KERKXZFZIR 2013 F£5 38 &5 8 #1 ( Journal of Chongging Medical University 2013.Vol.38 No.8 ) — 859 —

SE B AL eI vP 43k DOI:10.11699/cyxh20130810

M PSR AR )Lt bk EL IR R B 2R b 1 8838 B i

B, TR 2R L B L AT R it
(1. FRBERIC IR L BB AR Lg% LB A B PORHT I B M S S = U i DR H i S 2
ILERE ERPIRISIE S E AR A5 ; 2. F PR M E L B Bow 3R, FER 400014)

[#& ZE)JEHM . FE P-MH A (P-glycoprotein, P—gp) 75 JL 2 25 A7 43 ik L9 (Hodgkin disease, HL) | JE 7 A1 43k 8 (non—
Hodgkin disease ,NHL) AR BRI (Wilms® tumor, WT) HP 3878 S, At AR 22 A7y IR LS AR . ik R
FEH LU SP AN 50 Bk ELIR (HL 26 5] NHL 24 i) F1 32 5] WT o P-gp MZANH LILS I FRHAHEM KR, &
B.(1)P-gp 7E HL NHL WT HBIPER LR 00 57.7% .70.8% .65.6%, (2)HL Fil NHL H P-gp (k25T LS4 X
(P—O 39), WT SHE55 % BUEZL T P-gp MFRIA 22 IEGEHH# L(P=1.00) . (3)HL FLARIGEEU A1 i A TCHIER AL X P-gp
PRI GE 247 X (P=0.03 . P=0.05 ) ; NHL (1l JRAM X P—gp MUZRIAFMAAT 11418 L (P=0.02) ; WT (L LU AL Il
PRI AT TCik LS5 A AR BRI X P—gp MH3RIA 22 RIS 78 L (P=0.53 . P=0.25 .P=0.64 ,P=0.45) . %1% . (1)P-gp M #£
55 )L HL NHL Rl WT BT 258 DA G, X 3 W#ﬁﬁé%ﬁ}éé@ﬁﬂ%ﬁo (2)FEN PR L mT LIARE e i 245 26 11 i ek 1 oL B
Xt AT 25, (R L Uk T 25
[ SCEEIA | P2 11 5 7 2 bk L0 5 e Ay R L8 BRI BERA 5 S Uk F
[FEEBHEEDLS]RT3Z.1 [SCERERERG A [WFm B )2012-11-04

Expressions and significances of P—glycoprotein in childhood

lymphoma and Wilms’ tumor
DUAN Wenjuan' ,DING Xionghui', JIN Xianging', WANG Shiqi’,LIU Hang' ,ZHU Jin?
(1. Laboratory of Oncology ,Ministry of Education Key Laboratory of Child Development and Disorders ,
Key Laboratory of Pediatrics in Chongging,Chongging International Science and Technology Cooperation Center
for Child Development and Disorders ;2. Department of Pathology ,the Children’s Hospital ,
Chongqing Medical University)

[ Abstract]Objective ; To detect the expressions of P—glycoprotein (P—gp) in pediatric Hodgkin disease (HL),non-Hodgkin disease
(NHL) and Wilms’ tumor(WT) and to provide theoretical basis for individual chemotherapy in clinics. Methods : Immunohistochem—
istry was performed to detect the expressions of P—gp in pediatric tumors(26 cases of HL,24 cases of NHL and 32 cases of WT) and
relationship between expressions of P—gp and clinical characteristics of tumors was evaluated. Results: (1)Positive expression rates of
P—gp were 57.7%,70.8% ,65.6% in HL,NHL and WT. (2)There was no significant difference in P—gp expressions between HL and
NHL(P=0.39) ,between WT and adjacent normal tissues(P=1.00). (3)Positive expression of P—gp was closely related with lactate
dehydrogenase , lymphnode metastasis in HL.(P=0.03,P=0.05) and was related with clinical stages in NHL(P=0.02). There was no
significant correlation between expressions of P —gp and histological type,clinical stage,lymphnode metastasis and preoperative
chemotherapy of WT. Conclusions . (1)High positive expression of P—gp correlates with tumor resistant of HL,NHL and WT and is one
of the unfavorable factors for prognosis. (2)According to expressions of tumor resistant protein,we can better chose chemotherapy drugs
in clinics and make children with tumor use sensitive drug.
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Tab.1 Correlation between expressions of P—gp and clinicopathological features of HL and NHL ( n,% )

HL NHL
I BRAFAE % 1%
- + FEYER (%)  P1Y - + FEYER (%)  PiA
(n) (n)
IPIIF-4y /
0.67
<34 (IKFELH) / / / /
N 9 2 7 77.8
=3 (hEfad) / / / /
. 15 5 10 66.7
HITIE 0.24
. 1.00
vk 23 11 12 55.2
. 21 6 15 71.4
ik 3 0 3 100.0
3 1 2 66.7
LDH 0.03 )
<220 pmol/L 9 7 2 222
/ / / /
=220 pmol/L 15 4 11 933 ) , ) )
B AR 0.05
0.67
7 5 0 5 100.0
9 2 7 77.8
g 21 11 10 47.6
. 15 5 10 66.7
I AR 431 0.11
0.02
1.0 16 9 7 43.8
11 6 5 45.5
m.Iv 10 2 8 80.0
. 13 1 12 923
P T it 0.08 077
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. . R i 11 3 8 72.7
TR A A 32 7Y 12 8 4 333
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THR EL 90 9 ik Y 2 1 1 50.0
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2/ ANIHTIZFE bR 1PLPE4Y, [E BRTRB 6 %X (international prognostic index )



BERERKZFR 2013 £5 38 5 8 #5 ( Journal of Chongqing Medical University 2013.Vol.38 No.8 )

— 861 —

F2 P-gp WIFREE WT HIEKRESHENXR(n,%)
Tab.2 Correlation between expressions of P-gp and

clinicopathological features of WT(n,% )
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