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Immunohistochemical Expression of Caspase 3 and Its Relationship
with pS3 Expression in Endometrial Cancers
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Apoptosis is an important significance in the pathogenesis of cancer. Caspase 3 and p53 have been identified as
important members of the apoptosis related proteins. This study was performed to define roles of caspase 3 expression
and its relationship with p53 expression in endometrial cancers by immunohistochemistry. Immunoreactivity for caspase
3 was found in 13 (65.0%) out of 20 endometrial hyperplasia cases and 8 (36.4%) out of 22 endometrial cancers. Seven
(87.5%) of the 8 cases with a positive caspase 3 immunoreactivity showed a positive p53 expression in 22 endometrial
cancers. There were no significant associations between caspase 3 and p53 expressions. These findings suggest that
caspase 3 expression might be associated with carcinogenesis of endometrial cancers. Further studies are needed to
define the relationship between caspase 3 and p53 and apoptosis for examining the mechanisms of tissue-specific

apoptosis related protein.
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{Janicke et al., 1998).

Caspase 3= Al oAl v]&8Ag aagos &4
AR} vheket A=l 2s] DNAZF S SYA
FRAR] ps3o] WAHIL 29 et caspase 37+ 2443}
Ho] AFAEA} ot} (Alnenri et al, 1996). pS3 -
A= A EF7)9 A | EA AL ZAEE= YA £
AR GARZ 1 A AHEQl p53 e BAkE A
E AXF7] F GI7lo HEA st S4%¥ DNAE
FAIZITE AR DNA &0 Ad ol 48 24
3% caspase 390 3l Fr=d dEwEHMAE 243
AlA AZAEARZE SRR Y (Miraz et al.,, 2002).
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& 3= Ao BEa QUTh (Li et al, 2004). 51l
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%t} (Chaetal., 20 08)
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Table 1. Frequency of caspase 3 expression in endometrial
hyperplasia and endometrial cancers

Endometrial cancer
N=22 (%)

Endometrial hyperplasia

Expression
N=20 (%)

Caspase 3
Negative 7 (35.0)

13 (65.0)

14 (63.6)

Positive 8(36.4)

SAEE 8M. 574 )= SPSS (Version 14.0. SPSS Inc.,
Chicago, IL, USAYS ©]-8-8}3{th. Caspase 39} p53 @9 @
A3to] ARAS Hrtely] Yot f ARPHES XS
sto] EA 8L, P<0.05Y W SAEE o2 fofd A
22 HESgivh
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World Health Organization ¥ 713 (Steven et al., 1997)
ol =AY ATHEEAF0] 2090, AFgHEeFEo] 22
Tk F 42009 A AL 2544 654 (HE
B 469 XA, ©] T ATUHFHET F
Aol Hat A#HL 4234, ATWSEF Fxpe) Ht o
& 5154

REZUZISAS 2 KF2LHZII0NMC] caspase 3 Ei

Caspase 3 T B3P 2525235 204 F 139
(65.0%)°1 4 ¥4l J&‘E}lﬂ%iﬂ, 74 (35.0%)° 4 &gl
RS AZHEGEL 224 F 84 (36.4%)°0 A
o] #EEYA, 144 (63.6%)04 S0 BT
(Table 1).
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2 Yehd 84 F 74 (87.5%)00l A p53 il wHEo] <k
Aoz FFHJT (Fig. 1), 14 (12.5%)A p53 T

Bdo] 24407 FTEFRIT). Caspase 39 ps53 v g

1590 (68.2%)
o] FHo.
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Fig. 1. Immunohistochemical findings of caspase 3 and p33 in
endometrial cancer tissues. Caspase 3 showed a positive cyto-
plasmic immunoreactivity (A, X<100), p53 showed a positive
nuclear immunoreactivity (B, <200).

@ Atololl= freo
(Table 2).

g Apo|7F BEHA YT (P=0.193)

AEAPEANE AdAES SFAEe] e Ay, v
24 3 3 fHel Fas 48e Sk AEAEAL
7F A= H E"‘i-‘ﬁ BT o]xkAQl f-AA Wl 9 of
3 Age] 7138 FQlozH Fok WAlo] dojdtiu
LA SIth. Caspase 3= A ZHIQL RS E LA A
FAEAL AS Ao Fag AR Zgshs AL
= 4EA itk =, ARRA e bel27) ALgA Q)
F1140-8 W3BIAA cytochrome C2F A EAPEA} Frakelzp
(apoptosis inducing factor, AIF)?] ¥4|& Wol A FxpPdA}
& gASA =, AEAEAL SRt Bnlsw
H & 8lE caspase 35 FAIZIAA A EAEAE H2

ghobal BHo} (Kluck et al,, 1997; Izban et al., 1999).

Table 2. Relationship between caspase 3 and p33 expressions in
22 endometrial cancers

Caspase 3
Expression Negative Positive P
N=14(%) N=8(%)
p33 0.193
Negative (N=7) 6(42.9) 1(12.5)
Positive (N=15) 8(57.1) 7(87.5)
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3 e wgo] =4 vERd i 33 2y (Montironi et
al., 1995; Sohn et al., 2000), $%Eo) A caspase 3 T
o] gt WA JeRdtha S19lvt (Hoshi et
al, 1997). t& AolXE Fw A9y FYolAe
caspase 3 TH WEo] {4 dFET ooz F)
b 8193 0.1 (Cha et al, 2008), ©]= 2 A Ao}
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1994). 3 et 5 o F%oIA ps3 e AE
AEatet G35 Agol girkal BarE|QITh (Chang et al,
1993; Haldar et al,, 1994). mebA] QA FodollA] ps3 =4
7% AR Q1% caspase 3 T o] o] upag W
8y FAgel] AgS vjHckn deA gk

B Aol caspase 3 B Lo A W ps3
vhel wro] Aol A97t 87.5%% caspase 3 Tl W
o] Y W ps3 ©d wEo] 2491 A4 12.5% Hr}
diHeR A veitod, AR folsixe &
ATt FF DA FAoNA ps3 B BH L YRR A
$ pS3 FHA Yo EdWe|z MY Sl ps3
o] A4 opE ps3nT) AT HEIE 9ol ME
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o] QrslElo] FAHG Bol: BLE vt (Hall
and Lane, 1994). mebA £ A7 E Aguedg
A] caspase 3 T WHL ps53 wuo) ltE s B o)
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