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Correlation Between the Frequency of Apoptotic .
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Apoptosis (or programmed cell death) is defined by morphologic changes induced by a spec-
trum of physical and chemical agents. resulting in non-pathologic cell loss, which is relevant
to a range of biological processes, including differentiation, development, maturation, and injury
of cells as well as immunologic function,

In this study, we examined the frequency of apoptotic bodies and mitoses (apoptotic and
mitotic indices) in the tissue samples of 35 patients of prostatic carcinoma, which were grouped
according to the Gleason scores, and 5 cases of benign prostatic hyperplasia. The indices were
determined as the numbers of apoptotic and mitotic bodies per 100 wmor cells in hematoxylin
eosin stained section. The apoptotic bodies were confirmed by the in situ nick end labelling
method. The apoptotic and mitotic indices were observed more frequently in prostatic carcinoma
than the benign hyperplastic prostatic tissues with a positive correlation between the frequency
of apoptotic bodies and Gleason scores in prostatic cancer.

In conclusion, an increased programmed cell death was comrelated with the increasing
malignant potential (higher Gleason scores) in prostatic cancer. (Korean J Pathol 1997; 31: 462
~469)
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Tahle 1. Mean number of apopiotic bodies and mitoses in each gleason score in prostatic carcinoma fissue.

Diagnosis Gleason score{No.)

M** of apoptotic bodies{range)

M** of mitoses(range)

BPH***
Prostatic cancer

(5)
(3)
(5}
(3)
(5}
(3)
(5)
(5)
(5)
(1)

O e -l 2 L B W k|

b=

2.44 +1.55(1.0~5.0)
2.13+0.23(2.0~2.4)
292+0.46(2.2~3.4)
3.20+0.72(2.6~4.0)
428 +2.17(1.6~7.0)
4.73+0.42(4.4~52)
4.44+1.48(3.2~7.0)
4.96 +0.62(4.4~6.0)
5.84+0.38(5.2~6.2)
8.0

0.36+05000.2~1.2)
02040200 0 ~0.4)
0.84 +0.26(0.6~1.2)
08701208~ 1.00
0,96 £062(04~ 1.0
0930 12(0.8~1.00
0.88 +0.23(0.6~1.2)
0.86 + 00908~ 1.0
1.32+0.61(0.6~2.2)
1.60

Total (No*.) (40)

Mo.*: Mumber of cases (P-<0.05)
M**: mean number + 5D
BPH***: benign prostatic hypemplasia
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esenting chromatin condensation.
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