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Abstract

Oncostatin M (OSM) is a pleiotropic cytokine
belonging to the interleukin (IL)-6 family of
cytokines. It is closely related structurally and
functionally to leukemia inhibitory factor (LIF).
There are two types of functional OSM recep-
tors (OSMR): I and II. The binding of OSM to its
receptors activates the JAK-STAT and MAPK
signal pathways. OSM not only inhibits the pro-
liferation of tumor cells but also participates in
several physiological and pathological processes
in a variety of cell types and plays key roles in
the pathogenesis of multiple diseases, including
regulation of inflammatory responses, stimula-
tion of hematopoiesis, regulation of cholesterol
metabolism, and induction of neurotrophic
peptides. Recent studies suggest that OSM par-
ticipates in liver regeneration and is closely re-
lated to the occurrence and progression of viral
hepatitis, non-alcoholic fatty liver disease, liver
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fibrosis, and liver cancer. This article reviews re-
cent advances in understanding the relationship
between OSM and liver generation and liver dis-
eases.
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379 % M(oncostatin M, OSM),2 —#+ % o 4k 4m
JOB T, B & tm -2 6(interleukin-6, IL-6) %
AN, EXLHH AR T, OSM5 & fmdp
4 B ¥ (leukemia inhibitory factor, LIF) /& 25 #)
Fosh b Lk 3. OSMA [ A Ae 11 & 7 AP
£ A2 4K (OSM receptor, OSMR), OSMi# it 5
LR LE L B FHTAK-STAT A MAPK 13 5 38 34 A
AT A Y FAE R, OSMPR B A 44 3k 2k
Bk 95 4w LA K T 2SR, EITAER T H Ak % A 2m
B, HE X5 AERRELEAE E SRR
RBEFTZAR, Q4FRT KRR, Rl #EE
e, AV RLE B, RIPAPZE RGE L
B RA, AT IER IR T, OSMA5 ATk 7 2&,
F5gm AT £, BB TR, AT
e, TS ey R AR bt )a By
Fa%. HLFHOSME I Ik sk 9% % & 69 AF 3k
Fe AT LRIE
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98 #EM(oncostatin M, OSM) Iz #] & Zarling
A0 19864 B 19 12- P 55 5t R 6 13- L TR I
(phorbol-12-myristate-13-acetate, PMA)AbFE ) A
VRPN EIRUITANM R L o B 24 i) —
Pkl 2 1, RIIEXT ANA37S B Rl R AT

n¥E %4

¥y %M (OSM)
R Zarling% T
19864 A\PMA 4
I B ALE 4R A
B 95 U937 4 b
LER B A
H—FEEG, L
H S AL,
0, 48 37 ) B 9

B K E R

Rk s K
k&, OSM 42 I Ik
PR PR AE R &
iz B EAL.
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WAL A 0%

B &7 A BF 709k 5=
OSM At A% i AT i
A, ik T4 4
At &, dp I K
g2, St 40 AR IR
w4 A i i
12 0SM 5 A ik 7
gk R TR R
Y B E %R
PR {2 20 fa Fo 3h 4
KF, A Tt —
G

FERAMEIER], W44, OSMJE F1 41 g /i 2% 6(in-
terleukin-6, IL-6) KA i UL, 1% 5 IA G HE 1 11975
H36][A 1-(leukemia inhibitory factor, LIF). /ML
HF:IM T 1(cardiotrophin-1, CT-1). BHEIRFHEE
7&K ¥(ciliary neurotrophic factor, CNTF). IL-11
JIL-31% 41 R 72 d FARAT L [ — M5 5
4 AR gp 1301 R I HVF 2 AHLR A4 7 D g,
HOSMELIFES M fI D fie b Ak, OSM
ST I 2 D REAN ML R 1, B BB A0 L6 i g 4
i A AR R At B o A b, G HA 2 R
WAk, ALEE R Y SORE R N oS T, {2
WAL E . W HE RN RPMERR
SR BT AR, OSMAE I -4 K%
JH R 2 55 v ) A FH 52 B AN, AR SORE ] ZE A 41
OSMYEJH I H R FH A H 5 IR0 1R 0K 2R

1 OSMBIERKREBREH

1.1 OSM*X R OSMFEERE N T22q1254 ta 4k |,
HLIFFERA T A — 4 Qe oAk, OSMIERf T
LIFFERIT i, PIEEIAAHEEL0 kb, PRITfIAK
OSM 5 LIFH] it — > ] 1 #H 2 2k PR 52 i iy
Sk, SEHFE—A A s ootk Bar, st
AUIFI R OS ML AR L 4 T B, /N BRI
OSMERIN T 115 et fk b, ifih263 2 JE IR,
HLIFFERIRMER gtk b OSMIER 4K
5 kb, ELH5 5" ARG AS X 25AMZ IR IE . 34Nk
BT 2NN TR AEGLIX 1 055/ ME TR
B, 3 TCpoly A M AATAAZ AR IRZL 11
{5551 AR TR T A SR AT A S 1 AR S
J¥ 41, 5% A GT, 3'%i A AG, FRAGT-AGIEN.

1.2 OSM# % & Ji 45 #) OSMI¥IcDNA%# 415252
ANGIERRIEFE IR BE, N-AC 1A 1B 254 51
IR B B AR 5 Ik, HAe b R b g i G
IK SRR, TE R 2274 S IR i 2k 1) vl s
HiAROSM(precursor OSM, Pro OSM), Pro OSM
114 C- A i 141 3 1/ 2, 55 1 B 5k 1 o ke i 1 g 2
BRI, Fe A AN 1964 S HE IR Bk I 1)l A
OSM7}1-. #RAMEE R, i OSM 5 Pro OSM
T A S A AR IS PR AR A, RET AR
PR E R 5 5 15-601%, RIIE, #EIPro OSM
[ C- AR i 24 L B ] BETEO S M 2 1 42 v ke 7
AR,

J O SM 2 JIBE Hh 75 A7 P S 7 A8 IIN- B
FEAAL . — A O-BE B AL AT 2T K5 R
M2 (cysteine, Cys)ikJE, CyshkIEsrmlA T-C6.
C49. C80. CI27HIC16747, HrfaA skt

(C6-C127H1C49-C167)JE R X 43 1 N fim k.
FE AR ST B R C49-C167 —Fid X 4EFrOSM
W R AR, MC6-C127 B A
JEOSMIFEFT 1 OSM 2k 45 by 2 iy
a-B2 e S5 R ZH . HoffmanZ5!719954F % 1 3
PITIETLOSMI E5 44, KILOSMAT 4N a- 1R JiE
SERJ (IR B 18-45. 78-98. 113-140F1168
-194), 535l JE A M ETE R, BEANERE A A3
BEEDX, %A KA S TL-6 5 1 B 3 FE AR 45 K4 (4 1
JiEH)— 2.

OSM &Pl R B T H4 (1 73 il 704 PR
A, pHETE2- 1176 F N B8 8 4417, 56 C ik
1 hHE PR AR OSM 2 o k- g 4
My FEACITARE A R i B SO
M. MERZEH DTN R Al i R
I G AR (Kaposi's Sarcoma, KS)4H g2k
W, FEFIEAILR, 327 A TR 15 FG 4 i (kupffer
cells, KC)™). OSMI¥ 43452 2 Fft [ (I 5 ), 3C
BRAAETL-3 R0 i 5k 4 B 4R V4 i IR 1

CEZ NPT S So N NG S S [ e s
AL FEOSMI e IE AN 433612,

2 OSMEISHA
TL-6 55 I Ji 173 (1) — AN FEACRFAE A2 A7 48 i 1K)
HH R —AME 516 S AR P AL gp130, 4l
7 — s e 5 R w2 R W A 5 S
gpl1304s4, (A 4 s+ H 4 Hgp130
g, IX LA M IR - — 7 T R FH g p 13071 0
HAHALE AR 2 s s 59— D7 T SO TR 52
AN (R AN ] T A 4% 1 PRTRE e 12k
OSMAT PRI S AL K 2 41, 3 AR A T 7Y
M AOSMZAK(OSMR), 1 M2k h—4
gpl130%r T F—NLIFZARBSS & WAL (LIFRB)
P ) U5 — B8 K (heterodimer), 1%32 4K OSM
HLIFFILH], Xtk 7 AMOSMELIFLE
YR L RS IR ARH— 1 gpl30%
T A=A OSMAFF 7 EZAAB I FLA7 (OSMRB)H4
%, HOSMAEFPEMSZ Ak, (HOSMIFAEH: Y
OSMRB7: T4 &, Tt S5gpl307 TSGR ) 45
&, XF A SEBOSMRB Hgpl304r T
SRR ZARE Y. OSMIl I 5 1T 2 52t &
G AT MR A W 25 R, A R A 2R
A37S520 MG TE A A DG I R I T AR
ANM . IEH R AN A S B kT L4 e A
Koo R E Rz A0 B o1 - P IR R 16 3
RSP TF B R 5 1A At 40 i R 7 AN BAT
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XEeThfe. FOSMRT-19984F 4 7o [ Hik, A
(h—FF, APIARAY, T A (gp130/ LIFRB)AIIT 2
(gp130/OSMRB)3Z A4, {H & id it f44k e FEOSMR
[JcDNA N H G2 AR D BERIE 5T s BROS MU &
SRR B2k Es G, A T B2 ks G, 5L
& PAEAER S R R A s o0

OSMR M i T HLAR 1 2 B 2L 2340, 76 P4
5 A0 6 e 2 Tl e R 0 M R v e SR, AR I
ALY AR B b 2 A A A D

3 OSMBVISSESEEE
O SMI i A3 4t i A 5 4% 33 i I HE S0 AE )
AEH, OSM50OSMRES & 5 EBEWIG 415 5
£ 530 4 : JAK-STAT FlIRas-Raf-MAPKi#: /5.
3.1 JAK-STATAZ 5 i@ % JAKZE Rl AR &
1 P S U, T AV T 44 A5 2 AH 3% 1 4t i R
TR AR A R IR AL, X RERER A 2 M
SH2E5 WG 500 1. 15 Tk 5 S s Bas B
f-(signal transducer and activator of transcription,
STAT) & 40 il N e (e sk DR, HAT (S 94k
RV A E I g, STATHT JLAN R Thfig
B, AIESH245 /4. DNAL A IIREEL. o
BOG I, SH245 T 5555 5 (1) 5 B R AL i 2 R
BRI S A GE £, STAT R ARG 1k Jo K%
YEH.

OSM 5 gp 1302 AR AR RN ) 45 5,
7 S gp130FOSMRBIL FLAL — SRR, S k1k
(1) 52 A0 A AH FLRE R AL, S 455 T gp130
i A T P b o x 1 X IR T AR . 15 AL 0T AK B
g AL g p 130 M1 5 DX (1) P 2 IR Bk it I A T 1R
1k, MM A STATHI &4 SH245 M 145 5 4 1
PEAE T e AT A, STATHE Z24E 2 gp130 115 LUSE
1T I AK I T R AL WAL IS TAT(F- 282
SATA1MISTATI)JE J [mIs Bl 5 Y — AR IFFEN
W, SOSMAEER G35 o456, Wk
PRl S,
3.2 Ras-Raf-MAPK/z 5 i % Ras-Raf-MAPKI&
FAEOSMAN T 5y — 4 LN 5l %, %08
PR B2 ARAE S A T R A A A, TR ALK 4
MO Bass . ik, K A SUE 4%

RasErashk D5 g i (1) — T & 7R 25 75 2 1
(guanine nucleotide binding proteins, GNBPs),
HGTPIEGFHETE, WFEH-Ras. N-RasFlIK-Ras
3FE2E. Ras5GTPE &I GRS, S
GDPZ AW ARG, 155 STk
5“0 IF5R” YERITY. RaffERas R i S HE 1)
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RUNLAS, J& T2 SR I s BRI K, L& 3
T#: A-Raf. B-RaffliRaf-1. 224 [5G 104k (184
P (mitogen activated protein kinase, MARK) & —
22 SR Hy R A 1 U, R B IR A Ak 1 iR
VI 22 E IR TN R R R .

OSM L gpl30%r T4 & e, WihT AKIRE,
AL IITAK R AL gp 1305 [X 1% 54 1R, SHP2
Je— PP AR B R R R I, BRI AKLAN
JAK2WOG FE i 558 2 gp130 1, SHP2 HGrb2#%
SLER AR AL SE A7 4, Grb25 SHP24 35 ) Bifi )
N 5SOSH 145 A EGrb2-SOSKE & e i
TR L. SOSilL it I RasEGDP, 454 GTP
MM Ras. Ras-GTPE #:5Rafés &, Mifi )i
5 T MAKZIE X W, MEK. ERKs. MARPKA
BEBOOE, WEALIIMAPK AL, 3R s s 1
E,(J%i[lsﬁl-}ﬂ.

4 {FB4%

JHF LA K IR AR e ), IR 2 D) Bk BT 2
Bt Ja, AbF Gl i) JHF 40 a8 32k N 40 a5 3,
KAy 34885, WS IE S5 R fThig. 2
P AR R RO A B R 7 2 5 T FFIE A AR
VAR SR BFGT R IL, OSMAE I F 28 3 72 b R
R EEME. NakamuraZ:BI0F57 & B0
OSMAMIOSMRAYE IF /N EUHEIR K IA, 45T CCl,
I, 1 hJ5OSMZOSMRIFmRNA) £
KRB H I 2 BT, OSME R IA TKCA I,
MOSMR == ZL %1% T FF 41l . Nakamura 2559 iE—
A HICCL% SO SMREE g H (OSMR )/ FLUAT
BRI TI T, 5 B AR AR L, R ILOSMR™
/N BB A T 26 RE ) P EE A2 40, O BRI
SCRAN IR B, 45 40 MU A% L5 (proliferating
cell nuclear antigen, PCNA)FRIiARHIK, KOSMR™
NERORH A HERE DB S5, B IUE P A e ) A B
05, 40 A ID1(Cyclin D1)s Cyclin
D2. Cyclin D3. Cyclin E. Cyclin A2K ik %
FAAR ELINF [RIRESE, STAT3BEMRALBRAK. ot AL
W, 45 FIL-6/RREL IEOSMR™ JIF 45 47 4
AT I P A B B4, A I, #ECC 1,15 5 IITL-67 )71
BUH- SR8, 25 T SRR PO SMnT LAY IF JH- 73
AR, IFREE SSTATI B AL, 6 BIAE IFIE
A FE T, OSMAEIL-6 I i () — AN 4 i 5 [A]
-, OSM A A7 5 il M il L EAE H . RSP SE oY
FH, OSMAEFIHIK 5 U [ 40 W 1 1 5 O 75 5
JLor e I 4 i, F/NT-HER AN(siRN A )Y G [
A HOSMRITER G, OSMEIE SAE FH HI Y L.

Wi £#E
YamashitaZF #F 50
K I, OSM T VA
50 tm fe g% T 4m
Jo a4 3, 3t
AE 3L IR S AR
wZ 04 3T R AT 9
R,
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WA # AL

AL BHREAG
WLER T OSM
B, oF4&4.
12 5 B 3% RN
ME 5 % AR 3% 89 R
AR

1A, OSMIA RE (I3 it 400 M Fr) 23 Ao A0 351,

HHF R, SMEEFIOSM T Tl BE R 3)
Y0, Nakamura2$°Y25CCL i 510/ U
PIREARL G RS FEZHOSM, R IO SMAEHIH T
AIMLIRIE . DA AL K. Hamada"
FOSMIERIETT 005 K BT RIFE, 45 —
WP A (dimethynitrosamine, DMN)Z T35 475 45 714
IR BB S OSMAE DR V) Jiokir, ) R4 25 1
o JORE, A5 R R AR R T E . ., I
AR AT, RS bs i R &
W% lff(alanine aminotransferase, ALT). K[
K5 PR ¥4 % il (aspartate transaminase, AST) & it
CTYEFRbR Qi W FTRRK T R B, R ERA R B
TBTT AU INHSRTE S 5 A ML i b, AR
M 2, LT YRR SR IBAb, ISR 4S T
OSMTIAb B fEFEHIDMNF it {21k 32 452 i 40
JROHEHE . IX LERIF ST PR OSMOG) S 56 M ST A HAT
YBITRITRETAE L, 2 H 40 B g i R BT T
AT 7, HENOSMA T RERCA VAT T
Pt —FoB A 2807 .

5 OSM5ERHEER

5.1 JmA AT £ 4RI R IO SM AT Bt
JEF 4 995 B 4% Tk 1 BT T BE. Larreas P45 HI H
IR 4 5 7% (hepatitis A virus, HAV). R %
Jpi 7% (hepatitis C virus, HCV)#& L1 BT 41 g J
MM PEHuh 748 R EAT A 5T, KILOSMAE IS &
T Z UK X FENISG20. GBPIIRIE, HH
FCHuh741 i HAV . HC VI 83k, Lt
97 #390 ME J  R TTL-6 50 i 7 Hh A 4 P A
T. OSMAMYA G BFHHCVIENE, & Ha T4t
#(interferon-a,, IFN-a)dZ ¥ [F4EH, AEIFN-alf]
SRR, FHHCV RNA = & HI - Huh 740 i 1]
IFN-a B IFN-ollt 5 OSMES &, 7E8 A H4R, Ik
HAHCVIZ L FFRIE R 2, JLHHIRCR 5
TR FHTFN-ou. ARFT JEL A, B0 i o 530
RRELS % I RS e 9 Y R R ]
FEEJRA. A, OSM5IFN-alt &0 fE 1 T
Zx 55 R AR G R 975 180 1) T S 40 i IRl (MY D88

S100A9. ULBP2. IL-32 . IRF1)Matbx 1
(CXCL1. CXCL2. CXCL3)Ir=4E, Lz

PN T4 2 18 40 1 3 B (UBE2L6
PSMB8. SMB9. TAP1. TAP2. HLA-B.
HLA-C. B2M. TAPBP)FIA, il T4l
Jiig. HEMOSMHTHC VHTHAV = 2 i i U [hi e
YE: — 7 IH0E 84 S, B9 5 IF N-ou ) P

BENEPE; U7, PRI AR, R, 4R
e SR AT b B2 40 S g8 RS 1, S 5 PR T
038 P S R 2% TkedaE ™ HHOR641 Ja iF
TR IO S MAT ARG IR B {5t 7 H HLH C VG 2,
BT RO E 0,71 ng/mL, HUR RS TEGERRF
— IR 29)596 h. OSMAEMRIKE (62 pg/mL)th fE
T EWBRIFN-o I PUIR B AUR, TR R R N %
1560%, =T TFN-o 5 1) B 45 AR A H.

5.2 AF MRS By AT A TR 2 AR 7 2 R
(non-alcoholic fatty liver disease, NAFLD) 2 &
I3 YR R L A W A T R 22 BT B0, LRI
JHF 440 M K T U7 A g 3 AR A 19 11 PR 95 2
CEAAE. 55y O Sl AR RS 1 AR 5 BT (non-
alcoholic fatty liver, NAFL) & 1 H A8 A AR
i 1 NG 5 4 JH %6 (non-alcoholic steatohepatitis,
NASH). etk 2R 4tk . Jg i 2 A A 254
FPZEAY. NAFLDAALHILL “ — k4T ” 2t
AR, RS ZHPi(insulin resistance, IR) 1 %
UREE, NI ¥ A8 5 AT i A A
ENAFLDI R A K IE . BRssao<™. H T,
KT OSMESNAFLD AN X R KR IE R D . 1
FORIAE S a1 S 1/ MNAFLDAE A
OSM mRNA I IELENAFLEN LT, NASH
I 40 2 T v, R IR N IR 3045, DRtk HE
OSMSNAFLD R AR B %I 2 Al
HIATE 48, 1] fE 5O S Mt id N F-ic Bf 53 4 i
BALHENAFLDSE & K FTNF-o = A9 4
NAFLDW{r$ K 2 f5 1% 2 (adiponectin, ADP)[H]
) TR 40 A A B O A A Kt R AT
BB P IRV K.

5.3 BT &f et FAF 4t 2 KO0 R & R i
FE P 4l B AP (extracellular matrix, ECM)id &
DURFIE B AR D 1R 45 L, T ALR 4 M (hepatic
stellate cell, HSC) /£ ECMx - Z {1 K5, HSCHJ
15 R 38 G JHT A A BT T BT AR
WS RIL, OSMEAEHIEHS CHITE L, i 2E i IR
W, SRR T BRI AN Y, 2
— PSR AL AT SR A K 1. O SM AL #E
HSCJi5, 24 hiIRJR /b e 7 1.96%, i 1 )k
Jiia2 mRNARIE LA Kk, A hOSMT
FZ JE 53 WA T 56 1 2 BEAE 5 5% SR M BE. O SMUE R
755 HHS CHEAL R I L £T 4 40 Jfd (my o fibro-
blast like cells, MFB)3E [nJiL# 22 i 45 45 21 21
B4 S M F B4 s & [ B4 57 1L (TIMP-
)mRNAZRIE AL BEMFB/M WA TIMP-1, L%}
HUZHAH L, Z22OSMARBE (JMFB, 24 h TIMP-11#) 73
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WL 15345, 1 FIMEK3 4771 PD98059 4k
MFBJ&, AIH5410SMi% T TIMP-1181 73,
WFST 3 HEALOSMAT TIMP-143 34 R 715 7 B A2 18
HFIEMAPKAS 538 5. LevyZ5: il 2 7 OSM
mRNATE IEH FFALER R AL R Rk, R IL
OSMYEIEH A SRR, FHlfl 28 .
Znoyko5 b 15 HUMI A 1 4518, EAMEXTOSM
(152 R BEAT I 5, LIFRBEIAE I 50SM—4,
EIE W A SURERIE, LA 215808 B35 T
i, MOSMBIITE IEH UK KR, Haith 4l
ZUERARA 2. PR A h O SMAR T £F 44K 1)
VEFIPTRESEIEL [ B2 fh A G722k,

5.4 AT amie s OSMIRWIZ i T HAMHIANA37S
O MR KM, b I
IR, K ILOSM 5 2 P sz 44 Jifr 98 4t fii
AR AR S SR R R Y
W T 30490 - 40 1o g S i 55 A28 L S0 E i
HZIOSMHAOSMRE LAY, A I 4 i 41
ZLOSMFIO SMR 2 % 19 55 21 4 J I )
TR, 4 i 2L 2 i R TITHHO SMAR AL T
R T IA L. 20 5T sOSMAIOSMR Y
JFF 40 e 1) e A R R s DA G AL B Ak b
S 1) D7 VAT IT T O SMUKT AT 41 A g 4 i i
SMMC-7721 520, 455K K IO SMAE I i 41l
SMMC-7721 41 i (3458, 175 FSMMC-772141
JARAR A Go/G I BE T 02 30 40 M T 40
P A — O TR T AN UK, S VRIT R R R
B EZEREZ. Yamashita28P W57 R ILOSMT] LA
TE WO S TAT3 M 00 ) 2 A g 1 4t A

b B 2 o B 431 BH PE (epithelial cell adhesion
molecule, EpCAM")[fJHuh-1f1Huh-74i flE p-
CAM. WRE N, MiuMmE 19 &L, i
FHE I RIA, 1755 T 40 M9 40 i 1) 23 A0 R
H, ATEpCAM T 4N M 4% A8 A b 7 200 Bk B
I3 FHIE(Ep CAM) AR T-40 i, 395 L0 %
GALTT 259 5- TR WEE (5-fluorouracil, 5-FU)T
UK. FOSM 5 5-FUBK & TREpCAM i 1
i, 20 B IE5E 2 A, TS 2. Yamashi-
taZ I — 20 H AR 9 S SE O SMATN O D /)y
iU ST 40 e e 400 R 2 B IR TR s, R AL PR
O SMEL5-FUXS # Ha I8 AN AT il AE H, S5 x)
WAL G W25 22 5%, TMOSM 5 5-FUBEA fig {2
ZANHIR AL AR, IR AR g5 RARR
OSMi% PRI EpCAM JIT 41 B 140 il 734k,
SEVRIT IR I — R A RO . TR, RS ARG g

www. wjgnet.com

PR TEOSMPIIE PRI T8 K i 4h T SN OSM
A O RERCA VAT T TH 45 PR e it

R A 5T 45 R 27RO SMAR b T4 i g 1)
RIE . Cannito5 5T R ILOSMAE 4
it 5 40 0 v 22 55, O SMER i i R AE S IH 1
1o 28 1% B IR 1R 40, AT il 38 b Bz - )
Jii# 1k (epithelial-mesenchymal transition, EMT),
St 2 g A0 B PR A 22 e 7S

6 518

O SM & —Fi A7 2 Fft A 49 2 0% 1 1 40 i IR 77,
JEAEHT R T (4 FH 223 52 2 A0, OSMAS
A BE AR E AT P22 R BLHAV . HC VG T,
ILEATEF A . NAFLD. HFE0 0 1 % B i
kA AR . (0 H R OCOSMS T I
I K R I WFFUIE P e /b, HL 32 45 B8 1 40 i %
BNY)SE, OSMAEWEZR T I RIE T bl 1
M LI MA S T BAAESN. 45
TR ANFFLOS M B 9 52 AAAE AN 7] JFF I 5
[ T T 3 A [ B B o 1) 8 0k A8 A B 43 AT
O SMIFIE 5 5 338 4 55 T J0E 9 2 2E 1) o6 &R
VE Ry SNIETE T TS i, OSMEIA R tE Az 41k
WFTHE— DU, AR EOR TS OSMIK
TP % BEL T B A o T B R Rk K R R T T
JE 359 DU LS8 e B I 98 . R Al e 1) — AN
RHE i
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