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MEELMNTEREAXREFNMSLBNENGR, BYSHALFEIRN A
DERBZ—, TR, K29 20% HMESIBEERTIEX, EEHRBEYBRE XE
= N SEBHE R £ R RN IR BRERE B2 BT, BUEA—MIFIESY, &
UFER, BESEER, @RARPHIXEAREFRERE, ATARHIFE, RES
BENRER R BBHE, MERHREGIFANESETFERERSSEE, HHF
BOEK, TETHMRSEMERRTERNHRFNNARIR. Alt, UYMEERENX
AEMMEBIATRNEYZMN, AR, BT EELIFITZERETF B (NF-kB)
EWER -1 (Ar-1) FRIAFHHRENENE, MFASE-2 (cox-2) MMBERTERAF -o
(TNF-o) SEREARAFHRE, SHAMBTNHNFEYFITRAONE, MNTiREE
MRERR. BT HE—FERBCYED R R RERXE S BB MEHTEEND FH
i, ASCRBRCITE R R BN H KOS A2 R RV (E AT 7381,
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Research progress on mechanism of inflammatory signaling pathway-driven cancer induced
by arsenide ZHANG Min', YANG Xiao® (1.Institute of Cancer and Basic Medicine (ICBM), Chinese
Academy of Sciences/Department of Clinical Laboratory, Cancer Hospital of the University of
Chinese Academy of Sciences/Department of Clinical Laboratory, Zhejiang Cancer Hospital,
Hangzhou, Zhejiang 310022, China; 2.Department of Clinical Laboratory, The Affiliated Hospital
of Hangzhou Normal University, Hangzhou, Zhejiang 310015, China)

Abstract:

Cancer has become one of the most serious diseases which severely harm the health of human
beings and the development of human society, and it has been a serious public health problem that
the world has to face. Studies show that 20% cancers are related closely with chronic inflammation,
and more and more scholars pay attention to the mechanism of environmental carcinogen on
tumorigenesis through inflammatory reaction. Arsenide as an environmental carcinogen can
generate both acute and chronic toxicity, induce the overexpression of inflammatory cytokines,
change cellular microenvironment, and result in tumorigenesis. Interestingly, Chinese traditional
arsenic medicine can inhibit tumor growth through regulating inflammatory signaling pathways,
and have a good application prospect in tumor therapy, such as leukemia treatment. Therefore,
arsenide has two totally different biological effects, carcinogenic and anticarcinogenic. Research
indicates that arsenide can regulate the number and activity of transcript factors such as nuclear
factor-kappa B (NF-kB) and activator protein-1 (AP-1), influence the expressions of inflammatory
cytokines such as cyclooxygenase-2 (COX-2) and tumor necrosis factor-a (TNF-a), lead to changes in
bioactivity like cell apoptosis and adhesion, and then regulate tumorigenesis development. In order
to further illustrate the molecular mechanism of how arsenide regulates tumorigenesis through
different inflammatory signaling pathways, the review summarized evidence linking inflammatory
microenvironment to tumor growth and shrinkage regulated by arsenide.
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Uit E (= | L =8, arsenic trioxide, As,0s) ,
HHMABSHMIE, BERZMAIN" . MRKEFIA
NI EEHEREZE—B T B91ER,
BPfs (b 47 BE % 8 LRI A ARV S IR E T (LR A HA
%) S53HARATNIRES, FREERTFZMH
B (BIESE) MERRE (FRES) 1967 5 B
B, R R AR, IRE. B BFRFFHFANAKR
ERUFES. EMEEER, FEEZMREHAR
HFRERZK, sIERERN, RASHMHENE
GEERRED S, RITRFIEETHIBRBL 20% BI5HE,
BiEA. Ff. £ER. ERSEZMEBENAERES
RIEZLFERK o o1l
RIERIEAENERANFERALNIRGEAF
RIBEr = £ R N, ERBF/RT, KIERRITHL
AEEml, ARESRRBEETF. BENBL AR
MESERFEERE, BEELERRBELT, KIERN
BEBIEN IR AT A IR B IR IR, MMMIEEEMREI A
FREB. RIEVE, NARRP MR ARTERAR
MERAENRETER TREMIHZEREALR
ERAiL, BEE RIERFEEBTEIRELR, SMPHREANMZSIR
HR0. HEAMR. ERMMRMEMAEMRBESWEN
&, HMEBEREESHNREARREF. NETELTFR

ERSHY, RS ES (cyclooxygenase, COX) -2, &
PRFEEF -a (tumor necrosis factor-a, TNF-a) F1H4HAR
772 -1 (interleukin-1, IL-1) R EMEE FEEIEL
B S NHES|&BZEE REF B (nhuclear factor-kappa B,
NF-kB) F17E1LZEE H -1 (activator protein-1, AP-1) Z4k
B NS S @SR HARILTE, RIEMRERE,
JEMRFE (reactive oxygen species, ROS) ¥4 B
SHONA |, F B, BB DNARENARSTE
BB RIEME MK 2 FRRIFA S A AR B i 1 1E
TE. BENER, RESBMBNEELRE 1,
Itt, i)« BuE X oakE” WEBMN S RIER ML
£ RREBYIER. AR TE R ERIF IR E
HEKERERRIAREREFICR,

1 MUYEERERRNIES S WFEREX
3FNH

BUMEREFR DM 2, FBEFETIIE K
MEYH . REHRRBAVAKIIRNERLYE] LIF
EEZMEE (R 1), EPREEMRRF D (International
Agency for Research on Cancer, IARC) T 1987 T4 He
WYNIAE RIFEEEY), BEIREIE, YR BURN
HESHILEIL.

K1 WUMESARBRTHNREFSEERENFRET
B e RIEESER EMFRE SEXER
RRE TERERTA c-Jun/AP-1/Cyclin D1 EpE(Y Zhang & 12
APE/Ref-1/thioredoxin/AP-1/NF-kB/c-Jun/c-fos PEEEERIAVE ¢ Hu & [
PR IKKB/NF-kB/COX-2 AT Ouyang % (11 702 0]
FERE  TERREASH COX2, EGR1#{1SOCS3 AR Phookphan 2 16
PI3K (8} MAPK) /COX-2/Cyclin D1 (8} PCNA) o s Wang & 17!
ROS/MAPK/COX-2 TEEIGTE, RMEE, Wang &5 [1#)
AP-1 TR, Simeonova Z
fif PIZiea| NFAT/COX-2 MAAT Ding & =
IL-6 (8. 1B) , HIF-2a R4 Xu Z 21
=@k = NF-kB/TNF-a axis, MMP2, MMP9, IL-6 (8. 12) DNA 35 Dutta Z 22
FF T FEFR EA c-Myc WEE, BHEL Chen Z 23
PI3K/COX-2 T EEIEEE Lee % (20
AR TEEA ROS/NF-kB/c-Myc/HO-1 ERATRE, RMBETR, SENE Ruiz-Ramos & 252
mE  THEH TNF-a/NF-kB/AP-1/VCAM-1 FRABRGBT Tsou & 7]

EER, HRRAREKIBAFRUYFEESHA
fEZRERYAES, EHAEWETINGH| DNARHIEE . B
EY B A B B A B EFEZIEM DNA G EFR
REYMFHR, NTISERIE. FETEMBRE ",
B8, SRS BT T R E R NAEXBIAREES
W, RIMRERRANFERE, SEREMFRSN

Fopk e, IR B EIE N BEAYBE REIESE

R BAA RIEFHIF R BB 70 FALE

1.1 @ COX-2 BFFRIERNMEXRESHZIH
COXTRRmIFIREIa U EMEE, E—XAHF

Ha SN LYEENETNRERESSE. COXRETER

TiIESEEMBERZ U NERTIRE, EVIEEER
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FIERNSEIREPRIZEEER, HRAIMCOXTE
BT E, Bl cox-1F1cox-2, CoX-11EH & KRES,
TEJLFFBEHRMARPIEERE, EYARESEIE
eI BPRIEHBNER. cox-2 ERNIASTEBTE
ERHAPRREERDF/LFARE, BEHARLT
B RERIB TR KERIK, COX-2XIHER M EZFAMM
AFF=ERRIRNE, BIANNTERERNZERISE
R IEEEEA. KA Ccox-2 AL IBIT AT 4R
A ATHZZAENSNES ESFIRTHERA
ERE, MTRFEHIEH— P RBIESFIAZ (non-
steroid anti-inflammatory drugs, NSAIDS) X ff1988 A9 |
YEREB23ETIBIE cox-1 7 cox-2 FRIASLHAY 1= 2,
T cox-2 EEM RIS £ 3 iEPMEE M, &
W Im PR AE 79 Bt R A B A A% 8 2 — 178, wang
SVHRREI, YABRE LRKEMHAR (human
bladder cell biochemistry Pillon, SV-HUC-1 40 ff3) 2 &
FARRRELMER N 24h 5, =R E LHERHEET
PR E M, MR E W ARER e NI 28D T 4
A A HR, 3 miE ¢t AR I TE, #— & i 2R AR I e
PR 8T 2 R JE W E BES (mitogen-activated
protein kinases, MAPKs) 15§ SRR {E# COX-2 FRiX, #
%S4 A HAZ B D1 (Cyclin D1) FILFALHMRIZIT
R (proliferating cell nuclear antigen, PCNA) FYZ&RiX, &
¥ Cyclins M PCNA FHE 25 S T H A5 1F 0 A RE A 27
EAERF, {2 DNA EHIMAEIg5E " >, FT,
Wang 2 [® B 33 &% 300 0 B R 9 BT LU 3 SV-HUC-1 48
B R ROS & Ak, 3T S MAPKs 5 5 B K IE S
COX-2 FRIKX, MR IE4IRRIETE. 73 (W AR IE R K
FRE, RASHARELT. MAPKsT 520 T4
iR, TAMIGTE. 2. AT ESMHEEKRIRFT
WP RIESEERA, XL, ERETHLY
BYSV-HUC- 1 R R I T B £ REELFHER A
BOFRIRFAE " ) FR UL, MUY R IES
COX-2 RIX, LR RIERGAMER, (Bt AR EHREIEER
RO, MTEHEARR & & RIERTERE ERET,
Y EE IR R G HNAGKG, TLE A
SERRE ™, DingE P I RHBIEBRBPEAZSRE
AR (human bronchial epithelial cells, BEAS-2B £
i) |ET As,0, 0%, cox2 IFRAE R E M, 4
BIEKFR IR, BEX—I TS TARZE
F (nuclear factor of activated T cells, NFAT) . NFAT EA
—KERRAFHE, T T4, 8B MEAE. BB,

FERR R F R B AR R ERIK, NFAT BEfS 5 HAthi%
KAF—REZEWNEIER, EiT cox-2 1 TNF-a FH
RiIK, B5EMAARE. BAELDEH 20, ERER
FIRAB, NFAT TEBR L H)185D COX-2 1IE R RIER KL, {2
HZ R EMMIEEN SRR R IEEEREEER.

EWEMERIEEBEEMZ—, WIANE/FE
MR EBHEX 2, RITRFIAEHIEE R
s RaeR iR e AFRERBXK ), i, F
ZINRIXABREY S ENIKG, EFRAREGFE
HNEAEEHS. MUEBEFSAKEF LA
(rat liver epithelial cells, RLE 4l A2 ) H cox-2 #1 &7 %)
REND W, HEX—WNE B BER A EE 3 3
(phosphatidylinositide 3-kinase, PI3K) / 22 &5 B8 75 & ER
R HMEE (AKT) B EFEWEIH. AKTES PI3K T ifF
ESPT, eBIRSHMEIEE, AKTEERIEL EM
85 NF-«B A NF-«B #1557 B KB #4EE (IKK) BEER 1L
RIZHUE IKK, 7ENF-kBIKFIIVERE RIS ERLIEX
BER. fRRIEH PBK/AKT E S EBREHERIATEE
EERSEMENTAK, BHEBBIEREXES S
¥, IERARNEREZHNREFBERNMNZEES,
BRI T, NMEREIESMBLEE X RN
R RIZEEBIER B2, EItt, L@ cox-2 3
FFAF4RRR R TR A2, PI3K/AKT {5 S @ERIEN A
EEEEER.

MENIRE TR IER I ER S AR
APy & =g e 2520 | B SR 2REARG) LB BE TR 1L 8E
B RIERRA [B1E cox2. BIZIFRH R NEF -1
(early growth response 1, EGR-1) F14RREEF{5 S D
#1147 2 (suppressor of cytokine signaling 2, SOCS2) ]
M&RE ; BT, cox-2FRIEERKRINHBERR
REMN, AINLHRBEAMBHARBETREASTIZ
(10.0~100.0 umol/L) FIER{EFI= (0.5~1.0 umol/L)
BRI IRIR H 1T X SELR, cox-2 FEREERE B
SIREBENWFHE. RRRA, BERNRFENKS
TEMBARN—NEERF ", AL, FERNEA
hR L4 B BB S S A P cox-2 FREEE mRNA
KEASTEREML, HMSBRERERRENN
T, S5 AR EM B A £ ZTIHEX.

Zx EFRR, B 1L 47 88 9% 1853 MAPKs. ROS. NFAT
N AKT 15 SBERIE1E cox-2 FREAMAFHIHE
FEM, IR RERMIFR, (EEAREBEIEE. 2
%, RASREMBNEZE LR,
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1.2 B3 TNF-aiESRERMBXESESE
INFaB— M RARERENAREF, FE
R ZAREA ERRARRE 5, BETSHRAE ZHE. RAERYE
FIZHE DNA CpG FTiE S TNF-a fEREERE R AREEA
¥, e S AR A B HMAEMAI L M 4R 1Z DNA
Zo)MREIHIET R, MMSEUEENREARETET 7,
TNF-aIESHARBTEB S RINEERMA
WERMEIMIAATESRE IMPRFENE
TNF-a 5 HEZ K (TINFRLFITNFR2) £ &5 B SE T
S, ZEMIR AR S B IRSEE F R A X
CTEMIEERRESES, HMN S NFBENREIE
SHRERMEET. AERFERFERAERE, 2
IEINF-a SROSHEEREM T LN ER, NTTIEST
ROS 4 R A HREIE TR 12, ERERNA, AR
TNF-a IR R BETZIE S NF-kB. c-Jun EEFKRIHHES (c-Jun
N-terminal kinase, INK) . p38 ¥ ERK FZ LI Z4EIZ,
1 oR % RIAF NF-kB. AP-1F7E M, MMIAE AR
JE. D EEEED B,
TR aE #5181 1% T A EA DNA 7 S B
B RERR B2 79, puttaE P ERKEAIRAER
ERR{L 475 it FOK B R INHI T Z ARG H 7 5
HYWNELE, HEEEQABRMZSEARPOH
T INF-aB7E7E. AR A MBS TE R E K 4 T AE
%1% S BEAS-2B 4 BB 7= 4 TNF-a. IL-6. IL-8 FIE K 4
MR F, T B R S & IR ER S ] LA S X
TNF-a. NF-kB. AP-1. IL-6 I EMRAAME R EREH 2 RiA
EAE 7R I, TsouF P HRERRKE, B
TR b IR A B 52 Bk N B2 4BAE (human umbilical vein
endothelial cells, HUVECs 4RAf1) =T LU I TNF-a 35S 10
E MR HT 9 F -1 (vascular cell adhesion molecule-1,
VCAM-1) BYFRIX, [EBYIEE NF-kB F AP-1 BIRIA, H
53 %1 #0 % NF-xB F1 AP-1 3R 3A /5, TNF-a 35 § VCAM-1
FRIANRE L F 2P Fit, FHAYEERE
T HENF-kBFAP-1 5 S H S@E, IEE TNF-aIES
VCAM-1 ZFRIFRIAKF, NTTEHR X ARETF, S
RBEFAMIFN M E KGR MY E &,
1.3 i@id NF-kBiESRERMIEXESESIE
NF-kBEA—REREFEEBRKIK, GEs 1S
MHEXEH, BlRel. p65. RelB. p50 F p52, NF-kB &
BERBIAEASHESEMBRRERNMNERZE R
NBES 9 F, 6135 COX-2. TNF-a. IL-1B. IL-2. IL-64
BURFMEZRHETFE, #MESRKERN, 3

B, NF«BEYE R R BBV G EEZ AN
B4y Lats, 4ol

Bff 53 2R BA A8 X 47 B % 18 1 NF-«B HP I 4 AR T
EERRESE5MEL K. T/hEREHAME (U6 cla1 4
) &, EFIERMERLY (Sumol/L) /3K LB
(ultraviolet radiation b, UVB) BEFSTE R R/KFHEH
KERE R EZIE M0 cox-2 RIK, H—FTHREM,
wREBE BN EI uvB S ENARAT. ENEERN
B, X— I 2B T3 NF-«B 5 SR EHE
1¥o FHF NF-xB BUBUE D A IKB UBEER 1L, T/EE Fh
T IKKBYIEHE, R5T#H—F 3L T b4 281 IKKB/
NF-kB {5 S R R 1E T cox-2 Rixm v, Ak, MU E
¢ RR B BETS @S IKKB/NF-kB 5 BB RIEF
CoX-2 FyRiX, HIHIARET, RZIESIHIER L.

tR{C Y BE % @I 18 & ROS U FRIX K F, SEAM
RALMR ARG, NFBESEREHNEEME
e & Ue =), R ZLER 4B AR (human
breast adenocarcinoma cell line, MCF-7 4 fi8) f5, BE
BEEBEREASHNARIEE I SXBESY, €
#HROSHVERL, HMBERLBEAEFERE., [N,
mR{L Y RE BB B BUE NFkBESRELR K, FF
RERNBESE, DIARENRMAEREEE (heme
oxygenase, HO-1) #l c-Myc & ] BIFRIX, & B ROS
JEMR (reactive nitrogen species, RNS) o & ERIAH
ROS #1 RNS RFE SN EWLIEA G-T AR, 5]
EEMDFHih, SRRELZERNAE, BERAR
RE, RMEFERMEQRCHELL, RESHMH
JBH & & 2]

4k, M YIEETE 18D NF-kB 5 S B RIFE S
BACRERR, SURhiEEASEEMEBLER, H
B 5 cox-2 1 ROS FERFEN BIME XK,

1.4 BEAP-1FSERERNMNEXESESNG

AP-1 2 H c-Fos #l c-Jun AR I 7 —BR1K, fER—
MEENERFETETF, #BIRAEHARNEKNE
1, AN RERFERNRE, BESRENLENF
4, AP-1 EWHRIA N B EIZE B (e ¢ A FH ERY
TERMBIZ—"o 3,

B 55 K HR B (L 4 2 B2 0@ BUE MAPKs &
WER, #MIEHAP-1, 55 cfos. cJunFl c-Myc
BZIRHAER, BISE MR, (R Apaigsg b2 1),
R & IR e 0B AEIMIRTZ, 1558 186 Cl41 4R
A AP-1 5 DNA D FHIEGRES, AIE T IFEEEA

www.jeom.org
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IR, FSMRELERSF LT, FBIEEILE, it
REREMEEAIMREE, RERETBSERK 222,
Zhang«'—:—‘:f b2) 3 I B L ) RE S @IS SE 1K c-lun/AP-1 155

1BES, E S Cyclin DIRIRIX, FEB6 CU1 A A G
B, ERIREEAE TERARER, RN, &I
Cyclin D1 BEEBAIEFIHEEAP- 1 BERBHFEE
I, AP-1 BERS BT L5 SN L=, HTIES Cyclin
D1 MR SIEM . Eitt, AP-1 SIFRERS1E N —Fh « BIIK
2R, 553 YNES BRI ER,

2 TR B e & B R 53 F A

19314, Forkier R ILFRFR ¥z B FIEMEHILHRE B
MERETT & s TERE, e BT RMFATE
F 19715, HTF 1992 FEE— As,0: )8TT 2R 4L
HimEETEils iR aTTHR S EEE T EAR
i, KREMARRBBULIENHEERETESH
EHRATCERS BTERKRAESHAMABT, KIEH
f A HAREHER , FIE PML/PML-RARa 55 BCL/ABL R4
HBERE/ZA, [RHAES CETFIER -,

BCITERBRLITHIF, BRTEEBRTAM
B4k A B2 A MESREEAT ), ReEAT
SRR (FFESE) BUaTT 22 %), GaoF Y FiT R A
As,0; BEIB BT 1A S A FFRZ4REM (liver hepatocellular
carcinoma, HepG2 4lffl) 4 KNI K DNA VA IE S E
H 45a (growth arrest and DNA damage-inducible protein
45a, GADD45a) HYZRIA, # M E X INKs/AP-1 4 AR
LB, BERERUMBRESRHMHT, GADDASaEA
FF 1E & 408 HL7702 #0 LO2 H3& B #1E S KA. Song
o) i 57 R BB R 1L WD BE 98 18 33 IKKB/NF-KkB p50 i %
&1L GADD450/MKKA/INK B T-REXIRR, {2/ NBEE
& BX £ 4 4B B (mouse embryonic fibroblast, MEF 4
ff1) JAT-, ChenZE 7 B 35X R BB ER L Y BE 98 182 BUE
NF-kB #[ INKs i & GADD45a B FR A, S ZBEAS-2B 4f
il & & AT, GADD4Sa fEA AT HIAIE S IZh R
EEBEA, HabrIEE GADD4sa BERG, AR
BT, 7B, 7£ GADD45a RIKEFRAIB N
T, WEARskEAEkER, SEHEEEHEZEEN
1@hn e, Ak, MUEFREELAEBEZ%
{55185 L E GADDA5sa KRk, FESAMAT I IZ
HRRIESEEER,

b 4h, SongZH " R HIMEFARZ B S5 8T
me B2 28 (20 umol/L) RGBS, BE 1838 i IKKa 1 IKKB

RHBY, NF-kB A RIEM RN ESBRE, IRE

AP-1, HMIFESHRA T, HXHAREBEEFRE MEF 4R
EETUHERMIMESD, &I p27 AL BT % p38p
M p38s THITMNIABEBR E RN o E S =B (cAMP-

response element binding protein, CREB) % E& 1k, ]
il cox-2 B FR3K, [FRY, p27 BEFEIEIT INK2/c-Jun I FRAR
7% FAF 1 (heat shock transcription factor-1, HSF-1) 3E
IR R IFSHMIKTER (heat shock protein, HSP)
27M70FRZE, RIENHMREABREKNENFI
BE. MR ARINAXAIEES p27 B IAIEHEXERE
FEM, RERMRERN M AIAEARE KBRS
Kbl BRItk 2 46, HUE B T BRI HAER T
AR AR (GM847 AfE) fa R IM IR T IEIERZ
B2 N ES /| 1 /1 IR K F -1 (apurinic/apyrimidinic
endonuclease/redox factor-1, APE/Ref-1) /IR RIEEH
RIKEIGIN, AP-1/NF-kBEMF S, HMIAERIZIF
HAE A c-Jun/c-fos BIFRIX, NHIFPREAREERL, MK
HRBR U4 1 AR I & 1548 R B8R, R L 4D 2B 2R 4B A
BENREESERENREMFRTEINR 2.

R2 WCINEIELARETHRESSEREREMFENRET
B WY RIEESHR EYERET BEXH
FF =& INKs/AP-1/GADDA5« FESMAT GaoF
B TERRERER  NF-kB/INKs/p53/GADD4Sa Chen % ")
B TRREAEh IKKa/IKKB/AP-1 Song Z 45
mﬁz/vNJFN;B p50/GADD45a/ Song Z !
TLARER SR p27/p38/CREB/COX-2 MR Che & #
p27/INK2/c-Jun F1 HSF-1/ fhiAiE4Rp4E Liu 2 )

HSP27/HSP70 KEH

APE/Ref-1/thioredoxin/AP-1/

= A [13]
NF-kB/c-jun/c-fos SRR Hu

3 BE

IARC & F 21X 185 M E K M #1 X 2008—2012 F
BIRHEE, 2018 £ 2K 36 MEERT & R {HI£1£9 1810
3, LR GIEk£9 960 5 0 EIRY, EIEMIBTERE
EREFXEEFWELLGE EFHEE, M20tHLE 70 FR
REAAY 11% EFHE 2004 FE B9 22% s BRI T AL EY B
REFZM, BERNENEERZMIMENIFERIE
%, HPRES 20% BIpPE, B1EM. BAF. 5B, BB
MEZHEBENLZELERETEX ", BUYER
EREYIZ —, BEBEIAE X EARREFIEHE
R EEMSHHRRRIRRE 2 m, EMEAE KRB
WIEFRIEEBEER, R, R E 7@

www.jeom.org
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EIEARBTEIIN, a7 BIMAEEMEINERIN
MAFHENE T RN AR, ALk, A7 7 #
BT RIEMEXES B E BB AR ™
MEAREMNNERRER, BITFEMD FXKFELE
FHEH. KENMBE=8ZTEXNKEEFSH
FREFERNG. ERERAXESBEPIHER
=, FARRMEIEIFIE AR, FEtpE TRt
FESREBENES B, AZFAMENEN, @0
Zhang & " F5Y & BLER (L YD BE A 8IS JE K c-Jun/AP-1/
Cyclin D115 S B S HB6 Cl41 A A E EMFZ K,
Medun HEE S, BFRAREREcJun BHE A MR
TIRTAMG7 BY, KL T AP-1 15 SHNAREKIZE
BA & f% 1. X U0 Ding & 2 B 53 & I As,05 155 S BEAS-
2B ZH ffl NFAT/COX-2 = 1A 13 i {2 33 40 B 1 58 Y M1 1),
LANFAT 7988 s=, FI 3 NFAT 45 2 M3 siNFAT3 F1
DN-NFAT FiRZII8E E Z R COX2 IRAE, #M
INEIERIC I SRR £ BB, BTl
MEREMIFIERHREKIEFRARERS FE
BHAVIEER, BB T EMEIRK EENTEEN
MRFNAE, FEEANEFMTSME,.

Sk
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