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P53 A RIE HGREHEARA (P <0.05),APEL * /P53~ fl APEL * /P53 " It & ik 1 5 3 4L fE %4 X (P <0.05,
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Coexpression and clinical significance of APE1 and P53 in peripheral T-cell lympho-

mas: report of 178 cases

XIE Jia-yin' , WANG Dong', MOU Jiang-hong”, XIAO Hua-liang’, LI Meng-xia', XIANG De-bing’, ZHONG Zhao-
yang' , WANG Ge' (' Tumor Center, >Department of Pathology, Institute of Surgery Research, Daping Hospital, Third Military Medical
University, Chongqing 400042, China)

Abstract: Objective To study the relationship of the coexpression of APE1 and P53 with clinical related-
parameters of the stages, international prognostic indexes, chemotherapeutic efficacy and prognosis in peripheral
T-cell lymphomas (PTCLs). Methods Totally lymphoma specimens from 178 PTCLs patients were collected
including 90 cases of peripheral T-cell lymphoma-unspecified (PTCL-U) , 42 of extranodal NK/T cell lympho-
ma(NK/TL) , 22 of anaplastic large T-cell lymphoma ( ALCL), 20 of angioimmuno-blastic T-cell lymphoma
(ATL), and 4 of subcutaneous panniculitis-like T-cell lymphoma( CTCL). Expressions of APE1 and P53 were
detected with immunohistochemical method in these 178 specimens. The correlations of the expressions of APE1
and P53 alone or combined together with the clinical features as well as prognosis were statistically analyzed with
univariate and multivariate analyses. Results The APE1 expression and the P53 expression were positive in
147(82.6% ) and 72 of 178 cases (40.5% ) respectively. The positive rate of APEL in the patients with ATL
and PTCL-U was significantly higher than that in the patients with NK/TL, CTCL and ALCL (P <0.05). Most
patients with the APE1*/P53" coexpression were belonged to stage lll and [V and intermediate or high risk
condition. The response rates of the patients in APE1 */P53 " group and APE1 /P53 " group were very lower
than those of the patients in APE1 " /P53~ group and APE1 ~ /P53 " group (P <0.01), meanwhile, the survival
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rates in APE1 /P53~ group and PEI " /P53 " group were significant lower than those in APE1 /P53~ group
and APE1"/P53" group( P <0.01). The disease-free survival time in APE1*/P537 group was very lower
than that in the other 3 groups (P <0.01). Univariate analysis showed that the positive expressions of APEI or

P53 and coexpression of APE1 * /P53~ and APE1 */P53 " were significantly correlated with the poor prognosis
all together (P <0.05), and the coexpressions of APE1*/P53 " and APE1 " /P53 " were with 3-years survival
rate respectively (P <0.05 and P <0.01). Multivariate analysis with the Cox regression models showed that
the coexpression of APE1 " /P53 " was significantly associated with the poor prognosis( P <0.01). Conclusion

The respective expression of APE1 " or P53 " | the coexpression of APEl /P53~ and APE1 * /P53 " are indi-
cators of the poor prognosis in PTCLs patients; What’ s more, the coexpression of APEI * /P53 may be also a

independent prognosis factor for PTCLs.
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2.1 PTCLs %% APE1 P53 & ik 56 R4FIEX 2
PTCLs f5% APEL £ [ BH M7 ) 52 30 0 o 0 sl 4 (0 20
PURLIR . PTCLs £ ME RS APEL 3 FA7AE 3 Ffi ik Oy =X it
J A A% M S A 238 (P 1) o 178 5] PTCLs f8 4 88 440 i
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A:ATL( x200) ; B:PTCL-U( x400) ; C:ALCL( x200); D:NK/T( x200); E: CTCL( x100) ;F; % 3+ 88 ( x200)
E1 APEl 7 PTCLs & T RRE (S-P)

PTCLs f3% APEL 1 P53 & [ ik FHHE 2450y 82. 6% (147/
178) F140.5% (72/178) , Hirf1 20 f5i] ATL 1 90 5] PTCL-U &%
1) APE1 23K I PE R A i (43 3124 90% (87.8% ), % & T
NK/TL.CTCL 1 ALCL 22 (P <0.05); P53 3 & fH M R %
CTCL A A 45 WA TE . 35 22 57+ s PTCLs [ 4 APEL 23K 5 P53
TR BETEAE(P<0.05,r= 0.582,%2 K 2),

%1 APE1 P53 7£ PTCLs R RAx 5 RIGMENXZR [#5(%) ]
APE1 P53
[{ER P1H BH PA{H

i PRAFAE %

TS
L) 118 98(83.1) >0.05  49(41.5) >0.05
Eg 60 49(81.7) 23(38.3)
AW
=60 % 50 41(82.0) >0.05  22(44.0) >0.05
<60 % 128 106(82.8) 50(39.1)
I 53301
I +1 120 95(79.2) <0.05 48(40.0) >0.05
m+v 58 52(89.7) 24(41.4)
1PI
0~2 4% 116 91(78.5) <0.01  45(38.8) <0.05
3~5%r 62 56(90.3) 27(43.5)
%2 APE1.P53 7% PTCLs TR thR3E [ 413 (% ) ]
APE1 P53
RIZi] %
BH M B BAM: B
PTCL-U 90 79(87.8) 11(12.2)  38(42.2)  52(57.8)
NK/T 42 30(71.4) 12(28.6) 16(38.1)  26(61.9)
ALCL 22 17(77.3) 5(22.7) 10(45.5) 12(54.5)
ATC 20 18(90.0) 2(10.0) 8(40.0) 12(60.0)
CTCL 4 3(75.0) 1(25.0) 0(0.0)  4(100.0)
TEH X IR 20 1(5.0) 19(95.0) 0(0.0) 20(100.0)
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[+ m+N 0-~2 3~5 CR +PR 34 DFS

120 58 116 62 112(62.9) 96(60.5) 79(44.3)
APEI = /P53 - 13(72.2) 5(27.8) 14(77.8) 4(22.2) 16(88.9) 14(77.8) 9(50.0)
APE1 - /P53 + 18(75.0) 6(25.0) 19(79.2) 5(20.8) 22(91.7) 18(75.0) 12(50.0)
APEI */P53 - 69(76.7) 21(23.3) 63(70.0) 27(30.0) 36(40.0) 46(51.1) 44(48.9)
APEL +/P53 * 20(33.3)2 26(66.7)% 20(43.5)8 26(66.5)° 14(30.4) e 18(39.1)be 14(28.3)@

a:P<0.01,5 343 28345 ;b. P <0.01,5 APEL - /P53~ APEL - /P53 * #0345 ;¢ P <0.05, 5 APEL * /P53 ~ 434k
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P53 AME K ER B E (P <0.05),1M5 APEL " /P53 " 44
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A:APEl £iA 5 & H A He9k 2 ;B:APEL P53 &Rk 5 2454
Hegk R
B3 PTCLs APE1 & APEl1 P53 BE A RESEEEENXR

LA PTCLs [ 3 AFAE A7 L, 40 i APEL F1 P53 BRG3%
KA AETERS I, Hol APEL /P53 il APEL /P53 72 4l 3
AR EZS (P >0.05) (A5 5 APEL /P53~ 40 /4E £
LB (P <0.05) 15 APEL* /P53 * 41 L iAFTEIE %
S (P <0.01) ; APEL " /P53~ 41 /£ 773 5 APEL * /P53 °
M ZEF B ZE(P<0.05), APEl /P53~ | APEl " /P53* flI

APEL"/P53” 3 4 {835 DFS L F 2 5 (P >0.05), {05
APEL " /P53 " 4 WA AR H B3 25 5 (P <0. 01,3 3)
2.3 PTCLs %% APEl #= P53 B4k ik 575 57
HHF MR BR AR =60 & KRR (KPS) 3
4y >1 4 FLRL A (LDH) > 1E# | E bR 168 5 (1PD) 3743 >
14y WG RATIN TV B S55M2I0 JE AL APEL J P53 33ikh
(+) . APE1*/P53 H1 APE1* /P53 i A RAMBEHE AR
(P<0.05), ZHEATEWEER TR IPL>1 4> APEL/P53 B
BARIKY A BIME CAPEL " /P53 ) 2 7 20 3 {51 ¥ 4 7 T/ PR 3%
(P<0.01,%4),

®4 COXEHZRREFESH

E3ESS TR AE bR ARXT G P{H
AR =60 % us <60 % 1.24 0.070
KPS 1143 >1 45 vs 04> 0.91 0. 160
LDH Th# vs IEH 0.89 0.130
i PR 53441 M/ es VI 1.21 0.100
ZHMRAL H s o 1.38 0.190
1Pl >14%vs 04> 2.51 0.008
APE1 PRI vs FIKBAME 1.78 0.080
P53 FIRMHME vs FIBHIME 0.92 0.250

P53 APEL B33k P53 */APEL *os HfthzH? 3.06 0.005
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PTCLs Z i fiJ A AR, 7E 04 05 R i A A o oy
ARE= A itk LR Y 12% ~ 15% AR AEFR [ A R A &
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W] H 5 AF A AE SR ZE AN K (29 30% ) o Sk B Jin e
A PTCLs 1731227 Sl RO B S 7 AR 5% R 1Y)
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A AR R TIRE , BOUPR A A AL 5 T (Ref-1) ; APEL
ST E AL AL AP-1 () DNA 45415 M:, AL
AR 22 S AL SRR ) AN M 5 S 17, 4n P53 NF-kB
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F3 KGN T IebIgd A0 XAk T 254 RO B 244 AR
itk ENWFFRRI T 40k I B P53 LR AR
Y 40% 4 TiAE HAFIEDEE JEPEE 20 60% A
Wt 5 E N 2 HZ MR REE A — 2 RIEMEK B 4k
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S, 5530 e s [ A 5 400 A 45 SR 5 AR — 20 PTCLs
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HAF AT A R Bos PTCLs BF AN APEL Jz P53 3%
N PPER B E UG AR

FRATRTIAISE & BAE NK/T R ELE APEL ik 5
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