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a- TR interferon-ar, IFN-ou )2 —F 5L B A6 Y7 PE AR PR 5, 3080 980 5 200 o 30 400 ot D e AT 42 40 286
A& A S HL & AU 00 . SRR X IFN-o MR 22 SRR ) 1 eI R i) 2 . 15
TR, S MR TFN-o FUPEBLEIAR 5C ; oL 5B HE D Bel-2  c-mye (EVI-1 2 ()1 B

I S i — S S

%%deﬂy“% 55 IFN-a FUPEIZ G A DNA HUEFERL il 21 56 B 55 IR TFN-o STPER A AR BEDIAR G . I, X 46 1500 TFN-oc

I RS 738 I TEAN LY 20 T AR i AT 2 TN R0 H , 1 40E
FEIGYT I — DA JETT 1)

B IFN-o Y677 RSB 1], B SR BIRT T 7 58 F R 4 I i

[ KR ] o TR MR T AR5 s JAK-STAT ; W35 1% 2 ; JFUm L R
[ FEISZES ] R730.54; R392.11 [ STRARERD ]

TH 2 (interferon, IFN )2 —XKEA B
YL 8 R B 5 R A P I A B PR o AR A A i ke
U5 2 A 2B R AR RN B AN [ 3 S PR . T AL AN
IHFHE, o-THECFN-0)BT 1 BT ERIE,
WS BT IRZ ARSI G S HIR N 1ER
— D E LR YT A, IFN-o H A7 T 6 41 i
H I 12 P B8 41 A H L ( chronic myeloid leukemia,
CML ) 2 &Mk EHEse I 8 B g R R R
JeR A5 Z2 R IR ARYR T, T 3 O 0 ) S 4 ) D
REDA ] 2 40 e 285 0 0 A8 A 0 S5 ML A i A3 BT e R AL
B SR, T B X T 403 A9 L& AN TFN-o 19
SRR AEAEAS 1 ARRL b Fh i AR A 7 1 S R
PLK i B3 IR ST 9 T, R T IFN-o 7RI R 89 )2
FHo BEFE B, I I 40 MO X IEN-o B 1 28 PR 5 — Lk 4y
TARED IR BEVIARSC . A SCRXS TFN-ac Il PRIT AL
A TELE TN AE B 7 FAR S P E o8 B R AT 2508 .

SEBEXE

JAK-STAT {55 % 518 #§ /2 [FN-o {5 556 12
FRFE . TFN-o 54000 R 0 Z RS & 5 16 AL — 25
B 1) T 2 2 K I -Janus P4 janus kinase, JAK )%
A TYK2 Fl JAKL . # {6 L #Y TYK2 Fl JAKL {ff STAT
( signal transducers and activators of transcription, STAT )
FWR o T W R AL . B 19 STAT1  STAT2
FEET5 p48 & HIE i ISGF-3( IFN-stimulated gene factor
3IEEY. WEEY R _RIMUE R EAMEEN,
5 ISRE( IFN-o stimulated response element )45 &S5
PE LD A6 AL . MAb, TFN-o 38 15 STAT3 (1
fRAL , BiE 5 19 STAT3 5 IRE( IFN responsive element )
AN G Y —A~ 5 ISGF3-ISRE ANJF] (125 11 Jfi-DNA
AW . JAK-STAT {5 5 5% i b — SE 58 0 1 1Y

1 IFN-a 55 S9F

[EHE] 1007-385X( 2009 )02-0203-04
FIRFH TRES IR Y TFN-o BTPERLHIAHE
1.1 JAK1-STAT 5 IFN-o 489 % %

Gauzzi 25" BRI, TYK2 5t Z W] 5 2 FEAK IFN-o 32
R IR IBKT. T'%‘QEIH@FSXJ” L5 3] L IFN - itk
JAKIL A TYK2 245 5627 0 Wong 45 ) (9 BF 5245
RN, JAKL FTYK2 78 TFN-o S50 5 4 B8 08
YRR I R B A BaE R

STATL X} TFN-o $T 1 19 5% ) 76 22 Ff i 988 359 5 4z
iB . Shang 251 Wong 25" 23 75 ' 40 i Ji 11 2 26980
[ TFN-o P01 20 16 B P WL 2% 31 STATL 19 32 3k Bl 2k
Sun % B, R T A0 ML TR Y TFN-o 01 40
Pk HTUT78R A~ 3% i5 STAT1 7 11 3% mRNA, 275 H
STAT1 JEPR AT RE K A= o 528 . Abril 25 W98 B,
— X TEN H3840TC B2 b 1Y) 5 0 A0 Bk AGS, STAT1 3
RACEAAR, FLA0 M A S U B = 55 ISRE 45 & 1%
P, $2 75 STATI Bk = 5 AGS 40 M XF IFN-o Y970 14 4H
K. AR, 4R Landolfo 25 438 , X IFN-« Y YT JC I
B CML & A5 STATL .

STAT3 A]REJ& 75—~ HA TFN-o 7 20 HU A 7Y
ITRREY . Yang 257 BT R B, F635 BF2E A STAT3
FEPY Daudi 40X T #8914 28 UK, 1M 26 5K 58 A8 Al
HMFLIE . 53 PR HRIE , STAT3 By B H R £ 51k
( single nucleotide polymorphisms, SNPs ) FJ {4 IFN-o
TRYT R B A0 MR B T AT 48 BR . SNPs S48 3k
K12 DNA 381 Hh & 2B B B R B R ) A8 5=, HLaX
P s S e NBE R I R AR R T 1% o Tro 267° R BR,
STAT3 HE[H 5315 rs4796793 7 5 Y PARZ AT IR 2 51k S
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R B AR S X TFN-o0 B BRSO HE AR G
1.2 p48 5 IFN-o #H 89 % £

p48 & JAK-STAT 15 5 %% 5 i v 52 i i 923 400
XF TFN-o 2 REAE A 53— BB 43 T Matikainen %5/
i, p48 FIR AR TT BB TR 1 IS 41 gk ik TFN-oo
RION B — AR R, Wu & RS & B, x
TFN-o AR A 98 40 Ak MHC.CO7 3 3 I i 4% e ik
52 pa8 R IB KT, o RIS XT IFN-a 1Y
£, HEM MHCCO7 402 (1) TFN-o FiPEVR T pd8 AL S
B ISCF3 H AW . Qian 25" IIBFTR 45 9L %
FARJGHEZ TFN-o 1697 B9 J5 &V P98 3, pa8 Kk
BEE 2 1Y Te 9 A A7 BA( disease-free survival, DFS ) Al 5
HFAC overall survival, OS )T pa8 B E, 1
7R p48 B AT A —ANF TFN-o I RS 7 RL AT AR
1.3 SOCSI 5 IFN-q #k09 % %

SOCSI1( suppressor of cytokine signaling-1 )i 13
HIEGSE TR JAK O 500 R fL 1Y TFN-o 5214
i JAK-STAT {5 & ¥ 53 B% (9 3% 1. Zitzmann
2 2 IR3E, SOCST Y3 B Feak nT LM T T I K A
SR BR A 22 N 43 WA TR 2R LR BONT R IBR 12 928 240 it ke
CM JAT RN . T A ] siRNA fif SOCST 3 [K 77T 2R
J& ,STAT P& 22 2 5k FE W 2 Ak Bsf [H) 42 4K, IFN-o 155
P TN IR = B

2 FEEERS IFN-o ERNX R

Jert g 5 PR J 5 A R A DG ) S DR, R TE 2
HR R IR — I . 25 i g 2 PR ) 45 4 e 4
X AR S FE IR P 3 22 BE PE R s ), 25 B
Jud BESEAE , TR BUMRE . BREAEESY o, — 28
e 2 R 119 220K W s ) e 20 XS TR IN-o0 8 S WP o

Bel-2 i i i —Fh LR iR SR TR 1 & HEPT R T
YERT, 5 2 M i 09 & R R DA 5% . Karauzum
2 B, Bel -2 FERBRACHY B 4 Ak L 98 40 B ke xot
IFN-o f&%. Kelly 25 W58 R, F i Bel2 Al {fiT*
EPEN AN E IR Fas A S T-R00 .

MAL Zif ) F AT T 488N R, 8 T 28 i
SO SRR RIEEEEM " Tracey % F
F cDNA TS A A3 TR0 T TFN-o BRI A1 4T
P EZ R T 4 9k B4 988 Ak 1 38 (R 3R 3K, &2 B TFN-a0 91T
PR 39 PRI A RIA K AESC . Horp MAL FE40E
JEMR R T m . IR & I, MAL 9
TR T B R B 58 G T T AR [A]

c-myc VE R 5% PR, AT R 75— S Rl S A O
R 5% o TFN-o Al 3 I c-mye & F13RI8 A& I
P4 p21/WAF JEPR 3k (RN PRI 72 G, /S 1A, M

RIS . H Tulley 287 W%, c-myc 5553
TR A 2R BB TFN-o Y397 AU, $2 7 24 g
YHBEL c-myc 12 R FRak HIGHEBE N URET, 228 IFN-o
Ptk

EVI1 J&—~ 55 201 R0 4 i 40 M I 1 &
He TR S5 Y JEURE R IR, Buonamici 25" R,
EVI1 AT BT IFN-o AHTIEFE AN S-08 T80, EVII
AIFALE STAT1 MBS ILIRA K STAT1 EAW5
Ji g 0 P PML B 25— 40 1 25 A s ), A
il IFN- 55 PML RO 68, FHWT EH PML 3305 1)
TR, IR I 0 B #2385 TFN-o PPk
Z RIS 22 R B I e VA 7 B A4 T A S < o e A
P ]k S BE PR A 250, AN FH e BRI YT, 1T LA
WL R Y TFN-o FiPE . TFN-o S5 iX 88 i SCHRE R Bk
A, RERS G sR HATT IR RN , 7RI R LA R HUAS
BAFRIRYT AR

3 RMBEMEM

3.1 DNA ¥ AL IFN-o 369 % 2

DNA H 34k 2 36 76 DNA I 36 5% £ il ( DNA
methyltransferase, DNMT ) BI/EH T, LA S-Bf 1 B
SR Ry SR A o VPR 1 e A 38 L o g D 1 2
W CpG ) —HZ HIR I MEmENE T 5 (i R+ b o iR
20 B v L PR 1 PR BRI U R AR U R B
HENR AT TP A P B A DI v A . >
Jed A0t BE R & 2 v TP Ak, AT 3 A DG ik PR R AR T
BRI B A f R A SOR A

Yang 5" % B, 5% A% 1 Iob 98 40 T 3 1o S B
T AL LA ) IRF8( IFN regulatory factor 8 )
(YRI5 , T HILGRE Fas A SO T 200 . Reu 252
S, IR AU Y TFN HTPEIR T 88 3h 7l B e
Y IFN B JER PO, HAFRR S5 R oK, 8 DNA
KPR IR 5-R 2" W AN H( 5-AZA-2'-de-
oxyeytidine ,5-AZA-dC )b B 1) B 88 41 i Bk ACHN Al
SR ANARK A375, L IFN B3 DR A 2 1k mT 14 A
10 f5 A Fo R, 5-AZA-AC 5{ DNA HILH RSB 1
( DNA methyltransferase 1, DNMT1 )z SCAZ T R 7 1H
B LR ALY TEN Bod: , {1558 85% 1Y 241 L 4
T2 B IE 8 5 b 2 40 i B A 5% . Roman-Gomez
A2V AERT IFN-o 2 PE 2219 CML AR b & B
Bl 5 H AL B0 85 35 8 1 -13( cadherin-13,
CDH13 )RR

A, DNMT1 24 Re H BRI VE . S )
DNMT1 )5 IeAb 259y, Az 2800 e R
%, ATl CpG & H AR A i 2 1 0 410 i DR 522 1)
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AE. 5 1 BT R A B I ARG T h &35 3 7]
TEHI. Reu %52 BF 58 & L, DNMT1 f 2 SCH0 il 551
MGO8 , n] 38 o 25 F 3 A A FH i O J80 3% 40 s 2 [
RASSF1A( RAS association domain family 1A ), M
v fIR B AN bE ACHN B TFN Fitk .
3.2 AEGHEAE IFN-a FLME 6 X &
RNBALAE M 1 75 — 32 207 2L 2 R B M
A5 O WAL W AL BER AL 12 R Ak B AL ADP
BRESEAL R EEAL S . A 1 2 S WEALBE( histone
deacetylase, HDAC )] fifb 4 2 L £ 1Ak, il i 5
SR L PRI 088 5 DR R EL A T 95 40 )
ARG T G PR PR 3 S, AT BIF O SR A
HDAC 1 Fl N B LAY 8 2 3300 2 B ( interferon-
stimulated gene, ISG)ULEK, Al fig & IFN-a {RIT 2 K
P BRI T SO HERY B U T HDAC 4104 551
SAHA ¢ Seriptaid W AT fiff %% 4171 il ) RARRES3 .
TRAIL/Apo2 L XAF1 F54 i T J X 5 Fr 3k, T
HAGR TFN-o PR T80 . Toqi ™! %5 0F 98 & #1,
HDAC 55157 i i W = A( trichostatin A )ALFE A
B ANNERR Hela, 338 STAT3 f% 727 {3 2254
MR SR ILWE IR 1L ; JAK/STAT3 15545 338 I 19 1% Ak K
S PR T 5 5, 4T T TEN-o0 & FE 00 40 0 348 B 35500

4 HiE=E

Bk P 8 2T 4E 40 B A= < B F ( basic fibroblast
growth factor, BFGF )J& et 4 A= K K+ Z i b il —
GUIERNAM Tz TS 5 RGE T A A i
it 8 & L E Mt . BFGF 5 b 15 1 i)
F YA 2 -8( interleukin-8, TL-8 ¥4 FR 58 A9 4E ML
BARE, S b R R R
Vermeulen 252 & 81, % TFN-o SR 0 56 B ME 5 40
Jiage g 2, HolL 7 BFGF 7KF & % & T % IFN-o JC
I # o Takemoto 25 ** {44 B 5137 WA 41 iy iR 7 KOC-
5C F1 KOC-7C JR Mk A ABE BUAR DY, 252 T i 48
T3 -al IFN-a Conl )14 d,KOC-7C 2H i 14
FORIN , F IS, [RIET I BEGF AT IL-8 Hx 31k
52 R ¥ ; 7€ BFGF 1 IL-8 JCH B 28 LAY KOC-5C
2, IFN-o Conl FUPLHEFERN AN B DA EF5R 45
R, LT BFGF 1 1L-8 7K F- Al 4 & IFN-o JT
RO TR R

A HE-2( cyclooxygenase-2 , COX-2 )JERTH R
FABEN—A AL, AT gk 2ROl N A S 2 A
FEA: VUSRS Ak A 115 370 i 28 114 DA il , % 22 ol fib 98
MR R B B iR EEAE . Lee
25 P VRS R B, TIFN - S 3 J80% STATI 75 53/

L g 4 B Ak AS49 33K COX-2, e 241 g T e PR ik
1MiARA% IFN-a Hit. 1M COX-2 #4515 IFN-o HE
AR WK T TFN-o A9 AE I IR0

Tie2 J&— s MR P 52 AR, R AR AR i
MR, Tie2 ZAKTE B TR P2 PR 55
SEARSER 1 1045 JE A AN A S, 5 R i A AR G
FHYI, De Palma % IFN-ol 3£ 5 A
MALZRAE , IR 32 Tie2 & 3/ o+ 3K 3, i
T 100 #EL 240 B B A, fif 3R GA Tie2 A2 4K Y A% 4 L
( Tie2-expressing monocyte, TEM VA TFN-o 44,
SRR TFN-oc HUEE A HE ) P4 0, T A7 R0
N2 e oS 200 L AR L P e 200 L 0 1 B A R

AN, #iE Critchley-Thorne L2 TS, W TFN-a
PR R R R B, T AR BT CD69
CD25 Hil CD71 FRIKACFE T [, /s I S 240 it ¢ 1
PUE AT RE A TFN-o SR8 TN (5

R AN A v A A b, T A SR A AR
FE NG EIREE R T, AN B S S ke AR
IR 2E AR B Z e . XFIESFIYI6E B
) 5 o P T AN (] SR AT % e e 9 25 P (A
IFN-o BRURME 1Y 22 57, X 02 SR 5 — 1 R AL Y
PR 245k LIS AR VA R85 1A PN g 1) = 22 I 1A
Z—o WA IFN-o PUEEDLE 10 2 2%, W RE S
IFN 557 5 R 5 4 Jar s 66 DR B 9 WL gt 4% el 2
M TSP . RS R E SRR
AT LATR] o 5 O B PRl 2 1 A kK Tl 2
R IEAT R BB S TR R IR h s &+
PRI U 1], B MR RR YT I 2 B
HA JE IR R T Y — S K T TH]
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