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et 2 R B 9% BB A R I B

Z A P miR-155M40 K 712 5

5 S48 T LA KA B S5 AT ThEe
AL R A <

EIGFy, R IAE (MU EZ R MR B (R Rt 8 —BEfe) RPN —F Biat 210003]

HE: BE W18 2B & (chronic hepatitis C, CHB) H #hE IS M4l (peripheral
blood mononuclear cells, PBMC) HmiR-155F14H }g X115 = % 304> 71 (suppressor of cytokine
signaling 1, SOCS1) BJRIEKF, FHERPH S5 DIREIAGFEERIAHRME . F7E LM A20164F
3H #20184F6 H T 7 5 HH R 25 K 54 It & r s B Bk 12 1995 B CHB & & N A%t & (CHB4D , 4R
P R P H SUR H A6 A 45 Y N CHBA. (314D . T ECHBA (384]) M JFCHBA (26
B> o Gy BRI R ARG 2 SOBIAE X B4 . SR FHRT-PCRAL I 323K # 4H A 1 PBMCH miR-155
MISOCS1T mRNAKI XS #is &, ELISAEKNCHB & & & AT Thfeiebr [N EMRELEHE (alanine
transaminase, ALT) . KRITXRARALFLHES (aspartate aminotransferase, AST) FLAJHLE (total
bilirubin, TBil) ], 4>#74M & fimiR-155FSOCS1 mRNAK X} 2 1k & 5 CHB M 5 142 B & I LI 48 4%
IR . £55R CHBA B FHmiR-155M %Kik (0.64 = 0.15) BEFEMFXFRELA (0.86 £ 0.27) ,

SOCS1 mRNAMIX FIEE (1.25+0.37) BEEmTXFIEA (0.69 +£0.18) , ZRIWHLHIMERL (1=
6.314, P < 0.001; t=10.081, P << 0.001) . EFCHBAHmMIR-155F% Fik & 450.52 +0.13, &EAK
THEFCHB4 (0.65 + 0.16) FIA2EFCHBZ (0.73 £ 020) ; SOCS1 mRNAMHR#AE]91.50 + 025, &3
BT RECHBA (121+033) FIFEECHBA (1.09+031) , ERASTYEY (P <005 . CHBEF
miR-155F1SOCS1 mRNAZFZL/KF 2 BFE TR (r=-0695, P<001) . HECHBAIMIEALT. AST. TBil
APPSR (9597 +£11.98) UL, (7593 +1027) UL, (2221 +4.09) pmolL, ¥J& 3 & T4 /FCHBAH
[ (79.73 £10.86) U/L. (61.57+9.16) U/L. (18.06+3.14) pmol/L]F11EECHBA[ (86.05 + 12.14)

(66.66 = 9.38) U/L. (19.73 +£3.52) umol/L], ZRALGiH2EE XL (P < 0.05) , FECHB4LIMLE
ALT. AST. TBiKF5%RECHBAMLIL, ERLHITEE L (P > 0.05) . CHBEZEmIR-1554%f
FikKFHALT, AST. TBil/KFEAMAE (r=-0457. -0.531. -0.389, P¥J < 0.05) , SOCSI mRNA
5ALT, AST. TBil/KFEIFAH>: (r=0419, 0.520, 0371, P¥) < 0.05) . Z5if CHBHEEPBMCH:
miR-155F1SOCS1 mRNAK] 7 215 5 FF o) Be A P28 2 V0AH 5%

EHEIR: R, 28, 18Y: miR-155; QHETFESE M6 9F1; e

Correlation of the expressions of miR-155 and suppressor of cytokine signaling 1 mRNA in peripheral
blood mononuclear cells with the degree of liver injury in patients with chronic hepatitis B

WANG Zeng-xiu, WU Wei-feng [Department of Infectious Hepatopathy I, Nanjing Hospital Affiliated to Nanjing
University of Traditional Chinese Medicine (The Second Hospital of Nanjing), Nanjing 210003, China]

Abstract: Objective To analyze the expression levels of miR-155 and suppressor of cytokine signaling 1 (SOCS1)
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mRNA in peripheral blood mononuclear cells (PBMC) of patients with chronic hepatitis B (CHB), and to explore their
relationships with the degree of liver injury. Methods A total of 95 patients with CHB in Nanjing Hospital Affiliated
to Nanjing University of Traditional Chinese Medicine from March 2016 to June 2018 were continuously enrolled
as CHB group. The patients were furtherly divided into mild CHB group (31 cases), moderate CHB group (38 cases)
and severe CHB group (26 cases) according to the results of liver histopathology. Another 50 healthy persons were
selected as control group during the same period. The relative expressions of miR-155 and SOCS1 mRNA in PBMC
were detected by RT-PCR, serum liver function indicators [alanine transaminase (ALT), aspartate aminotransferase
(AST), total bilirubin (TBil)] were detected by ELISA. The relationships of the expressions of miR-155 and SOCS1 mRNA
in PBMC with the clinical grading and liver function indexes in patients with CHB were analyzed. Results The miR-155
relative expression of patients in CHB group was significantly lower than that in control group [(0.64 +0.15) vs (0.86 £ 0.27)],
and the relative expression of SOCS1 mRNA was significantly higher than that in control group [(1.25 + 0.37)
vs (0.69 £ 0.18)], the differences were statistically significant (# = 6.314, P << 0.001; = 10.081, P << 0.001). The miR-155
relative expression of patients in severe CHB group was 0.52 + 0.13, which was lower than those in moderate CHB
group (0.65 £ 0.16) and mild CHB group (0.73 = 0.20), and the relative expression of SOCS1 mRNA was 1.50 £ 0.25,
which was higher than those in moderate CHB group (1.21 £ 0.33) and mild CHB group (1.09 + 0.31), the differences
were statistically significant (P << 0.05). There was a significant negative correlation between the expressions of
miR-155 and SOCS1 mRNA in CHB group (r =-0.695, P << 0.01). The levels of serum ALT, AST, and TBil of
patients in severe CHB group [(95.97 + 11.98) U/L, (75.93 + 10.27) U/L, (22.21 + 4.09) umol/L)] were higher
than those in mild CHB group [(79.73 £ 10.86) U/L, (61.57 £ 9.16) U/L, (18.06 + 3.14) pmol/L] and moderate
CHB group [(86.05 + 12.14) U/L, (66.66 + 9.38) U/L, (19.73 + 3.52) umol/L], the differences were statistically
significant (P << 0.05); there were no significant differences in serum ALT, AST and TBil levels of patients between
moderate CHB group and mild CHB group (P > 0.05). The miR-155 expression level of patients in CHB group
was negatively correlated with ALT, AST and TBil levels (r=-0.457, -0.531, -0.389, all P << 0.05), SOCS1 mRNA
was positively correlated with ALT, AST, and TBil levels (= 0.419, 0.520, 0.371, all P << 0.05). Conclusion Abnormal
expression of miR-155 and SOCS1 mRNA in PBMC of patients with CHB is closely related to the degree of liver injury.
Key words: Hepatitis B, chronic; MiR-155; Suppressor of cytokine signaling 1; Liver injury

gt Z AT 2% (chronic hepatitis B, HBV) &
O HBIBT % 9% 7 Chepatitis B virus, HBV) J##jL
SIER, i DAH G RE, 2RHBVEGA
B 2912% 12 EHBV & . HBVE 2 354
JEAEAG . T Dl e % 3 AT 41 i k8 Chepatocellular
carcinoma, HCC) WHEZGRKE, THFRKEE L
JHP2 P A S AN A 3L AR SR s, FRIE Y
R PG, ABAT 2 B AATTAE i fg R 1) =
LA DA P, miR-155 C IR AT 25 G |
RAE IR S0 MU R PR AR R e 72, B
FEHBV A iz 3 75 550 B B G Hh R 4% 1 B U 5 1F
B, 4i iR 715 5 5 51 4T (suppressor of
cytokine signaling, SOCS) J2JAK/STAT/E 5 ¥ FiH
P EENAOREED, ERTTAREE. 51
MRIEEREEAEN, 58S REEER. FRERE

RIBHPIMKE, GHFTIRIE, miR-155%HHEE M
e 5S0CS1 K& HA A 5 5 S w1,
{HH AT KT #H 5CHBEE I I RE MR R R
AR WA . A 7T LL9S I CHB B 35 A i Xt 5 it
ITRTHEMERFFT, 4 HTmiR-155F1SOCS17ECHB %
AR JE A IR K, R S I RE I 1Ok &
KAE R, UL A CHB & 2 (I R 2 W F VG 7 32
2%,

1 ERNESFE

1.1 —R P EEN 2016 43 HE 2018 4E 6 A
T B R 245 K B JE R R B2 1 95 5] CHB
B, NEFRE: OIS (BB R PG TE
B (2015 4ERRD ) A 95 CHB 2 WiteifE ™ @
B R S AT PSSR, JFESE  CHB;
Brbnitt: O&HBEIRER S QMR FARIE
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P SCENEMIR A @ B B G5 I ARG 1R R
Fopm s gL nl & 28 @ 6 MH W2 Hum
BRVRIT RIEIBIT WE R LR AP I B 26
7o a2 BRI 30 A B A A 1 50 491 i 5
XTHRAH . AR A EICEZ R s
20160218) , Py sz ilE B A =

1.2 A5 7 ik

1.2.1 FHAZURE k& S E AL Jrf CHB &
HIAT I H ZUER o HAS I T SN A
IR T ARV W AR T 30 min, 2 A P RS I K

BEAT AR Fy . R4 ume R R A
KIG, BATHARRE-HO (HE) e, H2EEM
BN LS SR AR AL, HH A [F) 245 5 B = T e
J RHMetavirvF 73 2 48 PP Al 4 23 98 0t 3 3
AR 0D . KRR VT 45 S B o MR

R, EE3AE, FMEIHBEENIREAKTE. M
WLEF (serum creatinine, SCr) . B/NERJET %
(estimated glomerular filtration rate, eGFR) . Ifi
JEHBV DNA. MR JEERIMPLE (hepatitis
B surface antigen, HBsAg) M Z TR K dreii &
(hepatitis B e antigen, HBeAg) .

1.2.2 4 miR-155F1SOCS 1R IL I CHB
BET AU REESEMS ml, X AT &
4 H RSN MS ml, S Flcoll % B 1 & 5
Oy B AN A I AN A% 4T (peripheral blood
mononuclear cells, PBMC) ., ¥ H Trizol Zf# K
(Invitrogen’/a ) $IPBMCERNA, Wik g4&
HcDNA (i i51) &, TaKaRaA#]) , KH
SYBR Green%t tt i 347 S % Y @ & PCR (real-
time fluorescence quantitative PCR, RT-PCR) #&
M. RT-PCREMEZR20 pl, SNVAEFF: 94 CHIAE
30 s; 94 CAZ1£30s, 50 ‘C/55 CiB-k45s, 72 C
IEAH30 s, FLA0MEH . MRAENCBIH AmiR-1554]
SOCS1R it 519, SI¥FF2 W : miR-
1551E 7 5°-GCCGCTTAATGCTAATCGTG-3",

[ 7]5°-CAGTGCTGGGTCCGACTGA-3"; U6
1EMS5-CTCGCTTCGGCAGCACA-3’, &
5’-AACGCTTCACGAATTTGCGT-3"; SOCSIIE
M5’-CCGCTCCCACTCTGATTACCG-3’, xIA
5>-AGTGCTCCAGCAGCTCGAAGA-3’; GAPDH

E5°-ACCACAGTCCATGCCATCAC-3", ]
5’-TCCACCACCCTGT-3", mATAYMTE (-
) BMARAF A K. 473 LAU6. GAPDH AW
%, KH2 42 B miR-155F1SOCS1 mRNA [4H
Wk, HMERIEATIRERNE.

1.2.3 HIhREFEFR AL RAEFTH CHBE # 41 F
M, 4By, SRAELISAVER M M & 7 & R A
R (alanine transaminase, ALT) . KITA%
M L F2W (aspartate aminotransferase, AST)

FRMJHLT & (total bilirubin, TBil) 7K°F. ELISAIR
FIE I T DU S e AR VDR A B PR A 7

1.3 %t 2 % H SPSS17.0 4t i1 3 14 3 47 %
> M1, W, JRZ. SCr. eGFR, HBV DNA,

HBsAg. HBeAg. miR-155. SOCSI # %} % ik &

ALT. AST ¢ TBil &7 & B4 70 A B 1 & 55 kL
s Rox, PIAE LLBCR MR /556, 24
6] bb 5 SR FH 5 22 40 M, 2E PN 7 7 R R ] SNK -
RESers MBS THECROR O B o 8RR, SR
7 K36, R A Pearson M 5 & $i% 43 #r CHB & 3%
miR-155 F1 SOCS1 A X} FKik & 5 M haefebr (ALT.
AST. TBiD MMM, PLP < 0.05 NEREF ST
2 R

2.1 CHB %A An{d BT BB 40 — A #- 4 CHB 217 531
61 1, 2otk 3451, 4FERE 26 ~ 58 %, F (37.92 +
10.76) % . f@ Fexy B ZH A 55 1% 29 41, otk 21 4o,

R 28 ~ 65 %, FI (39.15+1028) %. WA
T ) R 8% () 25 57 T 4E i 2438 U (F = 0.537, P=
0.464; t=0.664, P=0.508) .

2.2 RF = E42Z CHB 2018 —f& ¥4 %)% CHB 4
314, FREERIAFAEMASE, ML HARIRIEERE
To/MAE, /N gERsE%E; JEE CHB 41 38 f4if, 3
R A DXFI/INH P JERE B R, T8 AT 4 R] B £
INHEERER S 350K B CHB 40 26 9, JiREERI
R X TP R E, K24 a) g H N 254 256,
JRERE L 1. 3 HBE IR R JREAE

SCr J eGFR %2 # gt # e X (P> 0.05) , i
j& HBV DNA. HBsAg & HBeAg Z 556 Fiit2#m X
(P<0.05 , W&,

2.3 CHB #Af=f& B3t B 20 miR-155 #= SOCS1 mRNA



K ik K-F b4 CHB 4 4hH il PBMC H' miR-155
R R IA BN 0.64 £0.15, B ER T E B IR A
1 0.86 + 027, ZRARITFEN (1=6314, P <
0.001) . CHB #H #% SOCS1 mRNA X} ik & A
125+ 037, B3 & TR AR 0.69 +0.18, %
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BHEGEE N (1=10.081, P<0.001) , W2,
24 R F® ¥ 42 & CHB % # miR-155 4= SOCS1
mRNA #8 3t & X & #E CHB 4. % CHB 4l
1 E BF CHB 4 & % PBMC ' miR-155 f SOCS1
mRNA X REBEMEF B ERITFR L (FHE

VE: AN CHB R EIK, B A/ CHBRELK, C NHESE CHB JHE K

195 GIRE™ERZE CHB BE—AREHR

s NEX f— ) ) & _ SCr
(5 /%, 1) (x+s, %) (x+s, mmol/L) (x+s, pmol/L)
2ZCHBA (n=31) 19/12 37.35+8.06 5.07+1.12 76.53 + 10.38
F . CHBL (n=38) 21/17 38.01 +8.52 498 +1.33 79.61 = 11.57
®ECHBL (n=26) 21/5 38.47+7.59 473+ 124 78.42 £ 10.19
%itEMh 1 =4541 F=0.138 F=0.563 F=0.694
PfE 0.103 0.871 0.572 0.502
5] eGFR[}is,Zml/ (min-1.73 HBVDNA ( x+s, log# B HBsAg - HBeAg
m’) ] /ml) (x+xs, IU/ml) (x*s, logS/CO)
#2)JZCHBA (n=31) 121.09 £ 10.18 4.01+0.92 2675.42 +721.36 1.50 + 0.63
FECHBL (n=38) 12312+ 11.22 6.14+1.57 7382.74 + 780.63 2.14+0.67
®ECHB4 (n=26) 122.19 +10.73 6.58 £0.79 23350.65 + 796.25 2.89+0.71
st 21h F=0.304 F=39.776 F=5581.498 F=30.565
PfE 0.739 < 0.001 < 0.001 0.009
i 10.383 35.900 5.594
PAA < 0.001 < 0.001 < 0.001
q.A8 11.402 143.502 11.057
Pfa < 0.001 < 0.001 < 0.001
g:Ai 2.040 115.802 6.234
P& - 0.324 < 0.001 < 0.001

W g« PORRRE CHB 415 CHB 4AAHEL, ¢, P, NI%RE CHB 415 5 CHB ZEAHEL, gy P, ¥y CHB 4155 & CHB AAH L,

“-7 N TER SR E

% 2 CHB 4AF0 BT HE4E miR-155 1 SOCS1 mRNA HHXFEIEE (x £5)

41 %) miR-155 SOCS1 mRNA
CHBZE (n=95) 0.64+0.15 1.25+0.37
B (n=50) 0.86 +0.27 0.69+0.18

i 6314 10.081

PiA < 0.001 < 0.001
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4y K 11,265, 13.458, ¥ P < 0.001) ., H i #E
F¥ CHB 4 #: 3% PBMC " miR-155 fH %} ik & i3
ik T % CHB A% % CHB 4 (¢ =4322, P=
0.008; ¢ =6.682, P < 0.001) , SOCSI mRNA #
Sof kB g T CHB 40 1% % CHB 4 (g {8
514 5309, 7.184, ¥ P < 0001) ; HFF CHB 4
H ¥ miR-155 fl SOCS1 mRNA FXf Fis & 5
CHB ALk, ZRIEGiH¥E XL (¢=2.797, P=
0.124; ¢=2310, P=0.237) , W% 3.

2.5 CHB 41 % # miR-155 5 SOCS1 mRNA #8 2} &
ik Fe9H X CHB 4 &3 4hF il PBMC H miR-

%3 95 HIFAE=EFEE CHB E# miR-155 1 SOCS1
mRNA HMRIEE ( x+5)

48.3) miR-155 SOCS1 mRNA
% CHBL (n=31) 0.73 £0.20 1.09 £ 0.31
F ECHBZL (n=38) 0.65+0.16 1.21+0.33
FECHBZEL (n=26) 0.52+0.13 1.50 £ 0.25
Fii 11.265 13.458
PiE < 0.001 < 0.001
i 2.797 2.310
Pfa 0.124 0.237
gAh 6.682 7.184
PAa < 0.001 < 0.001
gt 4322 5.309
Pt 0.008 < 0.001

155 5 SOCS1 mRNA Xt ik & 8
-0.695, P<0.001) . VLK 2.

2.6 CHB 41 % # AT %) e 46 47 4% 4 8] ALT. AST
A TBil KF I Z T A RIFEE L (FED N
13.736. 16.216. 9.599, #j P < 0.001) , ¥ CHB
YH B 175 ALT. AST. TBil K FWEE S TRE
CHB #H A1 & CHB 4H (¥ P < 0.05) ; 1/ CHB
4H ## E ALT. AST. TBil /KF 5% % CHB 4148
tb, ZRESGITFRL (B P>005 . ILE4.
2.7 CHB %8 miR-155 #= SOCS1 mRNA #83+ & & & 5
K oh fe 45 AR 69 48 % 4 CHB 41 5534 4h & 1 miR-155
Lik/K 5 ALT. AST., TBil /K FHEMAIEE (P <
0.05) , SOCS1 FiA/KF5 ALT. AST. TBil /KF
PR IEM>E (P<0.05) , &S, B3, B4,

AR (r=

ey i JE— N
CHB A0 1 CHB AL, g P12 CHB 4 s ol 4 12 CHB 4185 miR-155 51 SOCSImRNA #F F4 RAVIE
Mt “-7 SATEAH S HE KM
# 4 95 GIFE=EIEE CHB BEFIIAEIEIF (x =5
gl ALT (U/L) AST (U/L) TBil (pmol/L)
2 ECHB% (n=31) 79.73 £ 10.86 61.57+9.16 18.06 +£3.14
+ FCHB4L (n=38) 86.05 + 12.14 66.66 +9.38 19.73 +£3.52
¥ CHBZ (n=26) 95.97 +11.98 75.93 +10.27 2221 £4.09
Fi& 13.736 16.216 9.599
PiE < 0.001 < 0.001 < 0.001
g/fa 3.368 3.111 2.731
Pfa 0.051 0.076 0.136
i 7.386 7.987 6.175
P < 0.001 < 0.001 < 0.001
i 4714 5.388 3.856
Py 0.004 < 0.001 0.021
W g« PONRE CHB 45 F CHB MLk, ¢,» P, N CHB 4155 & CHB 4Lk, g5 P, N E CHB 4155 & CHB 41 LL;

P RES T
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%5 95 {5l CHB 8 miR-155 #1 SOCS1 mRNA 13t F k2 SEFIhELfsirrofE X4

o miR-155 SOCS1
T
! A Pl A Pl
ALT -0.457 0.024 0.419 0.029
AST -0.531 0.014 0.520 0.018
TBil -0.389 0.036 0.371 0.041
150 150 40
30 B
100 100 .\
5 I F to
< < E 20 - .
50 50 T .
10 . . 0
.
T T T 1 T T T 1 T T T 1
0.0 05 10 15 0.0 05 1.0 15 00 05 10 15
miR-155 miR-155 miR-155
[ 3 95 fjil CHB & miR-155 1831 FRiA= ST EEIEFr1E X MR BLR E

150 150
.

ALT

oyt °
[ 4
100 P .~ 100
)
e .'. E L]
s ® < e o
50 50

. ®
30
: /' ”»>
* @ 20 .
. . = .0’
) :‘o

10 8 L
L J

T T T T T 1 T T
0.0 0.5 1.0 15 20 25 0.0 0.5 1.0
SOCs1

S0Cs1

T T 1 T T T T
1.5 2.0 2.5 0.0 0.5 1.0 15 2.0 25

S0Cs1

4 95 {5 CHB £ SOCS1 mRNA 13t RIAE ST hEEIstrtE X< ERIE S E

3 Wig

miR-155E A2 T AN21 5 etttk b, 7 NKZE Fb
UM T A A, I 2 A B R B AR R AR AL
PR Fh A B BRI AR . TR TR, miR-1557F
Jos T K YL AT At S 518 1 5% B A BLAE
AR, JEUR T A M e s TR, MIHIHBV A
HIVE g E e, yo2"IiF 9t £ 8, miR-1557F
CHBE#HPBMCH Kk B E RL, S5BE GRS
HKo HmiR-155%IE/KF5CHBEE I hRe i fifE
FE 55 R R WARIE . ASHE 7T IF SCCHB i PBMC
HmiR-155 2K F L, HYuE Wirngs f—. Mt
— /3 HrmiR-155 5 CHB .34 T Th RE 45455 72 FE 1 AH
KM, AHF TS B AT AP S0, AR AT 2N
RIERS A YEWFEE AT IR 0 S, S5 RR W
CHB B34 FF I REI 8 ™ 5, miR-1553 1A K1k
ko $RmiR-155(KKIA 5 CHBF I Re s FEfE % 1)
FHR

LIRS, 15 EXTHBYV [ 58 87 25 25 1 2
CHBY 1% & Ji& K AT oh g 464 (1 51 L) 2 — 17,

SOCSZ ik £ [ /2 20 Mu IR 715 5 1% ‘3 38 it 1) 47 4%
wH, HAWFR W RZEIE T A 6.
1 40 B A 2R 10 K i PR BB ERL 145 L 4 B AL 5
2 5 LA 0 TR ) B e Y. SOCS T
FESOCSKREH F R L, AR B @R IASOCS1
AT IR G S, I R YR AR E
20, REFFLE, CHBRRIEM ™ HE, SOCSI
mRNAAHX RIA RS . #—L o &I, SOCSI
mRNAFM X FKIAESALT. ASTRITBIK &2 IF
K, PHISOCS] mRNA S Fohiefifia x. 5
ARG RAF R, FIRESWFRED, miR-
15 STE A 14 Hg 105 JHF /I BRUFF I A sy 6k, M SOCS 1
BALRIE, X 5E0RHE R HAAYLHIAFEAA
Ko SOCSUENTHNMIIEHE 731k« PLIAK/STAT(E 5
IR FORIE T, R a] e i B
AR HIIE AR, I B PGS SN HINF-«BAE 5 %
TIEE, 5l EEs T E R RS IR 28 KT 51 R
TN, A TR SRR ZhangEP
AR, SOCSI mRNAFKIA/KFS5E. @t M
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R TR WE R R E R T U TS K.

95 B 2 RN TE 2 S % AT 35 5 CHB I D) R 45143
HRP, R EEL RSN R R, miR-1551d%
iA BE % ) AR 41 i - SOCS LATHBV 2 [ [ £ 14,
PERmiR-1551] Jk 59 SOCSIXI il K Y5 5 5
T B P 7S R R T AR AT S s 4], SR M LARBLR
BAE S, RN HIHHBVE ], IRIgHEGL /).
AWFFFEY, CHBEFZEPBMCHmIR-155FE/KFS
SOCS1FRIE/KFEMAHK, HEAmiR-155/SOCS11E
5 S IE B T REAE CHB R Th g 45145 (1) KA Kk o
RIEEE(EA . HEMmiR-1557] fEIE L #HISOCS 1%
ik, HNHIHBVE §l B LA s 1, ECHBAF
et Ry e, BRI —DAE L.

Zi b Rpri&, CHBE AN I A miR-155{% %
15, SOCSI mRNAFFRIL, &KL EFHNIIGE
W FE RS 5%, wIAE A CHBRTIh B2 405 10 4= Mo ks
B HA AL —EAL, WPAMEERT R
B> R R B, RFik, Ak AR
PIFIVE FVLEIE FPANE 2 AT R, NG IT
J& B ALT N P& B 2H 23 98 0 24038 LA 40 A TiimiR -
155, SOCS1fRE%ds, #EmlmRuiik 7.

EE R
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