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Differences In Expression of bcl-2 and p53 Protein In Prostate
Carcinoma and Benign Prostate Hyperplasla

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

From the Deparlment of Urology and Pathology,* Keimyung
University Schoo! of Medicine, Taegu, Korea

Purposa: To mvestigate the expression of mutant p53 and bel-2 oncoproteln
in human benign and neoplastic prostate.

Materials and Methods: The accumulation of p53 and the expressmn of bel-2
were investigated immunohistochemically in paraffin-embedded tissue specimens
(obtained by transurethral resection.and biopsy) from 55 patients with primary
prostatic cancer{mean age 69 years, range 54-86) and 47 patients with
benign prostatic hyperplasia(BPH) {mean age 61 years, range 51-75),

Results: Positive immunoreactivity for p53 and bcl-2 was detected.in 23(41.8%)
and 32(58.2%) samples of prostatic cancer tissue, respectively. There were
more samples expressing p53 in prostatic cancer with a high Gleason score
than in samples from cancar with low score. In samples from 47 patients with
BPH, positive immunoreactivity for p53 and. bel-2 was observed in 12(25:5%)
and 19(40.4%), respectively; stained ‘cells were restricted to the basal cell
Jlayars of the gland.

Conclusions: Thare was an assoclatlon between prostatic tumor grade and
the increasing expression of p53. The staining pattern of cells expressing p53
and bck-2 may be different between prostatic cancer and BPiH tissues. '

(Korean J Urol 1998; 39; 656~61)
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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).
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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).
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1. MMt W SHFBMO|CHSolAel ps3 W
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Aol ps3 Fgdwle] HH S FH dE=T
o2 A4 MLz vl 2 AFAY Al E9
o) mgtd o2 Jelston(Fig. 1), bel-2 Fd o]
HEe AdAGAEe M EA ntg oz e
HFig. 2). AP FollAe] ps3 FFeol W
< A9 Z1A A Ee] o) FgEo] ek I(Fig. 3),
bel-2 FFTuie]l My A Mo 7| A A x| A xA
o] =35 JeEltHFig. 4). AA] AP A 6589
Al p533 b2 FFAWe LHEL ZHzt 41.8%(23/
65), 58.2%(32/55)%] 11, A @A vt Z: 473 ol A 2] ps3z}
bel-2 Fgctulol Wt &2 zhz}h 255%(12/47), 40.4%
(19/472 AY Aol ps37} bel-2 T o] ot
H &o] AP v Fol v]al] %3kcHTable 1).

Fig. 3. Benign prostatic hyperplasia. Basal cells show po-
sitive nucleus for p53 protein( x 200).

Fig. 4. Benign prostatic hyperplasia. Basal cells show po-
sitive cytoplasm for bel-2 protein( x 200).
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2. My Metel xE A 8 Tof & ps3 U bel-2
Zofchuol walg

AP zt 22 8A Ealxo] 2 ps3 FUH
ul o] ¥lE & & Gleason score 2-4-ol|A] 20%, 5-7++°)
35.7%, 8-107°] 54.5%%] 3, bel-2 Eofchuio] HlE g o
Gleason score 2-4°l| 4] 80%, 5-7¢°] 60.7%, 8-107*°)
50%=2A] p63 FFdue| AH &S WA gFHoz
3 x7} Y855, F Gleason grade7} ¥ &5 w3
go] %92 HChi-square test, p<0.05) bcl-2 Eokciul
o] HE &L o= AUTA7E A cHChi-square
test, p>0.05)(Table 2,3).

3. MyMetel YAET|of e ps3 U bel-2 St
CERTE

2t 43 7]o) & ps3 FAEH | AH &L P4
7] Aol A 60%, BEo|A 0%, CFolA] 33.3%, D1
ol A 28.6%, D2l A 44.1%%] 31, bol-2 FFehm o]
&S 447l AZlA 70%, BEelA 100%, CFol
] 66.7%, D1l A 71.4%, D2l A 50% R o o4
7] BT Cao] a7t 2b2) 189} 34| = Ao §
AgA oog ¢ & AUt

Table 1. Overall expression of pb3 and bcl-2 gene pro-
duct in prostatic cancer and benign prostatic hyperplasia

Prostate cancer Benign prostate hyperplasia

p53 41.8%(23/55)"
bcl-2  58.2%(32/55)"

25.5%(12/47)
40.4%(19/47)

*. p<0.05, compare with benign prostate hyperplasia

Table 2. Frequency distribution of pb3 gene product ex-
pression related to Gleason grade

Gleason score(%)

pb3 expression 2 P - Total
Positive 1(20.0) 10(35.7) 12(54.5)" 23(41.8)
Negative 4(80.0) 18(64.3) 10(45.5) 32(58.2)
Total 5 28 22 b5

. p<0.05 compare with Gleason score 2-4, 5-7

Table 3. Frequency distribution of becl-2 gene product ex-
pression related to Gleason grade

Gleason score(%)

bel-2 expression Total
2-4 5-7 8-10
Positive 4(80.0) 17(60.7) 11(50.0)" 32(58.2)
Negative 1(20.0) 11(39.3) 11(50.0) 22(41.8)
Total 5] 28 22 55

*. p>0.05 compare with Gleason score 2-4, 5-7
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