EERE RS (S —FERFARD) 20064F 111

WP 2 % 3 CXCath R FMi g If 3234

T E LR FEAE I 2808 LRy B JRE N 2SR AE, IR 7 S B SOREN Bh i B i ds,  BEWEtl . BOm
PRI AL . NKARM . b A S, AR SOIE B SR AR TEAL, S A AME R . CXC
AL Py TR B AR AL 1 Mig) 5HZARCKXCRIM AR, X R IZZAAIMNKA . T4, Sk B
A AETEAG S MO, AENUARPURGL. RS R R A . E AT R T I 1 S N AR R AT
RATARE, (RN SR RAKVERE T A TRECXCRAL R FMi g e 18 1t L SUm i R I E I, A5
EFRASBIMETE LT B LLSEINPCRIEBNZS . e S IiIMi g mRNAZKIA/KY,  RABLTSAJAE S I iFMi gk 2,
PUR 5 RARIE QTR o

1 BRI

1.1 IGKRTEE

454511 L AN 42004, 172005, 69 RS 55 0" LR Beloa i s, Hrh 552541, 202041, 44818750
%, P¥I(3049) &0 S IE24BIARKS IE H Rk 53 0, o 5144, Ze106, FEd20748%, T (2545)
% o IRIZ IR G 200047 P 2 4 [E i B R R S BUE T 2 Wbsif (1] o BRI A LR 454 M3 HBsAg (+)
HBeAg (+) . Hi-HBc (+) FIIfIEHBV-DNAPH ¥ (HBV-DNA>1. 0X 103 copies/ml), NRMRFEZ M (ALT) Fer, H
TR TIEEME2M, FRANTIERMESR (80 U/LCALT<320 U/L) . jFtiEt6 1, Jo&IFHAV, HCV,
HDV. HEV. HIV/EZ, Jotifh B 5 ietbom, 34 H W ARG I hum s M sz b Fia T .

1.2 HKF S

ELTSAMLIEML g R A) & B2 ESigna A d); Trizol iAAEIWHEE InvitrogenAa]; k40 M4 25
WA E#EARF =) . Light Cycler FastStart DNA Master SYBR Green I H7E[ERocheAE . i-
Cyclez PGSEIE #PCRIUE H £ EBio-Rad A H| .

1.3 FRAKE

KPR R em], 26l E T2 S R LR P Eppendor {45 M4 3 il Eppen—dor {4 . $t
B T AN A I AN 40 i (PBMC) PIFA4L I FMig mRNAKY N, 4384 H T M iEMig. HBV-DNAS BRI, ™%
P UL P AT HRA

1.4 SEIPCRAZIN

DA B 40 P o B V0H R4 25 PBMC,  HIHank’ s¥UEER2UK, LA1640 58 AR 7RI R 24 i % (172) X 106
A/mle UATrizolikiflihde S EPBMCERNA, JFli% sk AcDNA, #H-86 CUKFI#&H. KHISYBR Green 1%
PRICIRACHUPCR 1), BN AR R 25l 4G B Rl 5 144510 pmol, MgCl,2. 5mmol, Ex-Tag 1.25U,
dNTPs 0. 2mmol, 1XPCR Buffer (500 mmol KCl, 100mmol Tris, 20mg/ml gelatin, pH 8.3), 2X
SYBRTM Green I ¥io 2pl bl dt BiAS A cDNA, BEMLCDNALLL : 4k HA1LIA 751 M8t 2 MiShiel ds &5 7 vk
17121 03], WM ig g AINKL. IR NZSEW TR 95 CHiAEPE300s, 95CAMES0s, 55CIRK



40s, 7T2°CHEM90s, FL35MEM, /T2 CLEM300s. IO RRAR c DNAY R S A K 22 06§ SRR IR 52 0
DAFALE IR 1 55 S R GAPDH EL A Ay HL e A X ik /KK

¥ LXRT BCR 3R A T e S
Tab.l Primer sequences for real time PCR of CAPDH and Mig

Type Sanae b —11 A ntieenag & —3) Length
GAFPDH GGTATCGTGGAA GGACTCATGAC ATGCCAGTGAGC TIC CCGTTC AGC 188bp
Mi SGAACTCCA TTC TAT CAC TATTGG TCA AGTGGTCTE 414 bp

1.5 bRk RIbR A 2 i %%

KV G SE N GAPDHIPCRI=H A A bt o i 2 Sy W RCR R R R, RS I 1 ng (10°
copies/pl) FIGAPDHA% 1 : 10MUIESERIANREEERRE, RI10%. 104, 103H1102 copies/pI M3 SARUE i 2 Hilhx
k.

1.6 Zuilsabs

MR ARG R ZE, Goit Bl LU T log ¢D-NA/log GAPDHELAE FI3%L £ ArdE 2 b A FmRNA %
K, DAFEBRAERNASR RT3 3 s R rp R B AR 5 o ZHLIA) 22 5 R tR 5, P<O. 05 8 = AT W .

2 4R

181t L B PBMCAMi g mRNAZKF S MM g & i3 iy, 5 10 0 R4 PR 22 e AT J8 32 (P<O. 001,
P<0.05, %2). 18 LM EFHPBMCAMig mRNAL ILAM A i M g 75 & 2 3 AH G (r=0. 7157, P<0.001, K&
1A) , 17 IEH NN 5 e (r=0. 2742, P>0.10, KI1B) . 18VE 2 B4 i M gk 3 5 ML ESALT
KPR ZE A (r=0. 7220, P<0.001, K24), iiEws AR 38 LA (r=0. 2709, P>0.20, KI2B). 2
M T B A R i AP M g R T 5 i HBV-DNA & & b 25 A% (r=0. 7266, P<0.001, [I3).

T2 HAEZFBEHX PEMC M OmRHA
REKAEENRM O ER
Tab.2 mRNA expression (log cDNAJflog
GAPDH) in PBMCs and plasma Mig level

in patients with chronic hepatitis B
Group n MEOmRNA Mg gD
Contol 24 03921+ 00601 287 42256
ChinbhepattisE 45 04883:00693  6094+738
=17 6787 £h 264544
P<0 001 Pc0 05
25[
=017 -
aof P<0 001

=t
=

[
i

mEMNA expression ofM I
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%
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Fig. 1A Correlation between mRNA expression and plasma Mig level in patients with
chronic hepatitis B
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Fig. 1B Correlation between mRNA expression and plasma Mig level in healthy donors
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Fig. 2A Correlation between plasma Mig level and ALT in patients with chronic
hepatitis B

PlasnalevelofALT O A4)
cnbhBRERS

1a0 200 200 400 500
Plaanalevel of M i bginl)

FI2B T H LML gl B2 55 M ALTAH Gk
Fig. 2B Correlation between plasma Mig level and ALT in healthy donors
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Fig.3 Correlation between plasma Mig level and HBV DNA in patients with chronic



hepatitis B

3 Wik

AR 72 BE A A i R AR AV E R A R 7 R Bk (4], 4» HCXCL CC. € CX3CPUANME ik (CAR -
AR, XREBATEAIEMR) , CACXCRICCW K B . ANtk 7 KAt AR REQ L [5] . CCia
T E A AL AN . PSR PERI AN WETRPERI AN ORI TR i . CXCRATL IRl T 32 304 TN Uiy i A2 AP AE D
AR C AR K2R (Glu-Leu-Arg) RIELREZ5#), #F— ) HELR+CXCHIELR-CXCPH L%, ELR+CXCHZEfLr
PERIGIM, TELR-CXCHEIL IR 7L gy TR 1F A8 10 (IP-10) « Mig, THLEBAERITA G o (1-
TAC) ¥Jn] HIFN—yifs S oA%/ BN i . HFan i, R 4Ean i A 5 S R p Jz 40 i 25 vk, 3 b H 3 )
S ARCXCR3XF RIBZAZARMIG LT AN ML . NKAH IS b Rt , RAIEDURYS . 0 85 5 2 M A4 Thie [6]
(71,

ARG YE LI B FPBMCIMig mRNARIMLIEMI gk BE 3 B Ty, SXTRAIA Bz, HZ=%
HATI AR, IER ANBENTCAE 6, hSKakimi 25 (8] 4 5Ml. Kak imi 257 H 4% 5L D8 BB 5 6 HBV
RS ICTL, KILCTLREMS 73 WA TFN—y TNF—o 55 JIEUH- 41 ™ AEMi g MITP-10, b AERE Sk Sa% 40 i A0 HC At 2
PR3 T A o 2 BEL T S a1 DR DUk > T 1 25 5 SRAZ 0 A I (R, BRI T R R B A e o
P£. Apolinario®s[3]FIHRT-PCREAR. ELTSATEMIITR Mg mRNA KMi g & S AEARZMNEE F2 I 4l i R 2 J8%
YLHCV JG 2 iA . feifiBiecheZ5E [9] ik siMig, IP-10. I-TACYEMEYEZFEE PR BEM S, MY
Mihm% [10]HIESE RANE, MihmSG I RT-PCREA K IUAG I A &8 TP 10 mRNAFIMLIE H 2 ik fE 4k
W, MIEIRYE QR T BRI, (FURE B 2 e (RIS T S I RE S T 980 =i
TN = EHTh1MThO, JETh240iE, WA RRTAIM. NKAIE. B/ BN RIE, X 51P-10/EH 4
MM —3. SallustofF[11] 4 CHIESETh1 41 MU REfE KA /K ICXCR3Z A4 . B N 223 i 253055 (12 ] i i 1g
P TR JH H e PBMC N #4 4L R IL-8, Mig. I-309. TARC mRNAZIAH] IS, ZIFNVAYr6M HJGIL-8. Mig.
TARC mRNAZKP2 25 FRAR BT IEH Ko TN SR 2 DA TSR A% 40 BRI A K up £ £ e r 40 B3 2F A e 4k,
PR, 18tk Ol B E R E R Mg, Hid# . WG R IA L2 ARCXCR3 (M BAZ AN L . Ik £ 40 B 55 1) JHF 401
ZUE ML, (R G R R R BICTL A d A ot S e A A E Y, [R] I I 954 40 B S o3 wih B 2 -, ik
— N FRIEM M RN RS, 5RO

AT F NG NE T A G Mg & &5 B SR NALT. HBV-DNAZK B AHC. Apolinario[13]
fRiEMig. IP-107EMS M NI B P RIA S RIEZ VIM DG . Harvey %5 [ 141 A H e B ARIESE, TP-107E
YL TR rh AR =, Hom R IA 1 IP-10 5 HIE RAE G B FE EE B DA O . Kusano&s [15]iF S8 4 i
BHRANTES mRNAZKP S5 IMIHFALT K BEAH DG, O T RAERAE IR . ARSI O B F B R IR 2R
WAL . ALT 20 M 5 i BUsbr s, 78— @ R AL b O T4 M 400 33 IR IR B2 . HBV-DNA (+) BB A7 LE S
WirEik s, HARERIEAE RN 180k O R M g Rk A IMLTEALT . HBV-DNAZK-PEPIAH G, g Rt — 3L
FEML g HIT A NKA Mg Ak, b 20K IR, 7T B 1 SO 25 A I A0 I R I, 23 WA 6 98 i 3df
FUEMAL T, FEURPITA MR, BEBOCE# LALT AL, H—H25 OHEtEt.

g bk, 1Btk O A Mig mRNA K A AR B, O S S s TP HBV-DNAL ALTZKP 2 25 AH
Ko MigZ 5 TN RIEARIRE, N5 TIHAR MG, E8rE O RmPLH R —e .
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