked immunosorbent assay
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1.2 U 5iAH EEY L ABI 2720 B/ 3¢ E ABL A F
Ak, Mig BEIE % W B 2 2k (ELISA) IR & i ¥k [/ DIA-
CLONE A"l #4t, Trizol® RNA 25k 5 & 1 Lipofectami-
ne™2000 t A 3 E Invitrogen 24 Al &k, JE R A & b
KIEFEY TEA RN AR,

1.3 RT-PCR4i#1 Mig 41 Ml & RNA By 42 BCR A Trizol i
s B e BRI AU B 5 61T . L Oligo dT(18) Ry 514 . 4%
RNA i % 5% % ¢DNA, i) cDNA J#i#7 . PCR ¥ #8 H iy 3 A
Mig . B 2 H i B i S i (GAPDHD Sh NS L5 P 5 L4 1.
R S E YR 94 °C 5 min; 94 °C 1 min,60 °C 1 min,72 °C 1
min, J§F 30 K ;72 “C LA 10 min,

1.4 AR EL5 (Western Blotting) 43 #f Mig 635 40 i J
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®1  slHE%
§ R K
H i3 31451 He
(bp)
Mig 5'-CTT TGT CCA TTE CCA CTT CTG A-3’ 306
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HBeAg [P HFE 5 (0.98 0. 350 M B IL i, X R WA 5
P2 L (P<<0.05),
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AT L)L ELISA.RT-PCR Fil Western-blotting 28 3% A 43
BT 88 48 1k 2 B 4 8 7E A W) HBeAg AT W ILTE 5
JEL BRLAS A 40 L R JFF 20 2R Mlig KA K P, 45 R R, HBeAg
FHPE 2 BT & . HBeAg FH P 2 /T 28 3 1 H Mig /KF 250 4
(247.03+63. 14) pg/mL, (243. 05+ 53. 00) pg/mL, B & & T
e R AR ML Mig 7K F-(143. 82426, 97) pg/mL. HL4h, ik
S AR B A A% 4N M TR A I 5E 4L, HBeAg B 1 2 JiF 30 35 AN
HBeAg MI¥EZF 8 #F Ay Mig KB ¥ m TR AR, oid
AR 3T 3R AL S SR E 2R A b A L P A 3Rk b 1
) Mig T JFF 48 f 3 T T 52 P9 19 58 1k 4 it 3% 3% K Mg,

Zi Bk AR AT HBeAg BT 2 JF 35 1 HBeAg
FHPE 20 888 I3 A0 R B S A 40 it S 4 21 3R 3k Mg (1)
F505 N A JEWESE HBV 1 & 90 ML 28 8 — i S0 30 L
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