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BEEDNTEETFELTOIRETD 2 32 DEKEELHR

FEARGETF VY R OREYmEH k-

BRI X TR DA O R R GRS e W 7z
B, Fn R B R0 AT B e O G H L R (IFN- a,
IL-2) #HLTHD. LhaL, EORIFEIIMA 15%
AL, RLTWMETE2H0TIE R, Lzas
5T, INFETLRIELIMPZRITT HHEREORFE
PEEINTLE, ZZTERAEH L0 AR
v (Cx) BT THA. Cx#fz IR
HL, ¥y v 7#G5%H, GJIC (gap junctional in-
tercellular communication) D FERE % /- L THINE D 55
LFEZIT, BIHEETE LTEEBELTWwS 2 L
BESNTwAE, T2, T4, CxitfzTiE GJIC
IR 2t ER b e RO 2 e S & 7
o7z, T THRAIE, CxBIET OB E IS
BRI RS RE A R L, Cx B fn T O HnHIARE
SEI U 72 I (e B B 72 e G REE L. O W]
REMEZ L L2 HMWE LT, Hix DR %217 72

ZOFER, EREFE Ao THREMIZEIIH S h
HCxEIETELT, CxB2BEEIN. T/

Cx32 1%, Src-STAT3-VEGF #2#g%#HET LT LI1T &
0 B lERE OMEST - BRBICE D BRI E AL, iR
B IRRE C BV TRIHER & LCigT 5 2 &
MR ENTz. S HIT, BEHEIZHIT S Cx32 5B
PN, Cx32 #fnT- D7 uE—¥ —5HBIIH 5 CpG
TA T Y ROAFMVEITERT 2 Z AR Shiz. D
oz ehs, Cx32#BInTDEA F 7213 DNA i £
FVALANC & % Cx32 DL, B EERIEICS
V%872 TR iR OME AN & DT H3 5 W REMEARIE X
n7-.

FUBIC
IFF VY (Cx) BIEFIRBAED R LD 21 FiH

DG THOFEPREEIN TS, 6200 Cx AT %
7 v EEN A hemichannels Z 25 L, B4 5
MR OB RAEST S ax 7Y VAR v 7Y ¥
F3HIETE Yy THREVDEERSINS., TOF ¥ v
THREA Tl LT 1,500 LT O BUKMEST- (B 218,
HNYTIEAF V) DBEELR Y T7FVELTHLHER
P2 i THIIF TR D IY Sh, B 2B
B OEFEIMERE SR TS (1) (K1), 2 oMk
THHI=E (GJIC) DRfEZ AL T Cx #ifn T idfiigo
SALHEEZAT, BHEETE L TEHLTW ST
REMEAS R S N T & 72(2). FEB, 3L ALETOM
T DREALMEEIC BT, Cx @I T ORITIH D 5 v
B EMEE TWwAZ MO TEY, CxiE
BT OREREIH R L FALIC B R LR R D 5 2 & 23 is
ENTWAE@Q). T/, Cx#faFHEAC L MO
GJIC &R D MIEIC X 0 FE Ml o B4 5E PN A372. 00 & A,
GJIC IZHKAFE L 72 Cx @AE T O FEHHI B BE A5 RE S
TWw5(4,5). —J, WEDHEDL S CxEET DR
PIHIRERE 21 GIIC AR AF I & FREAFE DT 03D 1),

oI, AR - MR REYR D 5 2 LA S 1,

Cx BAZ T DFHHIBEREDH L\ —TH 25 5 22127 -
T&7:2(6,7).

VDRiA 6, 70— a YERETO GJIC O
BB 2L DS TR DHEERPEIZ 2 B 2 E b TH Y,
BRI 712 & % GJIC BEREMIE - MEFRIC X 2 3898
THOWEEEIIO WK SN T& 7. 7, GJIC
12 & 0 BT A BRI T death signal 25%° ) HUY) i,
AN OBAMBYED =D 5N 5 bW b bystander ef-
fect 2 fifi o 72 B n TR O W e AWGET S, FEBk
LNV TlE Cx B OF > GJIC HErg % i - 729 7
B - RO EEEAIRENT WS (8,9). Z o fE:

F—TJ—F I aAFT 28T, BEREBFEE, 2T VE, Src, MEHE

VTR RIS b m i A SRR (T 260-8675 T-3E Pt X % £ 1-8-1)

D RRAEATEC N B RS - SRS T a Y 2 2 b (T 162-8636 BELHBHIE X )T 1L 1-23-1)
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X v v TiEE &I L 2= iEEEHEE(GIIC)
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- MR O SLHE & HEIE S

L

GIICE N L 7=fEH#I1EF

F vy TREEN L KBEESFOTH

1 JIXFYVERFLDBREINDF v v THREDEEL T OHEE

W2 Cx #ARTF O IHIFERE TR R 2 D 5
72, MIRARERM 2 Cx BIZT OREHHIFEEZ LT <
FHATHZLICEY, BIBIEIEOD 6% 75K T
i - G OREIRRIC R 2 L EbNRS (10). X5
2, CxBERTFZTH - BEOY —7 v MIT5F]
ME LT, p53 D& 9 AN 2 EHE s T &
FERZ Y, BUE L TS S N7BMARRIC B W T Cx
BETOT ) ALRXVTOERIIIFEEICHTHY, 3
Wi X 0 RIS BT 2 NI Cx #IETF O
FEHL- AR RE M E DS IE SR IHNIC O 3% 2 & 03B 4 (11,
12). L72%3oC, FEERFRNICERIfEETE L
T CxBIETE2FFEL, ZOHIGHIRGE % M3
52 &3, CxEIZTORINHIBERRIC M L 72872 7%
TR - REOREN O LB R S 5.
AETlE, Fx 2T - 72 Bl 2B TRIELER
FELTEHT S G BIETFHTFHEOBEB L UZD
PERERI, & 51213 F 0 Cx EIE T OREIHEE T &
L CORRE R G D L 728 72 7 B ta e A 5L o ] ik
PO WTRAT 5.

1. b NEREICHOTRRIRS NS Ol
BT ORE L RREMRAECS T 5B
BEORERE

HUAE, Cx M1 oo M B Sl #0 i . GRG0 ) 4 )
EEEICF RIS BV T, ST WA 28, #AT TR
FEZBWTIIZDOEEBIDH S DT o> TV (13).
ZD72%, MATERIEICB 5% Cx #fn T4 TH
DFFOMNLEFEM Z I HIA AR R 20 LRF SRR BB 12 BY -

TV FNGTREREL, % CxBET5 THOR
DORFELY e R EIHI B RE 2 R % & L3l 5 D
EEZ 7. T2, B OMITIERE O T AT R
FEOBEEI BN EPHMONTBEY (14), HAERM
x il B RINEEN BEICEBEN SR L Tnbs I L
A5 b (15), Bl O FHE A ) R B S O
PEWEIEWEEZ SN, 5612, BIEEICBIT5
Cx BIETICHTAMAENFHETH -2 L d, &
ATPEE B (o LTI @) < Cx Bz 7%
L, ZORRMEIRELHATS 2 E1E, L
PIHEAE T OFEINHIRY HAZ 3D Wi 7z AR G R M 4
WZo%NbLEZ, HiEEEMIETRE L.

9, KB, BREEMkS X OEE IR
HAS LRz S bk 2 MR VZIRNT L, Bl TR RIS
FEBIH SN b Cx BIZTF O FRHONKE 2 RAMRTz. £
DFER, Cx32 2IEH B IRME LRI EB L TEB Y,
FRALAZRE - THRIH S A 25380 Sz (16).
INFET, FMOBBEERCRIAMHEIND Cx 5T
Hi2s, ZORITH L EIHEH Z A L Twab 2 &
AHEEN TS 720 (17), Cx32 % B3 %
FEIHIEE T E LTY A MYy 7L, RIS, b
N JEU5E BRI A S B 37 S 7z MR LS Cx32 & FE L X
&, ZOFMEIREZFEL 2L 25, v ABHE
T IVIZ BT Cx32 DI PR E 2 R L 72 (18). LA
FOMIRERS S, Cx321%, b MEISERIE I L
THEIIHEAE T & LTl Efam L 72,
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2. Cx32 EfaFOEBEBHEDETE, RE
BEUEBICXHT 2 IHIER

R - R & R o 2BV O o B M ik 2
T, Cx32 OFIPHI R RE & 2 OB 2 175 72
(19). 9, Cx32 2RI S22 LI X B
i e oo M B g s D 22 b & @A L 72 & 2 5, GJIC
BEREANIAE L, in vitro TOMESIERRE VL3 IARAE)
EDPH BRI TWS Z EA7R &Nz, invivo 12
BWTH, Cx321%, <7 ABHE T IV TONEEHR
DF LB - BT SR 32 LR S L.
72, Cx321%, WRBMEEIEMIIC BV TIEEEIR
M4 E R M D A LBERE IC L e W L DD DS F D3
B B2 RET LI EPPLNE LY, Cx32 0
e D MLFEE G SR 3 2 L5 Sz KIS,
LI BE L X B Cx32 DFIFIVE I IZ DWW TG L
72X 2%, invitro I23BW T Cx32 134 E 2R %
PRIL72, 72, BEBEFTVIZBWTYH, Cx32 3R
BB O B X OB O % A4 351 HH]
L7z, 2512, mREEEIEMIEICE T 5 Cx32 o
HEH O WL 290 0%, Cx32 @ siRNA % i v T Cx32
DOFEBEMETHI LI VMHERENL Z L 2L
72(19). DLEDZ EH» 5, Cx32 #5138 B
FEORGH, =B X RIS L CHiIER AT 5
ZENWLNE T

3. Cx32 B FOEBHEBEEREICXT % I
TERRE (X 2)

HTE £ TOWMZET, Cx#faT1d% < @ growth fac-
tor receptor [ZHKAFE L7z 7 F VR EHIHT S Z L1
0, Mo EZIH T L2 BN E R ST

Homeostasis

/
‘57\1 tEEE GJIC * Growth factor receptors
N / ~
Connexin32  =—> * Src

/ MEK\‘
i STAT3
\ Cy(;llin D *
Bcl-xLi * P

§ veGr

/ ¥ (Bax)
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2 JRFI Y R ICKDEB S RAEDHNHIRE

W5 (20). ZREDY T FNGTORT, IZRAER
tyrosine kinase (Src) 13 < 2 HREEEA T & L THI
HNTBY, Src ML OBEGE - A4 - 21 - ik
W5 T2 7P Vaf R HlL Tnwa 2 eds
RENTWS (2. F72, Fx OWIED EHT Sre ®
AL DA 0% (FliEE b &) OB
RSB R TH S EAGEHEN(22), EOHN
GRS — 7y PELTEZLNL ) ITh-TET.
ZIT, FTAIIBIE SNz Cx32 12 X % iR B A
OWHEH O EZEERN S FE LT Sre 2 TFHIL, fl4
DE 21T > 72, T OHKER, Cx32 1% Src if AL % ¥
9 % 2 &1 X D SRR VR G O R - AAF - R
% 2 W5 5 2 & AHEN S 72 (19,23-25). 2O
Cx32 @ Src ¥l 15 F 1& Cx32 @ siRNA % H > 72 i
THMERINIz. $72, GJIC DFFRM R HELREZH
W7 RHT 2 5 Cx32 12 & % Src i EAL#HIE GJIC JE
KA THEZEPHPH L, DLEO#HKE»S,
Cx32 D FRAE VT e (Zo6h 3 2 I E 121E, 272 <
&b GJIC 12 & B Ml o E MR O IEF AL, 571t
FEB LU GIIC \ZIFRAF I 2 Sre IGTEAL #2359 5-
LTWwaZ EMHEN Sz,

Src iCX o THIEND FRD Y 7 FNVooT DT,
¥¥ 12 Signal transducers and activators of transcription
3 (STAT3) 2% OEMALICH G L Tnb EER
bNb. Lk 51X, STAT3 & B lE¥E ® poor diag-
nostic factor TH 5 Z LB HNTE Y (26), f=EH
T & L THIREB O Gl 205 SHIORBATIZLE R Cy-
clin D RO 7 R b — ¥ AT 53 % Bel-xL,
A& H A2 B 5-3 % vascular endothelial growth factor
(VEGF) D53l % &6, 301 HH N JE T o il f |2 v 22
% p2l OB % Myc SEIBERE % /v LTIl 55 2 &
W2 & o TR OIEHE - HAF - 2 - B2 RET 2
EEZLNTWDENLTH S (27-30). THHDHF
DT, A, MEFERORVEENETIX VEGF
@ mRNA 258 LT b & v il (31) IR L,
Cx32 @ Src-STAT3-VEGF #1203 2/ 2 7E L <
Mgt L72(19). £97, SR PEE M 12 Sre domi-
nant negative mutant % & A L, Src 2% STAT3 & £7 1%
T VRO FRRICALE T 2 RE L7z, € OKR,
Src dominant negative mutant (& Src i 1L 724 T4
< STAT3 i AL MR L7z, 2D &5, Srcid
STAT3 & L2 fii L, STAT3 iGPE Lz Hlf L Tw
DT EDREREI NS, RIZ, Cx32 D Src-STATS #%#%
A9 B BB A o VEGF FE3LE i 122w
THGET L7, Zo#%, Cx32 1k VEGF 33l 12
PR L7z —7, Cx32 0%l % siRNALBEIZ X b [H
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E£9 5L VEGF ORBLIARICHMLZ. 51,
Cx32 78T, STAT3 DFEHl% siRNA ALHIZ X b fHFE
35 & VEGF OFBITA R L7z, Thb ok
R0, Cx32 (BB NRHEMNLIZ 33> T Src-STAT3
REEOAEEALIC X ) VEGF 2 HHI L Twb 2
EAURENTz, T2, U ABMET VBT S EE
B Cx32 IS X D AREICHHI S h, Th LT
i VEGF & Cx32 12X D HFEICHHI S 7z, 25612,
<7 AR LB WT, Src B X OFSTAT3
WEMEALIE Cx32 12X D BHFICHHI STz, 2h s
DFERA S, Cx32 & Src-STAT3-VEGF #&i% % fHE§
5 Z LX) =y RITBIT B iR B A o B 5l
RIS HZ B S otz U EDORERENDS,
Cx32 |2 & 2 i fe P B e Ml e 0 AL, 1
Src-STAT3 #& s O IGALIHNIER L Tw b 2 & A8
WS 7.

4, Cx32 E-FDEIMHIWEBEICILBIL /=% /-
REBUBREICH T 2 AEEBEDAEE
M (23)

FEDSBRIE L7232 720 A 5812 Pk - C
WERIILZ D B 2 & TRIATE 575, WBBEILIHT
% £ 92 % o 1B R G IR 72T,

A EBEFEA

BE%HES
(KA. BAAN. BiEALE)

e "’“\;, g

L

TRAVHERE

O,

N

BAIEHL, R 40K, BB Ot

AL R E R R 1 E OGN R IGHRE IS 5
2RV, LALGDS, IRSDOBERENBIED L
HNRFMBOMPELEE LTHwWSshTnws 2k
RoHbbhrbd kI, ThSHBICTS R W
TAHZLIIWEERIRMICH S, 4, Cx32 DFFOHR
FEVE G (09 2 30 72 e fE IR RE S & 2212 2 o
722 EMD, T O Cx32 OFEMIHIFEREIC LM L 7o in e
PEE B (03 28 L WinBERESTRe L 20 ), C
DORERROBURZ TEIRT 5 I 5 2 EAVRIBE
7z.

Cx32 OFEINHIAERE I L =98 6 0 BRR IS H %
ZZIWE, 200K ENEZ OGNS, 1L, i
ARV VEETEEATAHETH L. BInTiHEE
T IIERTES  DIEEBENEAN OBFSLETH D,
T B AR T L RSB TEL L) %
NYF=DHEEL W20, ke LTHoaiERs
JBONTOWRVOPEIRTH S, LrLEeENL, T4
¥ ¥ Vg1 ® b O bystander effect (21E, 3L D
ETOFMBBICIAF Y VBETIEAIN LD
EHRNEIEOND LV LD 5720, BIEO®
R EROMENTH 5 BIZFEARNROEZ 24
TENTE, BRISHIZHERD TA(32). £,
Cx32 O ZBLHIHIAY Cx32 BT O 71 & — ¥ — I

$E -
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B. DNAR X FIHMERIB ST EX b7 £ FIL{LEEE (HDAC) FAEZEIC L3 B=FERR

HDACREE A2 Cx32:E1EF

H3-K9 Ei
Me Me Me Me

CG CG CG CG

PUEE:LT Cx32:815F
H3-K9 2638 —
Me Me Me Me Me Me Me MeMe Me
CGCGCGCG CG
H3-K4
B % FIL{EEIALIE Cx32:&1=F
H3-K9 FH +

Me Me Me Ac Me AcMe Ac

Me-Me Me Me Me Me
{! gAc[“- U[(g [A0g O CcG EE

H3-K4

B X FIL{ERH + HDACBEZ 5438
H3-K9

Cx32i815F
HH ++
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H3-K4

Me Me Me . Ac Me -~ Ac Me
CG CG CG CG(&&[A%QA] AK (] [( gAc CcG |
Me e Me

H3-K4
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