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[#Z] HAEY W98 CD82/KAIL FER iy CHG-5 M U251 4 ik i385 & X, Jjik  RT-PCR. ¥4y .
B BERII CHG-5 J U251 ZiffiHh CD82/KAIL (1)K ; 45l 37 1: 100 1: 200 CD82/KAII $T 4+ A F2s ([ Xt B4,
T RR SLEG X CD82/KATL X 4l i i £ B 11 2 b A7 70 M. &3 DU251 4ifiis s CD82/KATI () mRNA ik F
CHG-5 4L (P <0.01) ;U251 4iffgrh CD82/KAII ({25 (47K F-£ 57 T CHG-S 4 (P <0.01) , @CD82/KAIl Hilk T Hi
2R AN B e 38 8 3 = T IR AL (P <0.05) , HLiE RS 40 400 BE BT PR e B8 FH s 34 im (P < 0.05) . &5 CD82/KAII
L0 TR Ak 35k, BLAE U251 4 3Rik%s CHG-S 400l . CD82/KAIL w4kl i B U251 4 iy it .
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Expression of CD82/KAIl in glioma cell lines and its effect on cell migration
Chen liang' , Luo Wenping®, Zhong Dong' , Wang Liang' , Tang Zhaohua', Yang Gang', Tang Wenyuan' (' Department of

Neurosurgery, First Affiliated Hospital, >Laboratory Animal Center, Chongging Medical University, Chongqing, 400016, China)

[Abstract ] Objective To study the CD82/KAIl expression in glioma cell lines, CHG-5 and U251.
Methods CD82/KAIl expression in CHG-5 and U251 was detected by RT-PCR, immunocytochemistry, and

immunofluorescence , respectively. CD82/KAIl antibodies, diluted at 1: 100 and 1:200, served as an interven-

tion group and a blank control group, respectively. Effect of CD82/KAIl expression on cell migration was
analyzed by scraich test. Results The expression level of CD82/KAIl mRNA and protein was higher in U251
than in CHG-5 (P <0.01). The number of migrated cells was greater in CD82/KAIl antibody intervention
group than in blank control group (P <0.05), and increased with the increasing antibody concentration.
Conclusion CD82/KAIl is expressed in glioma cell lines, with its expression level higher in U251 than in
CHG-5. CD82/KAllcan suppress the migration of glioma U251 cells.
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N 4 e B A B R A A DG . B AT k] MMP-2
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ABFFEREIN T CD82/KATL 12 I B 4il g bk CHG-S K
U251 {9338, KON 40 i 1T 7% fE 7 69 52 R, 3 141 Wt 5
CD82/KATL 7E MM BB 40 i bk U251 &% CHG-S iR
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G FITC FRit 40 e Z 90, FITC fabi - 93 L K DAB &
R & A L T L AE B ARG R A A
1.1.3 5yt 546k R % GenBank % #i [ CD82/
KATIcDNA %t X )73, 2R A 5 #3713k 4 Primer Premier 5. 0
Wit51¥), h TaKaRa 24 ¥4 e EiEF14):5'-TCACTATGCT-
CATGGGCTTCC-3', F % 8] #: 5'-AATGAGCTCAGTCACGAT-
GCC-3', PCR 1740 181 bp,
1.2 %ok
1.2.1 40k JBE 9 CHG-5 4tk BE 97 + & 10% Ji
A4 L5 B9 DMEM f 885 55 5L, U251 40 kk, 1535 T& 10% A
A4 L35 RPMI1640 £ 32 3% #4F 37 °C 5% CO, 55 F 4 5%
Fto 24 ~48 h B 1 K,
1.2.2 @ difafbs Ryl Al K 2 80%
KAy, & 1%0 EDTA /) 0.25% JREHH AL, & 5 F oW =8 A -,
29 48 h BUBIC K, 73 B e A M Ak 28 B S e o' AL IR
e, —HisrI LA 1:200,1: 100 FiRE, BAHEXTRELL PBS 1R —L,
1.2.3 RT-PCRE  FRZmM€ s 90% i AR 1 77
4, A0 Trizol 32 W40 M 5 RNA, M 0. 5 wg & RNA T
RT-PCR, #4435 BRI S Ui I BT, R AR 94 C T
2 min, 94 °C 30 5,53 °C 30 5,72 °C 1 min,29 PMEIF,72 C I
1 10 min, FFfS7=4128 20 o/ L BrBEWHEE AL B Ik 0T o
1.2.4 RYRSLE U251 Sy BE L 1 x 10° 8200 F 6 FLAR
TR SRR, FRANEIGEE S, H 100wl 46 Sk FE BE SR AR —”
FRE, PBS YE¥k, HHHT A5 57 4L, 43 il4% 12100 ,1: 200 [h 4]
FHEFRE I CD82/KAIL HLiA, Xt B A b4, 4340 53 3
AEFL, REFRAEPRFE,24 h A1 48 h 5 WEANMERS 45 R .
1.3 #RH =

GapE AL e pEwe e & PCR 2538 By IPP 6. 0 S A i
38T 10D {H , Sy i Ak 2  Gase o e s ROk i BEAL % B

5 AHUEF AT BT AR H-F- (. PCR 45282 CD82 H iy i Befa]
Z: GAPDH WG LA . SR SC S 45 R E - T A1 22 B30
WS, BENLEEFE 5 4> 100 AR N T3 T A% 22 30 SR s B v 1Y)
AN SEL B E R 3 IR
1.4 %itso4

PCR BRI S 45 5 R 1 SPSS 1. 0 GEit 8 M HEAT X A
5, HACRH o K

2 HR

2.1 @mieHEREE

CHG-5 #ii 2 Z ML SUEARTE A 2 ~ 3 A58, MR/
BB e ae ek GFAP 2 PHPE 335, 40 i 8 5 40 i o
rhs Fk (| 1A) U251 4 2T KA R L M,
YNfi 5w, GFAP 20 it Ji% 55 40 g T ¥ A8 ik (275. 259 +
96.621) (& 1B),{H%E CHG-5 (1 233. 19 + 169. 562 ) ik 55
(P<0.01), BIHXTBRAIAR WAk (K 1C),
2.2 RERKER

Leica 20 ISR R G 45 R BoR , 7 CHG-5 A (& 1D)
K U251 4 (& 1E) R 40 s am g B b 945 CD82/KAI-1 By
ik i IPP 4347 10D {H, W] AT 10D {H K F /5 % [ (728. 638
+£207.675) vs (456.276 £146.217) ,P <0.01], 1% RE2H
RIGEAGIE(E1F)
2.3 HEmieALF R

CD82/KAIL £ U251 2 M AR . 4 i o v 2 PR 3R 35 , A 8
£5.([& 2B) s 7£ CHG-5 2t Ao At A% 200 Jfa ot v 22 55 FH PR 3R 5K TR B
(B 2A) , TPP 43 Hr AT 0 — 3% 10D {6 22 55 W 3 [ (14. 478 «
3.906) vs (35.372 +4.136) ,P <0.01 ], FFMH:XF B2 A WL BH
B (2C) .

A:GFAP £ CHG-5 ¥ ¢ &% ;B.GFAP £ U251 ¥ % ik ;C F. AT ;D.CD82/KAIl £ CHG-5 ¥ ¢ & 1% ;E.CD82 f& U251 ¢4 & ik
E1 GFAP X CD82 7£ CHG-5 U251 4ifahpyRiE (REWH %x200)
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A:CD82 & CHG-5 ' #) & ik ;B. CD82/KAIl f& U251 w # & ik ;C: 3 R
2 REMHEFEN CD82 % CHG-5 U251 MRk  (S-P x200)

2.4 RT-PCR &% M 1 2
U251 #fi il £l 55 CHG-S # Jfd L3 7E 181 bp A WL 457,
U251 4 g CD82/KAI-1 fi) mRNA /K - F CHG-5 (63 862/ 2000 bp—
112 179 vs 49 016/149 585, P <0.01,[3)
2.5 RIBEFEHEER 750 bp—
(618 H 22 S8 7% L L 15 100 .1: 200 i A CDS2/KATL 4t 500 bp=
{24 b 5, VT BUALBE A TR A4S T R AN it 250 b CAPDI 320 b
J(P <0.05) . X U251 40 R J f5 Lh CD82/KAIL 4 {4 1: 100 —CD82 181 bp
VL LU A F A A ML AR AR 48 h S Al R AR S 25 X AR 110 bp—
ek R F N, CD82/KAIL REMEHIH] U251 40T, WK 4, M. 474 ;1:CHG-5 ;2. U251
*£1, 3 CHG-5 X U251 #ffish CD82/KAIl mRNA gIsRi%

1:100 CD82/KAIl 1:200 CD82/KAIl

Oh

E4 FAMEXREEXKEER (HEHZ M5 x100)
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F1 F[E CD82/KAIl HifkiRk B FEA B A =3t U251 ZHAR
EREENEM(n=5, x+5)
21 Oh 24 h 48 h
popiskaEl 0.000 +£0.000 106.333 £5. 131 189.333 +11.503?
1:200 CD82/KAIl  0.000 +0.000 136.333 £9.609 216.000 +16.093%
1: 100 CD82/KAI1l  0.000 +0.000 177.000 £4.582 273.000 £15.716

a: P<0.05,5 1:100 CDS2/KAIl 41 3b4%
3 itig

5 ITUIRA P AR 28 A LA A 20 Y A At 2 5
FRT 5 56 i 240 B 1 356 S5 £ B A A A 4. HRTE SR
BOMERER R Wnt {5538 #%, HGF JHAZ K c-Met
5% MAPK/ERK } AKT {5 55 S&z", frixses
WP RAE T A BRI MR &R B AR AR L
O R T EEAEH .

CD82/KAIl g A , re o7 T A e fA 1lpll. 2, 4
&4 267 NEIERE A BT, T 2R84 o b &
RN T M AR = RS R FERE T . TEAS PN
FRHEm AR, e SL PO UE T R B, CD82/KAIL 5 o3p1
abBl «SB1 R IA [RIFAE b A 3 4 20 fifg v o B %
ik CD82/KATL W L ZE 21 248 it (1) 85 B A FH RS AT, TiTaX
FhEE 7 AT B A2 38 1oF PN 7 4 B 2 T Y A R T SE
(e, BT R A B A S 4R 22 AE 7 10 I 5 R 4
Mtk , o5l BREGRTRIARFENEA, iR
ZE M 1 TR 40 A -5 20 B o i o R L] R HC At 41 i A
AHEAE F, 28 A 5 0% i 2 2 7 % i SR P
MMP-2 MMP-9 @& 33k, Ifij @ 215119 MMP-2 X T35 4=

AR R 2 PEAFE o BLEE; MMP-O n i 3 BUZ I 5
WA o P SCHR [ 10 14, 75 il 40 B o, 55

ik CD82 1] LAffif MMP-O J&PEREAK, c-Met Ay %
AR ARG Z A, FLEL R HOF , — 35 7 e 9 hid 2%
iR, 6 e BT 9 A A0 M X T, 1B R, 1R 28 T G
CD82/KAIl i 0] LLE i3 1] c-Met 1 EGFR 15 AL 1T

O] e e 200 P9 46 B0 5 3 Ao D c-Met 35 Y Ras K
PI3K KI5 S AR am bl A e A~ (HH ALK

ML Rt — 25T .

CD82/KAIL hy 5 IR 1, 17 A% 52 56 38 2o e 92 %
Fo A7 ALK I % B, CHG-5 J% U251 41 B () 200 i ek
B MM 347 CD82/KATL £ik, JIER" fF5t
H B CD82/KAIL S 33K F/IN B 5 22k Jo 440 e 4m
HOAZ , X Fh S0 26 8 I 3 SR AR, TG MERE I
IV 2 1) 2 PR i B s U251 A Mg wk b, AT R T
CD82/KAIl f#) mRNA K # H /K £ R AR = T m—g
JERAK ) CHG-S 41 itk RIS, 1: 1
1:200 CD82/KAIl ?ﬁ%é&fiéﬂéﬂﬁlﬂ’@ﬂ%&i%ﬂﬁé M

X HEZH , 150 B AF M e JBdsd U251 4 fifd v, CD82/KAIL
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AE SRR c-Met (5l A . F—40 LUl &
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Kk, LUt — 2L W1
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