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Relationship between KAI1/CD82 expression and metastasis of nephroblastoma. GU Tao, JING Ying,
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[ Abstract] Objetive To explore the relationship between KAI1/CD82 expression and metastasis of
nephroblastoma. Methods The level of KAI1/CD82 was detected by immunohistochemistry in 38 cases of
nephroblastoma.  Results The positive expression rates of nephroblastoma with and without metastasis were
53.85% and 33.33% respectively. It was statistically significant between two groups. The positive rates of
KAIl/CD82 in [, II , Il and IV stages were 62. 50% ,58. 33% ,33.33% and 33.33% respectively. No statis-

tical significance existed between two groups. The differences of groups with and without chemotherapy were in-

significant (P > 0.05) . Conclusions The positive rate of LAIl1/CD82 is correlated with metastasis in

nephroblastoma while it has nothing to do with clinical stage or preoperative chemotherapy or not.
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Table 1  Expression of KAI1/CD82 in normal renal tissue
with or without metastasis of nephroblastoma
(n,%)
Ir4l PR B Gt
TeHERBAL 14(29.79% )  12(25.53%)  26(53.85%)
AUl 4(8.51%) 8(17.02% ) 12(33.33% )
X B4 1(2.13%)  8(17.02% ) 9(12.50% )
A1t 25(53.19% ) 22(46.81%) 47(100% )

T TR AT, P <0. 05, P ZER AR AE X
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Fig. 1 Strongly positive expression of KAI1/CD82 in non — transferred nephroblastoma (10 x40) ;

of KAT1/CD82 in transferred nephroblastoma( 10 x40) ;
(10 x40)
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Fig. 2 Positive expression

Fig. 3 Negative expression of KAI1/CDS82 in transferred nephroblastoma

R 2 KAI/CD82 fEAR] /-1 F A1 20 v 9 2235 (i)
Table 2  Expression of KAI1/CD82 during different stages
of nephroblastoma (n)

il PR GRS &t

I 5 3 8(62.50% )
I 7 5 12(58.33% )
11 4 8 12(33.33%)
VI 2 4 6(33.33%)
&t 18(47.3% )  20(52.63%) 38(100% )
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Table 3  Expression of KAIl/CD82 in non-transferred group (n)
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Table 4 Expression of KAI1/CD82 in transferred group (n)

ol FRME B &it FHPERIL A (% )
[ ®igi| 1 3 4 25.00
RS 3 5 8 37.50
At 4 8 12 33.33

< R P R BRI, P > 0. 05, AL 253 T4 35 1 Lo
woR

B BE AR /N LA R AR B I R R R
LW AR Z R 1 ~3 2, HAF S R AR O 3.5
%o BRI AT RE R IR TS B IR N IR
b, B R IEAZ AL 1% ~2% 1) B EA RKK
S, 22 R U B BRI AR T BB AE R I IR B R
T PR BT AT LG8 7 58, 105 R 40
FARY 2 AEAFIE A 0 50 AF R 20% $2 5 B A 1
80% , (R 5 151 e R AT S A g 1) XA 2 . I T
FE 7N BB IR 5% 7% 10 AT RE ML A < p33 BRIl
BN A KK T (VEGE) B B MH G s A 1
(EIAF) FEJFi 4@ & b

KAIL £/ Dong 45'° T 1995 4EAE R 52 R 4]
Iz A 2 3 ) — T ) e 400 ek B AT, B ) 22 Fh
PR R R PR R, R R T NP 04 11pl 1. 2,
K/ 80 kb, 2 f%5 — Fif (5 240 i it 2 11, B) CD82,
CD82 J& T WU ZE IR Ktk (transmembrance 4 super-
family, TM4SH) i 51, HRiA N KAIL/CD82 14 fit
TR AP 52 pS3 RGN SRR AR R
T (VEGF) e & H gess" .

ARSZH X /N L BE A M9 1 KATL/CD82 ik
AT TR . FATHEXS 38 B2 2 B Bk 40 i

TR BIBRA AT o e AR ik TR ), A BLICEE
P2 KATL/CD82 FIAAR 5, J P ARt 5 vy, i A
EERS A BH P RALAG, M 33.33% , i Z R £ A 5
HEE (P <0.05) 5 TS M4 KAIL/CD82 (4 fH
FORRHA, AL 12.50% , SHEEBHEMIERHAZ
8] ) 22 5 AR A G4 (P {49 <0.05) o % &
FLIEUIR AT BE A « 6 MR 1 30 (R R e i), KAILLY
CD82 {45 FH 4 ¢ 1% nl 410 ] b 9 5% 7%, — H. KAIL/
CD82 k[ AIRam ok , I e 2t e , Tk A e 7%
MR e il g 6 AR RTZEFT )T, Bt A5
B SONAT TCART 7 A BE X AR A AT 1 0, S5 2R K B
AERA R R IR A, A 15 R4
Z A 2E S Tege it o (P A > 0.05) , RIARH
ATT B R BE AR SE AR A AR 22 /), (AN BE B2 iR
MFEAERES T o ARk, [ A2 E AE TS I TH AL
TR R S5 X KATL/CD82 ik KA HIBL
HlEAT THTSE, KB KALL/CD82 363k 5 55 R i fig
TURHSE, VR FAPIL AT BE -5 HER i 240 L 1932 S A% i
B AT L ARSI R G A G

2, KATL/CD82 25 2 i I i 5% #5414
SRHEIN 5 120 MR R e RS BE 1 A 5%, N2 R 73
W AR AR ALS T BRI

2 % x #k

1 Huang J, Soffer SI, Kim ES, et al. p53 accumulation in fa-
vorable-histology Wlilms tumor is associated with angiogene-
sis and clinically aggressive disease[ J]. Pediatr Surg,2012,
37(3) :523-527.

2 Skoldenberg EG, Cheistiansson J, Sandstedy B, et al. An-
giogenesis and angiogenic growth factors in Wilms tumor
[J].Urol,2011,165(6) :2274-2279.

3 Li CM,Guo M,Borczuk A, et al. Gene expression in Wilm’ s
tumor mimics the earliest committed stage in the metanephic
mesenchymal-epithelial transition[ J]. Am J Pathol, 2012,
160(6) :2181-2190.

4 Alami J, Williams BR, Yeger H,et al. Derivation and char-
acterization of a Wilm’ s tumor cell line, WiT49[ J]. Int J
Cancer, 2003, 107(3) :365-374.

5 Dong JT,Lamb PW, Rinker Schaeffer CW, et al. KAIl a
metastasis supperssor gene for prostate cancer on human
chromosome 11p11.2[ J]. Science,2005 ,268 ;884 -886.

6 Jackson P, Puisieux A. Is the KAIl metastasis suppressor
gene a cellular target of p53 A review of current evidence

[J]. Biochem Biophys Res Commun, ("FH55 509 1)



