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Studies on Histological Mechanism of Bone Loss of Castrated Male Rats CHENG Yi, ZH UHang, HUANG
Hai. H angzhou Chinese Traditional Medicine Hospital( Zhejiang H angzhou, 310007 )

[ Abstractl Objective To investigate the histological mechanism of t he bone loss of castrated male rats
and provied theoretical basis for clinical treatment. Methods 30 male rats aged 10 months w ere randomly dr
vided into two groups as normal and castrated pathological groups. The animals were sacrificed after adminsra-
tion Hethudan (a TCM agent) for 12 weeks. Lj and L, were chosen to make bone slices without decalificat ing
and then diverse bone indexes and superficial index es of bone morphological metrology were determined. AN O~
VA was used for data anlysis. Results Bone indexes in the pathological group were smaller than the normal
one( P< 0. 05) . The superficial indexes show: osteoclast index increased, osteogenesis index decreased, bone
transformation became faster than before( P< 0. 05). Conclusion Reconstruction of negative balance and
high bone transformation w ere the mechanisms of the bone loss of castrated male rats. T he method of combin-
ing with drugs to promote bone formation, restrain bone absorption, reduce bone transformation seems to be
useful for the treatment of senile male patients with osteoporosis.
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1 (x %)
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13 29. 09 3. 34 48. 593, 77" 20.21%1. 37" 155.92+15.61* 28.24%3 52¢
) ,P<0.05
2.2 2 \ ( MBN) (LS) (MR)
< 0. 05) ,
(0S) ( OSta) 31.14% (P< 0. 05); ( OSea)
, ( 0Sa) 28 04% ( P< 0.05)
2 (x_i s)
! 0St(%)  OSta(%)  LSt(%) MEBNt MRt(Mm/D) 0Se(%) OSea(%) LSe(%) MBNe MRe( Hm/ D)
(% 10- 3n/ Um) (% 10~ 3n/Hm)
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