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W E. Stat3 NETHS S FIGIR T (signal transducers and activators of transcription, STAT) £& H FK &
MR, FEYERR IR IR 240 M i 42 e 1t A R 5 S e R I B AR H o Stat3 BRI RECSR K /N BRUAT 51 AR IR IG 300K,
HRHRES ZHERE VI FEFIAIN Stat3 7EA R 2SR A0 1K Dh e B T3040 17 #% Stat3 7R3
TR AEH . VR TIEAFERNT Stat3 A [FAL AU BRI D Re FE A 7, LARCANRI AL 230 Stat3 25 1F Y
SR/ B O RIE FUREFE MK AT 1T B Stat3 DI fE 2 .
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Functional diversity of Stat3
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Abstract: Stat3 is a member of the Stat protein family, it plays an important role in maintaining the pluripotency of
embryonic stem cells and regulation of the immune responses. Unlike all other members of the Stat gene family, ablation
of Stat3 leads to embryonic lethality. Abnormal expression of Stat3 was founded in a variety of diseases. Accurate
understanding of the functions of Stat3 in different tissues and cells can help us find Stat3’s function in process of disease.
This review mainly describes modification of different amino acids sites of Stat3 and the research work of Stat3

conditional knockout mice in different tissues, then clarify the functional diversity of Stat3 from these two aspects.

Key words: Stat3; functional diversity; Stat3 gene knockout; protein modification

&5 % 5 5 7% 5 0% A (signal transducers
and activators of transcription, STAT) £ [ 5 & & —
20 T DA A (7] P 240 e DR -0 ) e s R, AR
JfL DR - R S AR A ELAE A I R v e 2 ik, ORBRE
STEMMI N A% 16 . Stat ZE AR B R & HoRe
PRI g, 0 Stat4 A1 Statl 7 T Thl 41 g 5 1k
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FiAEF R B AR R Y, AR BT R IA
FERT A AR 22 58 A0 1 248 i IR 1 B 4% b 12 i IR 25U
o Stat3 PATABEIIRE R A ZREMERE AU : (1) 4%
JV BG40 L B FREE R < (2) R T G AE,
T Th17 HMIAE 1L 5 (3) PRIFHMEA A AMIAFTE 5 (4)
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;)N S aEEREBEES. BT
Stat3 AT IHRERIZRENE, 1E 2 Rl IR 2 S S5 Mg
Hh 4RI Stat3 [ 5 Rk .

1 Stat3Z5H RZ1&1
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(B 1) s (1) N ISR IR T T 51 (1~137) 5 (2) 13
Jit X (coil-coil domain 137~320, CCD) ; (3) DNA 45
415 (DNA binding domain 320~494, DBD); (4) i&
FZ X (linker domain 495~583) ; (5) SH2 &5 #435 (SH2
domain 584~688) ; (6) C ¥y [¥] #% 5% ¥ & [X (transac-
tivation domain 689~770, TAD).

Stat3p &K 722 NMEIEMR, 5 Stat3o MHEL, B
1E C Runakdi 55 N IARI T 7 A H e
iz P, Stat3p 5 Stat3o M EL, T T C- b LR
BRI, AEES 4 Y Stat3 % R 45 & I 41 SIE
(TTCNNNGAA) &5, HATH0E 2 R % % 1 Thag,
R, N A Stat3B A Stat3o [ G TR R T 5 {H
52 Yoo %5 ™ F1 Maritano 25 P! (U 5 B8, 7 Stat3
SEABR R BN, AU ERIE Stat3a XF TN R A
BEPEAR T B R BREEIRES, 1T IR IE Stat3p ] LA
%% Stat3 mFRiE SRR BOEI S . X3 Stat3
bR T PATE SEE ThRe A, BRI S S S
DIelRIFEE 2L
1.2 Stat3A[E] X Ihae R HRRERR I
1.2.1 N

1~137 7 & N i = R R R F P 5, &5
DNA &4, Hrp 5 31 AL ks & B2 75 4 Stat
KA LR o
1.2.2  MEJEX

137~320 37 88 & [X Th fig i AN 75 2%, Lin 28 7
FRK I, 150~163 A7 (1) 2 1R ok 2K 3 B Stat3 58 4%
NEEANZ. Yang 55 ™ 40, Stat3 (1) 140 47 (1) 56
SR RE B B, 1% 140 7 82 R T DA
2H B A FE AL (histone methyl transferase, SET9)
S Ak R0 B 20 B 1 1 2 46 8 (lysine specific

K140 K180

Coil-coil Domain

N-Domain =

N9 S
N Core

V463 £
R423 g

Fragment >

o«
N R382

demethylase 1, LSD1) 2 24k, Stat3 1) K140 fH
BB R 2S5 1L-6 51 Stat3 305 ke
Kim 2 "V 3 JE, Stat3 f) 180 1o i & B2 7] LAz P
efEifi, 1% 180 ALtz iR v] LAgk 2 i 1 Y R e # Bl
2 (enhancer of zeste homolog 2) FFEAL(& i, FA] LA
W58 Stat3 B AR BRI RE ). BRI CikiE
ZFPE AN W OB iS5 E AR A 1RT
TER M, FRATHED Stat3 76 1% X WA A A4 7T 1)
HE R LA A1
1.2.3 DNAZi&IX

320~494 7 1R FEFR N DNA 454 1X, Stat3 5
H S AR — R AR S #H 5 Statl B AR — R Ak
&, #JEFIH DNA 456 X 5 SIE JP445& . Becker
2 P Stat3 gk BT R B, H332. K340, Q344.
R417. N466. Q469 K S465 1 )& 3RS 5 DNA
454 . Holland %5 "V F1 Minegishi 2 " & B, Stat3
ff) R382Q. R382W. R423Q 1 V463 [k 54 G
# Stat3 5 DNA 25 & %4, 25| K & IgE 25 & 0F
(hyper-IgE syndrome, HIES), X3 Stat3 & J $44T
e SO D Re AME A L N IS AT S R D RE
1.2.4  Srcl[AJfX

B T 55 584~688 A7 2 FE % J& T Sre [A] Y5 X
2(SH2) ThielX, 5401 52 1448 5 1 Stat3 A
H 5 B AL SE . Koskela 25 M S Bl A SOk K £
o M9 9 I () Stat3 & ZE Y640F. D661V, D661Y
1 N647I 1B 12845 . Yuan 25 U R IH Stat3 4 685
£ I Hi 2 B2 7] LA CBP(CREB-binding protein) Z.
Wwaeih, Z5REERNE. BEE Nie 25 ™ R
Stat3 #i% 82 685 707. 709 ¥Jul 4 ZER AL &1 I 1
it 2 B AL AL B (Sirtl) i L BEAL,  FERE TR AE P

Y705
57;2?

TAD

K685

Linker |
Domain |

€2l
0Ll

W SEASME S S NG ). BHE--MEHEX (ShE). DNALE & X (L), ERXERA @), SH2IX () FfC-i 4

SRS X (W 61) . K140FIK 1801 i FEEALAE MG . K685 ZMEAAEM . YTOSBERRALAB I RIST27THERR MBI . w3 T gEHILAE R I

R382Q. R382W. R423QFIVA636HH 5, KUK L4 (1 75 oh R LY 640F . D661V, D661YFING4TI oA .
1l Stat3eFEHLEE
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ATIhEE. Stat3-C 3 685, 707, 709 hr iz HE ) £k
HCIFIFELE Stat3 T2 A = SRR R A2 g B 2R
1.2.5  Coim Y sRis X

C Jiii 689~770 i1 F) 5 3% B X AN 5 5% 0E A1
Ko Stat3 WO T RN AL O #E 5 D] 1) 5%
[h 22 dLzifiz2 Stat3 1 705 A7 E& S BRBEER AL, 705 fif
Tk S TR 1) 8 R A A MM 7E 22 R b g R B 1Y, 9
0 W] % A I R G, AR AR SR T
i s R B JAK L. JAK2. JAK3 Al Sre U7 BL K
STARTE Z ER IS EGFR (epidermal growth factor receptor).
VEGFR (vascular endothelial growth factor receptor).
FGFR (fibroblast growth factor receptor). GCSFR
(granulocyte colony-stimulating factor receptor).
CNTFR (ciliary neurotrophic factor receptor) %5. Stat3
FR) 727 A 2 Z PR A P AR R R A, W4 MM 511
5 5K W (excellular signal regulated protein kinase
1/2, ERK1/2). p38. C-Jun £& &L K Ut 0 (C-Jun
N-terminal kinase, JINK) %5 22 % B2 B 0% 1. Stat3
(9 727 {7 22 R IR Wi MR AL J& 7T 5 Ras 8 (1 H A e it
Stat3 HEANLKLAIATIIRE, 25 MPIREE A iR i A
Ak R0, IR H 727 ML R R E R 2 5
&b B R I R AR B

H1 B AT UL Stat3 (A 7] X3 & A HRy E 1 DD g
A ZMEM TR, BT BRERBER B A,
Stat3 i 7] DA 22 IR BRI . MR LBt #ER
M2 I E . Stat3 ZEEMRBMI Z FEE S Stat3
FELH ML N AT Z TP DI REA — 2,  H AT Stat3 #dki&
25 DNA HIEAE . B0om R0 D I &I e
DA VR TS Zh A I B 25 Th g PO, 4, Stat3
A DAE NSRRI ATP ARG, B0E MRS 45 &
B A AR AR iE 2 5 P N Stat3 R
T 45 E Stat3 45 G o BIE Ak, Stat3 & R LAA
1% % 5% [ ¥ kappa B (nuclear transcription factor kB,
NF-«B) 80 CD44 & H 45 & A% 45 & NF-«B
45 & J6 4 (NF-xB DNA binding element, IKE) 8¢ 3
ISRE JG {4F 0% A DG B R (g e ik 20, 4, i)
Stat3 [¥) 705 BEER L1/ oy 0 A kG S i 1,
RKBEA Stat3 2R LML B H AL (B 1 5 e
R AR AR VERE AT TG, kT Stat3 LAk
B R A AR A 1) 7 0 2 15 3 S AL AN 7T

2 Stat3# ZHESBEEE

Stat3 EIHAN ZAZ ML — DA WA IE AL,
TEIRZ BIMMIME S5, Stat3 KAME I A

fih B 5 U R SR ECE B B R R AR,
I 20 i A R A5 5 B s e k. H TR U R,
Stat3 A DA ¥k 2 B A5 5 806, 40 i IR 7 (IL-2.
IL-6. IL-10. IL-11. IL-23. IL-21. LIF)*™, 4K
A7 (EGF. VEGF . HGF. CNTF)*"., hiZ 7%
3[R F (granulocyte colony-stimulating factor, GCSF)™,
VRISl = E AR N 4 N S g N SO TR
Stat3 W%, 1153 Stat3 P AEBERRIL . ZBEIL H AL,
Bz ZEBm (B 2).

Stat3 # 2 Fi 4 i PRl - 3806 5 L AE & Fh 4 24
MBI 2 RIBHVIM 5, Stat3 76 [F] 21 2340 fild
(¥ 58 SR8 T e 0T 2 i DR ) U A — . TEE
AT, LIF B0 Stat3, S 5B THEKA
WK P, ML R L%, CNTF fl
P 3 BN Stat3,  HEFRSNE A GH A7 B
IL-6 7E % RE 5 5 10 JFF Uk 2o o 2 o 0% Stat3 15
SRIEIE P TL-10 & EZHLIRE ST
EAEH RE & g0l g BOE Stat3 M| TNF-o 194
f B B R IR O Stat3 RIBIF 5T 22 SR R R A
25K, R B ST AN [R) 4L 2338 A7 Stat3 % 48 ffd
DA 7~ g SR TE AT SR AN 22, [RIIE,  2% AR Stat3 R
B /1N B B T B g b 3 AR O Stat3 19 7EAS [F) 2 21
T DhRe g

3 FHAERR/NRIBRStat3TNRE S LN F
E2IEPS

H T Stat3 mBR 1)/ 2 5 EUE, A F
HHZAFBALIN Stat3 S5 AL R FR /N BB H T 78 Stat3
IThAE, M2 Stat3 HEF R /N RIER Stat3 FIA
A Dh e 55 HL BT TE 1 2L S A 3 D AE G
3.1 Stat34EREIRRE TR B R E

ANETF Stat FHIHANFER, Stat F%H Atk
TR 5 /N RS DAAETE, R — 8B R AR A
BRI, Stat3 J DA R R 1) /) B2 MR BPE Y, Stat3
m Bk B IR IR & B B 6.5~7.5 d BT iR GG 48 B
RIS I, Stat3 [ 705 17 i =R BE IR AL AB 1 7
G 4.5 d HUAT LALERE IR E RIS, HEN Stat3 W]
RETE ZENAE N 10 ok R R R L5 9%

[F] Stat3 —#¥, Stat3 (558 I 15 1 th
S 5, W TL-6 524K B E3E (GP130) A1
I 975§ 1] [K] 52 4& (leukemia inhibitory factor receptor
B, LIFRP) ik k2 UM B E st 57— 5 GP130
g5 E AL A 70 LVE 7R 3 1(cardiotrophin-1) 7] LA
OV e T 4 28 41 i 4K B2, B2 Stat3 RIS
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1 - ZARERL (72D
2 - FRARBER (705)
3 - PR ZHEAL (685, 707. 709)
4 - BERETE (144,180)

S -zERik

Nuclear

|
ISRE—>

IKE —>

. ?
ISRE—

e AR T A s HAh R R AR A EARR AR, SR Stat3FE AR R A BEIR L . LBt TR
&M, Stat3 RGN EA G EIMM KIDNA L, SRR KR . F2RE:  CDAMTER — RIAS % T 10 Stat3 Wi N o F45 &

B FINF-kBIE 5 — R A 5 NF-kBWi . 76145 G 0 R R e 5%

E2 Stat3{= =B

SR AR A REHE 7R Stat3 IR AR EEE I R A,
9 GP130. LIFR. CNTFR. EGFR 2% 5|2/ IEIE5E
B [H] L Stat3 51 I ERGSE T2 (R ZEM R 2 . H
IR LIS 9T R, fEANTR ZE LIF i ol T,
FRE20E Stat3 st il DAGERRIE G 40 Mo ) 4 At 1Y
Stat3 i ] 4 FF R BT 40 i 4 BE M A HLERFRA 1475
SRORJZIRTE 2, 1T Stat3 Rl bR 0 BE G R BE 7235
1R 22 SB[ 585 UE AR Al LG22 PR 3
3.2 Stat37ETZRAEFHIZ EIER

1998 4, Takeda %5 ) fR1& T 1E % /N (418
/& 6 (interleukin-6, 1L-6) A~ 2> 2448 T 40 A 1) 41 A
JAARERE, ERSNH] T PAET:, e T 4
Stat3 JIFH /N A, TL-6 ANREHIH] T 40 M A T,
X ULEH T 4HAEH 1L-6 WUE Stat3 I LAZEK T 40 1)
1736 I 1A]. Akaishi 25 " 308 7 76 T 41 i Stat3 &
WERNR, L2 555 0 IL-2 524k o RIAHE 0 3E
|, S5 RE/NR T 40l StatSa KiEZR I H AH
AR, IL-2 & T @A T, feff T 4iffrE
WA WK IAAEE, BT 40 A O\ 48 2 245 4,
FRATHEM TL-2 P40 Stat3 J5, Stat3 A g5 Stat5a P
[ AT SR TS T RE I T MR A I B . X R S
T BT Stat3 7 T M B AR Thae, 1L-6 #iE

Stat3 A LA T 40 AP T, 1L-2 0% Stat3 7] LA
T 4 M B, X 4R s TL-2 A IL-6 1 Y
Stat3 ¥ 1 7] BE A2 18 1T A [F] (145 5 38 B A AE FH 1.
2006 4, Bettelli 45 "7 42 3& T 1L A K T -p
(transforming growth factor B, TGF-B) 1 IL-6 7] % F
KEMIIC L% %44 vt (orphan nuclear receptor gammat,
RORyt) FIAMEHE Th17 00431k . Yang 25 i@
i T 40 Stat3 2R3 /> AL, TGF-B A IL-6
A 4L [E 7 S0 LI 224K o (orphan nuclear receptor a,
RORo) 1) & ik i #2 WOl T Stat3, K4 T 48 g o
Stat3 k2K J5 3 EL Th17 40 1048 ek Z b . BAE
IR~ Stat3 KD REZ AL R AT BE AN T 40 i Fh 28
A R AN [) 48 P B8] 1 o) 7 1) 22 A 1A O, A1)
o g R 7 R Stat3, 45 Stat3 £E AH N 48 A
TE A 8] () 25 5T 526 44 3E 10 AT AH 5% 1 D) g .
Stat3 £ T 40 1) 2 A D RE S/ Stat3 12 Mz,
Shen %5 Wil £ 7 Stat3 (1) 727 {7 22 R FE R 11/ B
/IN B ZR A g i i A . 5 o AR T I LA R e D
A E AR 2R E .
3.3 Stat37E A8 K ESRAIE P & & PRI BRER IR
1EF

1999 4, Takeda &5 B i & 7 75 Wk £ g A o
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PERLYE M Stat3 ¥E 1R BN R, 45 SR ORI B
2 Jif0 AT e R 2 L R O, TL-10 A IR X
N E 240, (A R N X e N BR B e AR TR N i 4
J¥ % UA 2 Th1 40 B35 J736 58, SR ZAYFN IL-10 BR[E
B/ R IARALL, XL 2h WALIR Stat3 75 -H #8410 i
HER) TG 730 TL-10 A3 5058 S S AR # 6 2. 2003
F, Welte 55 B il 4 15 BIG [ R G0 Stat3 5 1 6
KEVNR, ADNRAERASE 4~6 FIBET:, JWELET T
TN AL e B TR B B A RRAE AR R/ Y H B
RAEAMZNE . I BERGJE DL R N R ZE e, IF
gl NN G TE. DL R4 R RR Stat3
(103 7738 58 ] LA i T8 98 RE OB ) R A

2009 4F, Bollrath 2% P 1 Grivennikov & &
B et — Pl b 5 Stat3 ZEPRI SR/, 1%/ B
HI % b 52 41 9 (intestinal epithelial cell, IEC) ¥ 5 4
b R 2% Stat3 1 K I8, 7E W R B B R 9 (dextran
sodium sulphate, DSS) 175 5 117 %6 R FESE (colitis-
associated cancer, CAC) %1, Stat3 IEC mifR/N i
bt 78 70 FRIK Stat3 B /)N R A= i 988 1 i 2 R g 1
FARREL /. SRTM, £ DSS ALFLJ5 i T8 = A R
W b e A5 A0 A% 55T R A BN I i 4 RE, - Stat3
IEC RBR/IN B TEC 200 f) o P T RIS B AR 18 5
HA G, XHL e Stat3 /1 F 1 IEC 3G 5H & —F 1E
WA A RS, AT R TR T S (A G 5
T HLAn 5 Stat3 i B2 v 40 04 AT g 5 B0UM8 1K A .
Bollrath %5 2 Fi| | —F ] ATE IL-6 B( IL-11 5% F
FFELiE b Stat3 1/ B AL HfIN 1 Stat3 5 /M8 kA4
PR FR. FENRALGKEDSSHERMHE (5
IEC i FEMIFAAR S ), (HIEBE 5y k4B CAC iR, M
H s R~F 8 K. Grivennikov 25 P2 % B 1L-6 B2k
B1/NBRAE TEC Ui Stat3 iH 4Lk, 1 fig iy
FEEL, AH R AR IR B R A RS U . Stat3 7R
R NPT R KT I E 5 5% S IIEE, Stat3 (1)K
BERIA ST R B S SR R, H
& Stat3 AN F ik B IS M 2 5] AL i 18 H 23 1) 45
A Ge SISHE S, I A 5 7™ 2 1) iz i A0
I, Stat3 A2 P-4 U8 715 X6 T B4 s B 9 B
B, Stat3 BPE R AESUE, R P W F2 )
AN [F) 22 7 A g T8 98 i SR R A [R1 J7 1)
3.4 Stat37E4H4 E AR EYThAE

1999 4, Sano % P il % 1 K KRB HE A T 40
Jfi Stat3 v& PEBR S B /N, SRE8 R IR R R R K I
AR, H R B AR AR B
BB EZW, B TR SR E KD &5

KRR L GE, X5HFEFAL EGFR 2K/ R %R
MR ANE, $RRATREA 54— ARk, anfHam
A K AT (hepatocyte growth factor, HGF) S 51EH .
2001 4, Sano 45 ' il & 7 i iR b K¢ 4H i Stat3 2k
TEEVNE, AR /N R B T E I IR R B A 4
i) 2 S TR L i A0 BT S 5 4 A 5 A i
IR S 2 o [T o S R TR R,
y AR, AEERE, BRZMR E gl
Mtk 2% Stat3, {HAEHLAAREN R I H M0 iRan Rk, X
Ut B Stat3 AT DA ok i iR Bz 200 O T i R A B
o T A A7

Stat3 (¥ 0 X b B 200 D (1 98 B LA L% R R 4T
L 18) A7 A 1) 90 T S5 R L LR TEAH DGR + H 2
TEFLIRAH B IR A I A2, Stat3 AR = Ve B0
TEFLBAL AR, Stat3 W0 o 2 BB IR b
YA T, Chapman %5 ™ il & 1 FUMR L 4
Stat3 GRRHZINR, SRR, W05 FUIRGE R T
Kk DL LR A AR A I 5 35 4B 3R, 2R K
K A W StatS. Bel-xL (B-cell lymphoma-extra large)
B # Bax (BCL2-associated X protein) %5 1)K 15 7K1
ANEZE, fHJ2 Statl BTG A VERDL R BOE
[F]; P53 A1 P21 (B KT . H AT 7RI,
Stat3 = & A 4 8 T AR A G 5E, (e AE
FLIRGE M s 3 AR U] T B DI RE I R A £
FEMES
3.5  Stat3iFTI TR S MEEAN N 2 B R RIA

RORE T 3 10 0 2L 20 S e S g 2 2 TL-6 1)
—ANEIIhEE BT AL R S I e B B 1 AR A
EATTHY S 31 X G5 A5 S i ) AN [R) T A2 Ak,
2 RO S E R R Stat3 BRI IE L
T, ZEEVEI RN E A A IL-6 5 3R,
1 H AR, 41 C/EBP ZX R AN NF-xB 5% 1 1 17 1) 5t
(Rl 52 21 (1) g2 e AR /N o 3 6 S BG 4 SR i i) BH T
Stat3 7 241 H K75 1 JF 4 R Sk B g 7 o () i 2
PER B ISCH AT LA, TL-6 75 2 FhZl 41 s
Stat3, IL-6 #i STAT3 Bl LLAE 705 47 A% 2 R K
AR, AT DA 685 A7 i & fE K A LI AL
&M, AN AN R 2H 2R A TL-6 330 1) Stat3 &
AR AL AT LLSE 47 M B AR TL-6 IR D
3.6 Stat37EHE ARG FHIINRE

Stat3 7£ [ 4 i rh w] DL R b 2 0 IR R T
(CNTF) AU R I0E . M2 23 Stat3 SR FE 1)/ BRI
NEFEIABET:, BRI, A4 Stat3
BRI, BERPPZE FRR T (ciliary neurotrophic factor
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receptor, CNTF) i85 5 2 il B (protein kinase
B, Akt JRF% PKB) Rk, Wi Stat3 X Akt L
WA HEER P Gao % P RILMEA KRG+ Stat3
R /N BRAE BT A ) LIRS S 0T, 73S ORI/
KIH TR BB BEIRIE LA SRR, /N B
GIRESTWATE RS iR ARINE ST

BRI, EZETEM T Stat3 Al DL 4
MOMETE . A7, EALERRE BOE 0L~ 0 mT LA S 4
FEPPESET:, WAL IR . Stat3 PP AT I A4
TyHEe A Stat3 FT7E A ZH 2 K AR Fh S 2 ) FH 5%

4 RE

ns

BAR Stat3 7E 5 RGN Z R IE, (H
J& Stat3 19T RE AT £ 52 BR T 41 B 1 Al 28 S JL BT 7
(7 P R5E, AN [ 24 1R A ) A A 58 B 4 i R
T B PR E T Stat3 B A 2 & AT AT I 3
RETCRE R o TEAH IR PN 2 5 2 DA S R ) 5 3
1TINRE, Stat3 2RI FE SHE)E, &77E
BERR AL ZBEfth. H RSB RSHRIRTE, E
AR E R E A, WIS ATH R P DhRe. K
B VAN A 2 20 S [R5 0 R Stat3 (912 1 A
Stat3 5 [ AR I 2 54 A B Tk — B 3B R ATIA
I Stat3 7E K AE T IIAER, M Stat3 15 5 %
FERAN G T 2R LR B

H o< T Stat3 {1 705 437 Fif 2 R % R 1 410 1) 551
M4 s, {H & Stat3 1) 705 A % 20 R B IR 1L 1%
Wil 25— 0 AW DRt R, Stat3 1) H 24k,
LA, ERZ RMBMILFEHEGRIE. WA
Stat3 [ Z. AL 5 FIEA B TR R AT, oA
FUFF KM 2 NI RS B IT S 275 . Stat3
Yo STt 4 B R 1) i 5 AN [ R A AR DI AR O,
— 3G 5T It 1 B A [F) 5 993 S Stat3 (15 5 %
Rese e, 2 T A GBI S 518 1 11 B b7 741
PROLE E O E IS LA .

(& % X #]
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