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The Expression of bcl-2, CD44 and p53 in Prostatic

Adenocarcinoma

Byung Tae Lee, Choal Hee Park, Kwan Kyu Park"

From the Department of Urclogy and Pathology,*
Keimyung University School of Medicine, Taegu, Korea

Purpose: We evaluated the associations between the expression of bel-2, CD

44, pb3 and tumor progression in prostate cancer.

Materials and Methods: Samples of prostatic tissue from 36 men with
histologically confirmed prostate cancer were obtained by biopsy or
transurethral prostatectomy, and we examined the expression of bel-2, CD44,
P53 using immunchistochemical staining and related their expression with the

stage, grade, disease progression.

Resulis: Ten of 23 tumors were positive for bel-2, 10 of 20 negative for CD44
and 11 of 16 positive for p53 had progression. Nine of 16 tumors positive for
p53 were poorly differentiated compared with 6 of 20 negative for ps3(p<0.05).
Also, 13 ot 20 tumers negative for CD44 were poorly differentiated compared
with 2 of 16 positive for CD44(p<0.05). A significant number of patients
positive for p53 progressed and had shorter time to progression compared to
those negative for pb3(p<0.05). Bei-2 staining was not conelated with grade,
clinical stage and tumor progression. ps3 staining was not correlated with
clinical stage, whereas CD44 was not correlated with clinical stage and tumor

progression.

Conclusions: There was an association between aggressive behaviour of
prostate cancer and the increasing expression of p53. This study confirmed
that the expression of P53 had significant impact on the disease progression
regardless of stage in the prostate cancer. However, the expression CD44
and bcl-2 had no role in the progression and clinical stage of the prostate

cancer, (Korean J Urof 1998; 3%: 1229--35)
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Fig. 1. Prostate adenocarcinoma. Many tumor cells show
strong positive nucleus for pb3 protein. The intervening
stroma is exclusively negative( x 100).

Table 1. Frequency distribution of pb3, bcl-2, CD44 ex-
pression related to Gleason score

Gleason score(%) Total

2-4n=4) 5-7(n=17) 8-10(n=15) 36
pb3(+) 1 (25) 6 (35) 9 (60)° 16 (45)
bel-2(+) 3 (75) 13 (77) 7 (47) 23 (64)

CD44(+) 4 (100y" 10 (89) 2 (13) 16 (45)

EE

*- p<0.05(chi-square), **; p<0.05(chi-square)
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Fig. 2. Prostate adenocarcinoma. Many tumor cells show
strong positive cytoplasm for bcl-2 protein. The in-
tervening stroma is exclusively negative(x 200).

Table 2. Frequency distribution of pb3, becl-2, CD44 ex-
pression related to clinical stage

Clinical stage(%) Total

A(n=6) C(n=3) D1(n=5)" D2(n=22)" 36
p53(+) 32(50) lRRa) E18120) 11 (80) 16 (45)
cl-2(+) 6 (100) 2 (67) 4 (80) 11 (50) 23 (64)
CD44(+) 5 (83) 2 (67) 3 (60) 6 (27) 16 (4B)

*: Incidence of pb3, bel-2, CD44 expression in stage D
prostatic adenocarcinoma is not significantly higher
than that in stage A, & C(p>0.05, chi-square).
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Fig. 3 Prostate adenocarcinoma. Many tumor cells show
strong positive cell member for CD44 protein. The in-
tervening stroma is exclusively negative( x 200).

Table 3. Frequency distribution of p53, bel-2, CD44 ex-
pression related to disease progression

OIHEy, BiHE|, vhar

Table 4. Multivariate analysis of disease progression
with p53, bel-2 and CD44

Disease progression rate(%)
ph3i+)" 11/16(69)
bel-2(+) 10/23(44) bal-2(-)  7/13(54)
CD44(+) 7/16(44) CD44(-) 10/20(50)

Disease progression mean time(mon, range)
pb3(+)"  17.3(4-38) pb3(-) 28.2(23-33)
bel-2(+) 22.1(11-23) bcl-2(-) 18.1(4-38)
CD44(+) 19.3(16-33) CD44(-) 21.3(4-38)

pb3(-)  6/20(30)

Charateristics SE p value
ph3 0.164 0.025
bcl-2 0.172 0.588
CD44 0.168 0.987
Constant 0.166 0.038

SE; standard error

Table 5. Disease progression rate according to com-
bination expression of p53, bel-2 and CD44

Group p53 bcl-2 CD44 Progression rate(%)
1 (-) -) () 1/4(25)
2 () ) (+) 1/3(33)
3 () (+) () 3/6(50)
4 (+) {-) ) 5/5(100)
5
6
7

() (+) (+) 1/7(14)

(+) (+) ) 1/5(20)

(+) () (+) 0/1(0)

8 (+) (+) (+) 6/5(100)
Total 17/36(47)

*; Incidence and time of disease progression in pb3 ex-
pression is significantly higher than that in p53 none-
xpression (p<0.05, chi-square).
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