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it 9o A B U T R b R 2 ) e AR, KR
R NAET AR T A R AL, 2022 4R 4
BRI A 12 250 TT ], WD 5 AR AR A7 R
0N 19.7% , FET- %025 180 JT 411, AR5 L 101
RIFAMA - ZEUEFRIZH O TR, U
EEIRITONE, BRITRRE, BEEZMARK
P, Janus 4 (Janus kinase, JAK) /{5515
KOG SPGB 1 (signal transducer and activator of
transcription, STAT) {553l % o 9 42 Jifi J6 2H 21
TR AR A RS, ZEARREL: . RE.
B B2 AL B o AR, Rtk v 2 3 T A
338 it BELAST JAK/STAT {5538 ¢ 1 176 AR 41 1 e e
ARG RS, 4 v A8 10 A 1% J5T i R0 A A7 I ]
ARICRAIRTT T JAK/STAT {5 5388 B i g8z v A/
FIOLHL, JFRER 25 TGPy . B il R A
I RS ASE T IE T, DU B I ) T
BRI FEFHT 245 TF A 4 it
1 JAK/STAT 15 Si& Bt i

JAK/STAT {5 5l 2 — 252 2 MR K N7 H
20 P PR R e () - S A SR AR, i R
PRBEARSCSZ A | IR JAK | [F5fS T ¥
R T STAT MK, S 5@MERAE. A B R

KR EHE. 2024-11-21

g TR S AR 2 e I R A RS TAK JE T
5 R 1) s 2 PR A, 1% JAKL ~ JAK3 | TYK?2,
IR AL TH ~ JHT AN FE DI RER LS /IR, S 541
M5 S5, STAT J2A70 T JAKs FUfR)—2E
INHEEE I, i STATI ~ STAT4, STATSa, STATSb,
STAT6 3t 7 W AIZH AL, W58 H£ B, STAT FKikH
(R AR AR AT S it STAT 25 (A P i SH2 45k ek A
FIANMIAZ N, R L R L B SR R R
MMM T TS i R N Z RS S )5, JAK
W2 K AR IR AL T30S STAT 14, BRI —
R IR R, HE— 25 5 40 A% R E
DNA JPHIE5 G, T M DG HE P 3k, DT 52 i £
Mufsags . e 5T

2 JAK/STAT {5 S8 B AL H

2.1 mp¥, Ak 4iEEM A5k GG,
W, S, G, 1, M, 4iiE&EH DI (cyclin
D1) EETHE G, W S Wi IERFEEEN , Al
A R ) — B AL T RE oy LIRS, I B
gl RS R IR, LINC00346 7 /N4 i it 2
ZURNAN i p 23k 80, LINC00346 53 3 3k Al 346
JAK/STAT3 5 % i %, FhiE cyclin D1 8 1 %1k,
SR G O I S P R 11 L e R
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R, F3 LINCO0346 5 LINC00346 K ik 45 A] 11
TZAE S, (e anp T, AT —
A AT HARFET AR, A0 E TR A 2 2
JITeA 240 ek s 1R SETSN L B AN -2 (B-
cell lymphoma-2, Bel-2) ZEGEAIRE L2 IR K 4 2R
fH H B¥ ( cysteine aspartate-specific  protease,
Caspase ) FEAE A0 08 T o A by v OB A s
Bel-2 %] P85 40 il (4 & C ( cytochrome-C, Cyt
C) MIRERL, #% JAK/STAT T i Caspase-9 ik,
Pl Caspase-3 WG 1k, 20 4l i & A Tt
WHFERI, W BRI /N 731 37 Nazartinib #]
Hm) F+ 5 miR-940 ., cleaved-Caspase-3 K [ % 15,
[ NCI-H2170 400 cyclin D1 A, Ml
JAK2/STAT3 {5 515 T, itk — A5 g 32 i it 240 i 44
o, ISR Y 25 BRIR, JAK/STAT {55
ER % 1 S i SRR T A S O s 200 L ) 1 S AR G
2.2 sk, #B LREIEHEEL (epithelial-
mesenchymal transition, EMT) J&48 I 5z 20 g 7F -
S R PR S LM, b AR
ZE 1k A IR] 78 0T 40 M, E-5 %5 85 11 (E-cadherin) |
WILEH (Vimentin) | N-85% % H ( N-cadherin )
J& EMT i3 R AY GBS 1, E-cadherin K [T
Vimentin 33 & 15 0T i 78 il i 40 M 1 42 28 S 56 A1)
N-cadherin 55 2635 0] 75 5 MRd 40 i & A4 EMT, 42
R LA A BRI B bR A B A 2 R T B SR
52, JAK/STAT {5 5l AL SR, w4l EMT
FHE mRNA 3K, B N-cadherin A ik, TS
E-cadherin 8 12235, DT i i 96 200 J60 #9345
HERARZERE N . L5 LT, T 4 i
JAK/STAT {55 1 s w300 ol Jr 2 240 1% 2 5 B
¥, SNl 0 R A R R

2.3 wEA R IMENKAEKETF (vascular
endothelial growth factor, VEGF) 2 J8¥% % 4 W,
AIOCHED T, Hod SRk 2 B A4S N B 40 M 152203
fo. W5, (EHERNAETER, IR AR S
PERARMLE R4 STAT3 Y S IS RE % 7
= VEGF ik, (et Mogdpn i a8 Lok WAETE i, $2
e U TR 4 B T 1R 2 B RS L BRI R I T 1a
( hypoxia inducible factor-la, HIF-la) & 4
VEGF BB UAT I 5, STAT3 A] LA ] HIF-la
A& Ak I 1 o EG B, T BRI 00 T
STATS & FA e k40 i 304 FE AN BT U4 T4 A S B 4
LR PR, 2 S ) S O AT TR VEGE
ik, P B AR, A b R AN i 1 B RN i

1946

' B, STAT3 #l STATS {553 B ] 5% 10 Py
FE A A A . AR s, AR R B AR
RE5EHE.

2.4 KERFL RFEMIRE  RAEF 78N 1)
kA BRSSP EZEEN, s
AR, I 4 AR K SR8, RIER
FHAAMAZE (interleukin, IL) -6 BJ 3075 BhJed 40
i B STAT3 ik, & RAE R, #F 98 £,
i3 T 1L-6/JAK2/STAT3 15 538 % Al [ DNA
FHILHLFETE 1 ( DNA methyltransferase 1, DNMT1)
Fak, HE— LI R T AR A A ER AT R, U
GEIRE A AE K2 STAT (4380 7T 8155 b g e g3
EAEE, (RERE A0 A S A K, TR
MR e kR S 2y, B9 R B, S A
IL-12 AT 6 STAT3 {55 5 38 [ 0% 1h B 5 55 30k 3% L
i, MRS bR 4G o, A SR T, Ik,
STAT3 Ak T 9 7 I8 e B 58 114 G 2 400 fed i 400 ft 1R
T, (bR A R A AR T

2.5 Hhapathik L2 2 2 R R A L Y — b
RAEYEMG, MEMEYPUE, F56 FiE%
FSEP AR S ALl aR Bl At T S A 7 2 I ¢
SRR, e 4 R A AR AP I 25 LT T e 5 JAK2
1 STAT3 Y 5% BLIE A X, Harada 2577 BF 58 &
B, TR Ml 20 eI e P AR T 2 i ad R v, p-
JAK2 SEHRIA TR, EIRIKIGYT , 2596578
B S A T iR 22 P 2 M 40 B R T K 0 N
ISR B Iee 240 e B s e E O A, BFgT R, EhTR
YRTER: e T RE T i BTG STAT3 {5 S gk fe %, 7
15 IL-6 mRNA ik | [ I M2 240 o o) 2k 2 35 e 3%
Je AR

3 z5iEE JAK/STAT 15 518 8§ T Ffti &2

3.1 PHERRS

3011 RS SEEIRAT D RSN BT MK
gy, HAMMERE, THH2MED R, MR
SRR R, Se B AT AT JAK2/STAT3 {5
IR, BRIRANAE IL-10 mRNA #ik, FHE4
Jl IL-2 mRNA 3K B 20 M 08 T2, 4000 il i 9 20 L
g, fRIEILUE TS, 2R AR BROTUESE, ARk
SR I 55U P AT #0] JAK2/STAT3 {5538 # 1
WAk, RT 200 6 R 8 A0 R o B JE ] (cellular
myelocytomatosis  oncogene, C-myc ), Caspase-3
mRNA fil 85 (1 £ 35, JFFEIK PD-L1 Rik, F%
A549/DDP R IBH A T G,/ G, M, 3R E 1)
U, REUEI AN T, AR R, ASRH
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Rha w4l JAK2/STAT3 {55 BB R L, PR
1ol cyclin D1, CDK4 %‘%ﬁ, T 5 p21., p53 %‘%ﬁ,
kR A RS AREWIAE B R
W, o-HEEE AT AT RAR JAK2 . REAEKE T3
{& (epidermal growth factor receptor, EGFR) ik,
i STAT3 ., #EFH#H B (protein kinase B, Akt)
ik, T cleaved-Caspase-3 ik, B Bel-2
AR, HRAE/ N AR T, R
BRI, iR, iR, BHaEs:, #
FEHFF AT B AR p-JAKL, p-STAT3 FF13Rik, Ml
JAK/STAT3 {55 1 S80I, 4000 A fi 25 206 i 1% 346 50
IR,

3.1.2 W R AT R R R AR b R AT
JAK2 . STAT3. N-cadherin, Snaill ik, J} & E-
cadherin F23K | #4I Biliee 40 i - fz R) ek Ak . B E
Jef2285 . RS IR RN, RASEES
JBEAFTREAR Bel-2, A6 EHEH (Survivin) £k,
Th& Caspase-3, Caspase-9 ik, 1§ 5 A i) Uk
PE, PR3 g A B A T, O F 2 5 ] JAK2/
STAT3 {55l PR HUBEIR AL AHOC . Friedvr R HoAT Hi
L OPURBUR ., RPTIIRESEE . B S AR
WFE R, R R 5 JAK2 M5 AG490 B4 T
F+E E-cadherin Rk, [% 1% N-cadherin, Vimentin
p-JAK2, p-STAT3 2 F £ b K IL-6 KV,
JAK2/STAT3 {5 53 6 Ak, 100 35 /1N 240 o fii s 240
Mg, T, REBHEEEEYFIT N, TE
ST, W R B 5 R TR A
I 5 b8 40 i i H1975 M5, 7 S 4l i
RIS T Go/M 3, ML) 5 AT REA ] JAK2/
STAT3 {5538 PG A K

3013 AWmck AR EA SR . iR, Bt
Ak, BEEIFOIRE S B E R, ISR R, ARG
AT IL-6 5 T 1Y JAK/STAT {5553 s, 52 77 i
A PEFEAR Bel-2, Bel-xL, Caspase-3. [RJ& JiiJi
A % & R B H P ( sarcoma  proto-oncogene
tyrosine-protein kinase, Src) Fik, H4MN Bel-2 #HE
HH X (Bel2-associated X, Bax) /Bel-2 Hb{E, 7
SIGEA AT TR R, WS T RIS p-
JAKL, p-STAT3, Bel-2 ikl K 1L-6 mRNA FlEE
B =S 7 NTE R  ORE B FLEi8 e
[, 2RIk G Bl SRy T s, T vk
e Xt 2RI AR T, BRI 254k, A2
M52 NLL GAZ SR U T A i 1 18 o, AT A 2RO
B T RIRH G I RE OREE R, DA g 200

WA 2253, IR BEIEIE S, R KA
Z V8 fih € 0] T+ & JAK1, JAK2. STAT1, STAT3.
Caspase-3, Caspase-9, Bax ik, JFFEAK Bel-2 &
K, AR AN 01209 5, fRE TS,
3014 EEZR DA REESIEERS, B
A AR V5 ORIk B SR, B EUR
SEUURE Y R L, DUESS R SR A R A
JAK2 | STAT3 mRNA HIZEH %A, FH1E JAK/STAT
oS BRI T UF eyclin B1 . BEFH A0 A% PR
(proliferating cell nuclear antigen, PCNA) . Bel-2,
Survivin £ ik, Tb & 8 MR L K A R W -1
( phosphorylated p-Chk1 ) |
P53, Bax ik, - @ANM A549 FHAF T G,/M
WA T, I i A R 5 . ERRRE T, 2
Mo S BEFEUE S, M B2 3R AT R AR STAT3, p-
STAT3 ik, BHWr STAT3 {5538 #%, I & 74,
IR AT M 0 ] AS49 A i A 3 58 . ST PE AR 22
FT AL O R BIT RAFRARORr, BAR ., it
MR AE . MO SR, B R
W, KT8 £ 28 5 R BEARORT P 3 e R it 3 240 JEd v 7
FAIRE I Pim-1 ( threonine-protein kinase Pim-
1, Piml) . Bel-2, JAK2, STAT3 mRNA ik, #i
il JAK/STAT {55538 B 80T, i/ 20 i it s
T,
3015 Wy EEE LD E B Y,
HABMATR, WA, R kH, ZER
A RO JAK-1, JAK-2, JAK-3, STAT3 i
fb, FFFEAK STAT3 . Survivin, Bel-xL, cyclin B,
F R 4 8 H B 2 ( matrix-metalloproteinase-2
MMP-2 ). MMP-7. 40 Mg & % M 2 F 1
(intercellular adhesion molecule-1, ICAM-1) . VEGF
FIk, LIS i i g 200 S A, 40 <t i s 40 i Y 1
GH ., RZEFMAE A B TR R W
TAE TP ERIRATE PRy, AU . POREE . Bt
B, BURAFTEME, SREF S IR, WA TH
SR AL JAKT STAT3 2 FI B
b, B#MI% Bel-2 mRNA K EEFI#63E, FHE Bax mRNA
LSRR, 175 S A0 T S AR A
3016 HAb  BECEZHEN B M B ),
HATAMIEZE | e . FERA LA sk
SCEEIRR I R B, R T AR IL-6 ik, M
il JAK2, STAT3 @M ft, T+ E-cadherin 3 ik,
AR MMP-2, MMP-9 &3k, AT 10 ol i 7 &40 e Fr)
1R, ITMAE S, BHoTRW], = NI n] AR
1947

checkpoint  kinase-1,
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p-JAK1, p-JAK2, p-STAT3, N-cadherin, Snaill 3
ik, FHE E-cadherin ik, A2 EAHE, 200
Bax FIATHE A Bel-2 IR PBEAR, 75 i s 240 it 04
T, IR | RAR, RN, A, mEER
AT JAK2/STAT3 {553 2 1 3k AR OCRAE
F LR DUR SR AR T, B A IL-6., iR SE A
F-a (tumor necrosis factor-a, TNF-a) , CD8" . p-
JAK2 ., p-STAT3 ik, F+ & CD4", CD4'/CD8",
TSR, MR RO A, W i S PR YT
SR R RER T . FRAFE I LB, B
IR B AR IL-4 . i /D ARG AR R K F (platelet-
derived growth factor, PDGF) . 720 ffd- 5 W5 20 fifd £
7% M 3% B+ ( granulocyte-macrophage
stimulating factor, GM-CSF) & ik, # il JAK2/

colony-

STAT6 (HfRfk, Tt p-53 1 mRNA FIEHRKIE,
B R = N N O e S i 7 = W A A )
(eyclooxygenase-2, COX-2) . Survivin, X ZEBIHT
] 2 FH ( X-linked inhibitor of apoptosis protein,
XIAP) mRNA FIEE Rk, 0 i e 20 i %) 38 5
HiTRs, WA R R R — RS,
BAYUMR . biiese, e, BATSF 2 5l 2y B AE
Filo ZEMAES BT R B, 0 04 D9 T8 VT v il g
A549 4l fifl Caspase-3, Bax # ik, [ Bel-2, p-
JAK2. p-STATS %35, V5 S W 6 41 M0 BELYG T G,
Wy, ST, Xl RE SN JAK2/STATS {75
8 O A G

2T PR LS W I JAK/STAT {5538 #% 1) 14
TR 1,

F1 HHFERSITE JAK/STAT ESEEATIER
Z5 T2 gy P FIBL] YEHIZ: SCHR
NS SeSHRAT D BEAIR JAK2 STAT3 \p-JAK2 \p-STAT3 3K Kz IL-10 mRNA Kk, Fhy 300 fifas 20 3 4, 02 ok o o= [29]
4 IL-2 mRNA 3k
FIEERFFIN AR p-JAK2 p-STAT3 £ ik, C-myc mRNA FIEE [ %35 & PD-L1 £ 155 40 0 J8 30945 i , 4 0k 300 [ 30]
3%, 7+ Caspase-3 mRNA FIZE 15k T, IR A SR
ANZBH Rhd  [EAE JAK2, STAT3, p-STAT3  cyclin D1, CDK4 3%, 75 p21.p53 Sl dn it K B2 [31]
*ik
a-HHEMERTF  FE% EGFR, p-STAT3/STAT3 , p-Aki/Akt, JAK2, Bel-2 ik, T1 & i pHim 40 i o [32]
cleaved-Caspase-3 ik
WEEFTF WK p-JAKL p-STAT3 % 153k 0 i 200 396 57 5 A B [33]
(12 BARER [#AI JAK2 .STAT N-cadherin ,Snaill &35, F+ 5 E-cadherin 235 AU T 96 40 MY b Rz A R4k BG5E [ 34
FAZ7E
[ 21 F&AK JAK2, STAT3 . Bel-2, Survivin 3 35, T+ Caspase-3. Caspase-9 345 JIji 41 SO P, 42 ok il 9 40 g [ 35]
ik T
LIRS JtE5 E-cadherin 3%, B# Ik N-cadherin , Vimentin . p-JAK2 . p-STAT3 2 I il s 4 i35 T % (228 [36]
JEF IL-6 7K
BIMEB K p-JAK2 p-STAT3 ik 0 A 200 48 B T BEL A AR 30 (37
LT RS 10 M B FAAR TL-6  JAK2 .p-JAK2 STAT3 . Bcl-2 Bel-xL ,Caspase-3 Src 63k, Tl 755 i 40 M 0 7~ [38]
1 Bax % [1 . Bax/Bcl-2 HAH
B, FA#AI% 1L-6 mRNA F18E 13835  Bel-2 .p-JAK1 ,p-STAT3 2 [ 31k 0 A 200 L 5 2 kL T [39]
YA FH#5 JAKL  JAK2  STAT1,STAT3, Caspase-3, Caspase-9 , Bax 235, [ 3l i 40 Mg o, fe b L 1= [40]
i Bel-2 ik
B WHEAER BRI JAK2, STAT3 mRNA Al 11 3R 35| cyclin Bl PCNA | Bel-2, 755 i 200 10 5 399 BEL 3 2 9 12, 40 [41]
Survivin 35, 71 p-Chk1 P53 Bax ik A T
itk % FAA% STAT3 p-STAT3 ik S0 98 200 L34 R BE IR 28 [42]
JT/AELE MK Piml Bel-2 JAK2 STAT3 mRNA Fik & JAK2 STAT3 A #A (et v [43]
By LR F#A% Survivin, Bel-xL, cyclin B1, MMP-2, MMP-7  ICAM-1. VEGF . p- S0l fifiJi 200 I R 1 40 skl BL 35 45 [44)
JAK .p-JAK2 p-JAK3 STAT3 ik 28 i A
WETM] B p-JAK] p-STAT3 Bel-2 mRNA Il H# K, FFE Bax mRNA 1 5 s 40008 T Rl AR [45]
EARE
HAb2E WELZH  FK IL-6 MMP2 MMP-9 JAK2 STAT3 ik, Fti& E-cadherin ik #HI M4l iu(z8 T8 [46]
SRR BRE p-JAKL p-JAK2 p-STAT3 , N-cadherin , Snaill , Bel-2 ik, T4 & (Ut fo@anpai v, Mk Hsm 2 [47]
E-cadherin ,Bax ik EH5iTR
BB [ 1 1L-6  TNF-o, CD8* | p-JAK2 , p-STAT3 ik, FF 7 CD4* CD4*/ /b Bl s 70 S5 P36 77 B S 2 S BE [ 48]
CD8* AR I AR Rg i
i 2 2 [ IL-4 PDGF GM-CSF 23k , [k COX-2 Survivin  XIAP mRNA F1 1l i 40 MO 35 53 7% [49]
13635, FHE pS3 mRNA FE ik
BFHLAGNEE  FRAIK Bel-2 . p-JAK2 p-STAT3 ZEik , FH & Caspase-3 Bax #1435 B AR T G, W R HEH [50]

i
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3.2 vHAGy UWESEXGEAERME, A8
TR Rk, ATV RUESE, WBEL G
I B 998 41 20 JAK2, p-JAK2, STAT3, p-STAT3,
Bcl-2, Piml, IL-6 /K°F, Fti& STATL, THE -y
(interferon-y, IFN-y) ik, {23k b5 40 i 384t
i/ NIRRT P2 S R R, X 53| JAK/STAT
{5538 B TE AL AT G, TS I 9 T e A AR P
Z | BMCSEZYA , BA LSS, I AR
o BRIMEED R IE & B, TR BT 98 1 T AR
JAK2, p-JAK2. STAT3., p-STAT3 FiAAE KK ¥
TNF-a, 1L-6 K, FHEFME ML IL-2, TFN-y 7K,
D)1 5 LT g SR 2 S0 Ul A S, 4 M
TR AN P3G A IR R T RO AT AR
AEGE SR (BENERE), FREREG, <Y
BIREZUE, ZEAERE e W g R B, ¥ IR i 7 ]

Tl JAK2/STAT3 {55 Sl i, A% JAK2, STAT3,
cyclin D1 £k, Jh& Bax Rik, e i i 6 20 i 04
o, WM AR CPRGE, =B, a2l
BEFRLHN, BAPREES | REDTMIE 280, BUE
SECYIIIEIESE, AR FE O 24 IV R S ) AR
P b A ) H1299 20 A /Y 34 58, AR JAK2 ., p-
JAK2, STAT3, p-STAT3 £ [13ik & JAK2, STAT3
mRNA 3Rik, ATHI e A0 iss s | R281EH . #b
Hh i UM IRER Ty . BFFE R, #bhas
K% 0] AL EGFR, # ¥ kB (nuclear factor
kappa B, NF-kB) . ICAM-1, JAK1, STAT1 % ik,
PRI AR T, IR ARG A . Bk,
I R AU R

24 55 7 WM TAK/STAT 15518 2% 4 98 15
AW 2,

*x2 HHEAXME JAK/STAT (S @ KMiATSER

e gy A FEHIBLA] TEHIZE 3 ik
WEELY WS EL& EA R ALK, KRR JAK2 p-JAK2 STAT3 p-STAT3 Bcl-2 PIM1 & fE#E M AMMIASE, 45/ [51]
J AT AN ik J% 1L-6 K-, F+ & STATL IFN-y Fik Jiv e AR I 42 g PR R
THEEIER T NS E L S0 R W 0 BEAIK TNF-o IL-6 JAK2  p-JAK2 STAT3 p-STAT3 3% il i 4t padsd o, et [ 52]
B JH= - ik, FE IL-2 IFN-y ik HHT
TR Z2t AF EL NS M BRI JAK2 STAT3 cyclin D1 ik, & Bax #ik A 39 firi g 200 e 7 [53]

BT AT H R

WA JAK2, p-JAK2, STAT3, p-STAT3 3 H & ik K IR anis s f=a8 [ 54]

T RE A, b e
i JAK2 STAT3 mRNA ik
g WK RS TR AR Y,

Wk THIRE 2]

[k EGFR NF-«kB . ICAM-1 JAK1 STAT1 %3k

Pt R AR g T, ) [55]
FHeTH 58

4 HEERZE

i i P LRSI AL T ) RN, P E S AR
HEATERE, (HHANGST FBok 2 R Re Rt g it
J&, MELLAENIE R @ AR . JAK/STAT {55l
FEAE O 22 M BUR (5 5 I8, 5 R 40 B 1 5
ISR YIRS, BRI A2 G S iy
Jrli) o ARSCRBL, B2yl il 45 JAK/STAT {5
Repih o o AUk TN VN N s 8 ] oA S
MR, RAE  SBESN 25T 2451 45 7 T R
RARGUMIEAE T, R PR ARG 1 R i 55

SR, Mildes 0 A BIL R+ S 2%, W R AR
I, T JAK/STAT 5538 -5 BENR e LA 3-35
fiff  ( phosphatidylinositol PI3K ) /Akt,
NF-«kB. #% fb £ K [ -8 ( transforming growth
factor-B, TGF-B) “FHAW(F T @A T, B
Z B A T v A B B, ORS B N AR AR R JAKS/
STAT FHICHY HAbAF o, 487 HAEHIALH] . 5
b, W RAZRY, 2N 2R, H
T RUAT RS AR 22 B0 RV 538 % 1) 22 B T [ AR

3-kinase,

H, BT B 2% 25 BR2E X5 JAK/STAT {5538 % 1
OB s T AL [ 25 Wy i 3k, $EO < 25 -AE
NAESEE-ERT MEAERCR, FEkzE A
W R 2E | R AR R
HAEIRTT i v v AL

BT, Z80CT B2yt /E LS o at
FEAEHE B — 2 T R Ay, T B R 2 T B
A2 . 57 A& 25 I LT e A5 S
Oy AEACSE DT T E A U5 K, O B AR B 2
ARSI T3, R RIG YT It A4 18 T FH 24 B flL 2
WkYE ., [FES, AR RZRR T4, 3K
e, BDIGIR LS, BORK N R TE Z 2
FFEAIG ARG LR HHOCAE AL

SE k.
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