— 214 —

£ 000 http://www.cqvip.com|

EEEER A58 2007 £ 32 %% 238 (Journal of Chongging Medical University 2007. Vol.32 No.2)

X ERE.0253-3626(2007)02-0214-04

KAI1/CD82 Ry tsaiilAe Al

Rpe R

LA HRER TR

(ERERXEHRE—ERFRER, EK  400016)

[hEEBH %S IR739.6 [ kIR JA
KAIl (Kang ai 1)% A2 28 B8 U8 % 7% (wansmembrane
4 super—family, TM4SF) i Bt 2 — , H&5H M M E A,
FEEWMARERAR S ARMERNESESR, 259K
WAREY ., B TFHEHE™YS CD82 £k, HXHK
KAII/CD82 3, BFFEH ,KAI/CDS X EF IR MERE
WHER, ERE TRSEEHREMBES —EMXER,

1 KAI1/CD82 #5543 FnzhaE

1.1 KAIl &4

1995 £EDong - Stk M A B 5 IR 24 2 4 A AT6.1
hyi R B M HI S R, DNA £ 5 4-41iER KA1 5 CD82
HREHRM, 33 H4r 8y KAII/CDS2, KAIl/CDS2 #H
T AREME 11P11.2 |, HERL K 80kb, & 8kb 9 5°
X% .10 M BF .9 1 HEFHINE T 10 Z /58 8kb B
DNA 3, HiSEFESN ST 3~10 ZH, HEBERNEARE
CD82, /& F¥ TMASF A Z— , ZEARKIF AL FRA,
HALIFPR W TFENE, KA 2R — B ESSE
%1 NEFEK, A 29kb, LIPS TRABR S FREZH,
KAIV/CD82 B H S 31 T 735bp, BH KB TATA &M
CAAT &, ERESEMHZEFHSSMNAE, G4
SP1 {3 S5 F1 AP2 P8, ZESNBF 1 LAY 456bp FRFE
9 1~ SP1 G5APr R, % A F SP1 7EV ¥ KAII/CDS2 &
HERATRIEER, AR2 HRAE L EARMEERE,
i KAII/CD82 & & AP2 W% & L 7 LLR.BH KAII/CD82
BEAFERSE L EWIERRAE, URAREE PHEE
BUARR, K, 53 FXIS&EH TCF1.MyB 5 MEP1 %6
AR R ZERFAZEZMILEINRT ., B
ZHE KAl 5 p53 EHEAX R . Mashimo“FiAN p53 AT H
HH0E KAIL; {H Durie? S MIAN S p53 XRARK, HEH—
B3, KAI/CDS2 EHS 5 FEA — B B R EREN
SISEE cpG HHF—HEMRAB I AR FAE 1 AT F, K
%3 1086bp, HH 5 I3 FHE4T G 735bp SMETF 1 & 796bp,
F 5 272bp W& FH—F4r. X Bt 1086bp B DNA 1 GC

EENE: £on(1981— ), %, M+,
ERBIRF G RARNA,

[ W58 B 38 12006-10-19

THA 8%, ERE KA REBFES S LK 217bp K
B G+C 3% 80% , Dong EHEILIHEN CPC B H R TTEES
KATImRNA WfEREH X,
1.2 KAI/CDS82 8 4F A4 F4H

CD82 EH 1 267 MEEMA R, M AMBREER , %t
4 F8H 29.61KD. JB TMASF B R . RFE LSRR
RS 4N BUKEEASNEEX (TM1-TM4), 7E TMI
5 T™M2 Z 6] \TM3 5 T™M4 Z )43 5IH — 8/ S8R IR
SRS (ED1 & 23 MEER . ED2 & 14 MEER);
7£ CD82 WIS EK X -ED2 KA 3 MEBTEMBELE S
H, BANERENERLZ(EF N MEER)ABRERE(S
2 AEER); EEARE 1 4 NMEEBMINIF, TMASF
B T CD82 5, &4 ¥5 ME491.CD63 . MRP1,CD9.TAPAL,
CD81.CD37 #1 CD53 %, B AF /LR B8 48
KEEH. KEEBRS CD82 —H B MM F451,
TESMAIBRAE WM T8 U R 9 W YER] . TMASF 88
H5EME RS2 ASE S REEH. LR
TM4SF 5 a3l(—FFH SR RE &4, 5 R AMEH
(B E R HNBA, 3-4F focal adhesion kinase Bk,
PR TMASF I B ER N BB A RN SNESERPREE
YEF , AT B2 "R 40 B A5Z Bl o Naotaka™%iF WA B CDS2 5
LFA-1(—#M# & £ S F ,iliid LFA-1/ICAM-1 + & 3|
Jurkat MR Z M BEEH. EAEM C (Protein kinase
C,PKC)#l GTP B§(GTPases ) EEAEMA N B E EMEEM
e, S5HRMEFHERES, BIEHR AN, PKC,
p-GTPases &5 TMASF B A R FZRIMNE S, T
MESHFTREER. B TEMEBEEESTHERN,
TM4SF BT LI SHEAFE&E, WETHMKP .Cco82 5
CD4.CD8 4r-F&54 ,7E B i+ CD82 5T EHAMEHE
A% Major histocompatibility complex, MHC)JERE &, A
22 3 4 M HL JE (Human leucocyte antigen,HLA)ﬁE{%}F SN
M52 8 R A A Naturekiller cell, NK) 458 40 i 28
WA, EMRP LR CD82 f£5 HLA-I ESSS, 5
CD82 "I REZE NK fN S e E By R\ A, R
At TMASF & B Z R e] LA E (R TG LM%, 7E4AMai
TR MM TR R RS 3 R IR
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2 KAI1/CD82 pyphyEin &1 A

KAII/CD82 Mtk 2, HAKRERARIARE,
Horb ERTFIBR i R AR R A S HRFERR, I
B SRR B R LA R B R, TE R O BPBE L B iE
SHAR rh AU ET M RTR AR B R LIRS
BT, £ KAN/CDS2 MFEESTHMMBMMEBE R, KE
B 4N R KATI/CDS2 335 T B3R Ml 85 ro bR 1Y
fn. B RS A 0 Bl KA B 5 25 e 4a
CD82 FHr#&ik, Ml 4 R 1 FEE R 8B ¥ F RE (H X
R R M A K B R, RRFHEHEARR A, KAII/CDS2 2
—ABE R HISE A  BSE RIS 2 9 KAIL/CDS2 MIF#H
WL EEFEUTILNHE:

MR &Y DNA EHBIRARRE, HPRENHNH
PR, ISR RE EL EHHR RETA%,
AT SBAEEY ML . N DNA BRI 27 mRNA iX
—i B, A AP RS TS5 B AAEARS DNAEA
RE5EARZEMGHEER P — 351 h B RES
AR SHEENFEIA TR, @igx KA #H 5 KBRS,
ERHB S FREA TATA &5 CAAT &. RS TX Lt
(-892.-868) 4t X FLA W~ BEEE M CAAG (5-AG-
GCAAGCTGGGGCAGCTCAAGCCT-3), Yomoyuki!BiFSE T p53
B SERIRE S, JE KA REMFEE. BT p53 £iF
MR RAEE, HILE S ps3 w7 HWENAE KAN
MIRIATRE, IHERENEERSMERBIHEERR
FH T o Mashimo"BFFTHMBRE IS S FAF, T pS3
KAI1/CD82 R RIEMRR, KI p53 ¥ KAN/CD82 EHE
X EVEEVER , FHIELHTSARME KAT1/CDS2 FHHEFI p53 FH
PR —BE . EFRIEAMR AS49 BHEET, (KIE
JAT (Etoposide ) 3T KAl B H KA R E T ps3 RAFH.
Rt SRR s 2R, B4R KAN H EFE pS3 WES
fis, {H7E DNA RIG/EEE SRS KAI/CDS2 FKiE/MR
¥HAEf p53 RERAFM . Tsutomu FUNE—HBIF B
ZB, EIRFEE T — a (TNF o )it #Z%H F—JcB(Nuclear-
factor, NF-JcB) 4 & BE{R #f KAII/CE®32 W FE &, #R
KAIN/CD82 iR AT RE 58 EMRMBAEE X, Bk,
KAI/CD82 ERBH TR AFEW CpC &, MELEAETER
RSB KAN/CDS2 HEHKILFIL, {8 Jackson Zl4%t
BRI HA A RN ERE AL SN, H3 RN
CpG Sif BE I BALAIN S

KAI1/CD82 ARG 514 SE R 2R, Zhang
SRR R — R FBE D KASP(KAI/CDS2 HXEEE
H)5 KAI/CDS82 {55 #5# 3%, KASP 4 FAKEZHA,
BT aEREABEE EWI2 5 PGRL, B[R] KAIL/CDS2 #i
WA EARTE. 5—155:8M FAK-Lyn-p130CAS—CrkIl
1 KAII/CDS2 I 4H0E5Z 31 17 209, FAK B R ERERH RS,
Y Lyn BT Src REEBRIES , KATI/CDS2 W] LABIE FAK

% Lyn,FAK-Lyn 1% pl30CAS Z& 1, pI30CAS 7 Crkll #
3 JEE Y (Crk-associated substrate), ¥ & pl30CAS-CrkIl 54
Y, TS &R ATTHRES NS FIFXK.

s RS, A4 TEAR TR RO
A OBk s QR EMEARBARETRDE;®
BASERAR B B0 R 4RI SR s @B R I B 405 e 41
HIKEM . 765X — B R, 4105 4R AaIE] (40 RS 4R M S A R ]
BIRR R PR S EEAMEMA. Dong ZPMBIREN , EIE
EAWHRAA R BEMAERA TS CDB2 HFHRIANFRE
BEMTRE FRFBERYAEE. KAIL/CDS2 BHM . LK
R E AN IZ ARgEEL AL, R KATI/CDS2 B S 54
Senfaia) . 40065 40 M4k 1) i SURE , KAT1/CD82 28 H X
Fie i % 5 O 39 1 4 F T B 5 LR R Y5 S M RORG BRE 36 o TR
Prot & I CD82 MH Y TMASF A TAISBEERERES
&, AT TR A R R FIThEE, SFREmE S XN SN
55, TMASF 4 FHA SR G I CD9.CD63.CD82 Z [a] AT #H
H3EHk, #A[5 HLR2DR E-&%4# VLA28 1 A F3
B R dH R E AR BB, X AT RE7EIS 5159, IR
B} B2 e 4R i3s3l ROT I RME R - MR 4R T YR 2
& BA S H RN ER AR HT, A RE S B s S B
JECREE , AT &2 A b A B M A KR AL 3588 . CD82 R HE
NFEBRAERGE, TREMS TEAEVRETIEE, AT
IR AR RS BN, BB T T ARATLER 24 (APC) |
iy CD82 7E T 4AfR TS 4Ly, A R EE RS, DR KY
FREE/ER,CDS2 7Ei&fL T A2 T iR A L
WA, XF_ERMR T T 4I5S T 48008 T 4I5S APC 41/
AR E AR, T 4805 APC ZEERR MR A P A IEEEN
ViR . CD82 LT BB id X —i& A2 B 1E MhJi SR G
L7

3 KAI/CD82 W B iNE £ 5phiE

KAI/CD82 TEI4 & AR ECE #3E . AIFIRRE, 3k
INRHERRE , R ESHE, R, R LR, FEREE, EF
B, FLAR S PR RS , IR, BRI, T RO , &5 R
S, 2 B0 U , 3 R AR A L R 1 2 MR AR A
.

Dong 20U SE B3¢ KAII/CD82 7EIE # A5 g R 55 B
ARIFI R AR RIE, £ KAI/CDS2 FERIE R &
ik, MTESSEREREMBARIE, AR KAI/CDS2 MRk
ATRERR B R RIS R R R, T M E R ] S MR E A
BT R, ME KAIVCDS2 MIFATERT PR M S5 %
HIRIFI RS A A E TS MEEEM.

Adachi S SEIEXT 151 $k /)40 BB A8 2B B BF ST A
J7:KAI/CD82 MIRIAAKE5 B HMER HH ARpHY
TBEHCH, HSKELHE MEN T Smaa sk
BEABEHMHXM, KAIVCDS2 MR ENEEREERT
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KAI1/CD82 BE#E# , ¥l KAI/CD82 F K ATV R iTA&AE /N
Bt R R ST o

Houle ZFPHIF5T & BB 8Lt 7 588 W AE R A KAIL/CDS82
B TR RN E AU 5. KAIL/CDS2 BB SR
X WAL ERRS B ERREL , HAEMRSDRENR
BOAE , RAHL E FE 40 R, R4 b & TE AR ISR , HEW 51 B8 b 7
e B b, R KAI/CDS82 5 {8 b 40 M 12
RIHEMRET

Schind] ZPI R ABEHESMERE CIN I-1 2%, %
B CIN I-M 5B EE S KAI/CDS2 TRLEEFER., \¥
KAI/CD82 FH7EE FE R £ R REIER , fla R R4
LURES X, REXRHMETRRRE XX,

Liu S#B9Y T 143 64 B8 KAI/CD2 BHRIE,
FHBIZE 35 4] mRNA 7K. KAIL/DS2 76 75 B A A 75K
(18777) , N BB & tE N B B & AE 5 N LB KAIT1/CDS2
FEOTHAE (27.8%~71.4%); MEs-{L#g3s, KAI1/CDS2
EABK; H KAI/CDS82 RAtEE H A 773 KAI/CDS2 %
{RA R,

Chen %] RT-PCR FiG e (b :0F 5% 75 41l AR BRI
BE, RUERBEASBH KAI/CDS2 Fik b B HRR
HAPRRBKT BE TR, FEBEEHL T KAI/CDS2 &Y
TR AR AL P A K-MI/CD82 HIEFKEEBET
F%, KAI1/CD82 ik 5P Em I 4R G R A2 A%, 3§
AR KAI/CD82 W 1E4 LR IR L R i RE O F8 4R .

Imai £P9F RT-PCR 595 43 Bl OB %, K3 KA/
CD82 Fik FHHEH N 58.1% ,KAI/CDS2 ik 5 Mg H 4%
HE WEARBENAMNX, WILUCHEN KAI/CDS2 Xt O
RS MM A .

Shu Y 251 Gy 40 {L R nge i 1 40 4T Fr P K AT1/CDS2
RI, GRA T KAI/CDS2 ) Fk KK T Hxt i 4H (3
RIS U1 E R A bR AR )RR S R L FI B S B b AL oh
KAINCDS2 WERZKFREEER; BEAEBRE
KAII/CD82 FZik K VAR FAEE B 8% ; KAII/CDS2 HIFiA
TRV 55 S0 P8 S8 A A i | R B OB AR SR AR IS BT G R 4y
B AREXEERLM.

Burchert®™Z53 i3 FACS 1 RT-PCR 5 B BF5Y 33 HiliE
WO A 98 B IR B A BE A R B CD82 FE4E KB %
IEE R AR A P E RS, BRAE 30%550E i
W IR A S CD82, [AET & H CD82 ZEARRIEKE Y
MFEPHRBEEER,CDS2 7518 M 5840 U RE & I 7%
(CML) iRk,

Friess, HYE @ 3 F AR J5 89 21 S o tEM 18 B4R
FRARE R GO T 3 B, 10389 11 490, 1D 388 23 49, 1V 389 2 )
BT, Horb 20 (7 BUBRIR N B 555 38, 11 (L L BUF 638,
15 BIIEE RBRBR A SE 3T . SR Northem blot /3
KAIl mRNA BIF&K, BIREI, KAl mRNA 7EBGE R
HIFRIE K L IE T R 4 SUM R 85%, KAIl mRNA 7EfbsR

HAPFEK TSR BR M. ERBBARE R
%, KM OB R I F ALK R E K KAIL mRNA
FEKPERTARECEHBRAELAFEBLANEE HE
GREBLEFHN 302 EAREDR P ERRET KA
mRNA, EAHEBLPHMERARRENEZRAERE
KAIl mRNA, BFZE3REA,KAN MERKK S BERENER
AENXR, LB T BRRRE N E S5 B AT
P27

Tsutsumi™% K FlRE A LB 8, B3t 174 51 H 8
BEMNPIRER KA EEFHNER LEPREREKRSE,
27%H9 B3R B R A KA At HRE 5B EFER HEHIL
BP0 B B E MR, 5N ERER, MhE s
R AMEBERLELEBERR KAl RAFHENEET
BB REREEE,

Amirthavakshmi, S8 5 T KAIL 5 30 ) B 40 i 5
HIXFR. BIREI,7E 50% A5 P00 W A6 55 4 ffa e o 2 18
R, 5 KAIl WEEAMSUEZITELNEEER,
KA ZEE R EMERDES B ENER.

SU Jing-shi™4& R AGREHLM H BT T 87 5B
BREZRETBRARGIRERARAE (FENS SRS
33 {3 PTa 3 54 6 1 33, BEIARS IR0 1 4Ek ~6 42 ), Bi%E
KA KAl ERANREFESIMESPXEEEXR . BRS
RN A/NEHBRRR. KAl kA4 5 EE R E
R 6719% BET KAIL FAHHEA 22.2%, KAIl EEKE
IEFEAER PTL 3, A A2 >3em 3 B T H IR S RS M
S TE R

Yang GZPUZ4E KAI F 448 LOVO 4Bl b, KK E
&, FghR e iR A K 4R, H BRFEH4S5 89 LOVO 481
IR, S AR Y, SR E A RO B8, BFSE R
B HGUE R LOVO M K ek S R B A B EET,
10,20,30,40min Bl ) R B35 B4 5 0 Fe Be 4 0.08,0.63,
0.83,091 RS 0.04,0.48,0.71,0.82, HERE Git%&
Xo 4rAIEEFE 5,10, 15min FIBH 4 BIEE AN Y H
13%,20%,53% , K¥5 Y44 11%,28%,60% . Smin F1 10min )
ENNGERAGITER N, BRI Sh G, FREANE
AEASRTRERA, ARASUERE, RN REN
SR RERANH R T . Bk R, KAII/CDS2
R H S BERNEERES.

Huang CIPZEE 3BT 109 B FERIGT SN IRE S
BEI,65% IR B E KAI/CDS2 B4 ,KAII/CDS2 [
HHILIREEEN 5 FE AR RRE.

4 B =2

BEE TR ED SRR N (LFEM RSB HEE ) R
ABF, M B A U E BTN G . KATL/CDS2 45 fik
REBIME R , kKT MR A A 2
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