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Regulation of Testosterone Secretion of Leydig Cells from Sertoli Cells of Rhesus Monkeys. Wang Xunli, Xie Jindong ,Zhou Jianhua. Fu-
Jjian University of Traditional Chinese Medicine , Fujian 350108 ,China

Abstract Objective To study the regulation of the testosterone secretion of leydig cells from sertoli cells of the rhesus monkey.
Methods By using serum — free, we analyzed that the effect of gonadotropin — releasing hormone (GnRH) , follicle stimulating hormone
(FSH) , epidermal growth factor (EGF) , endothelin 1 (ET - 1) and interleukin =1 (IL = 1) on the secretion of testosterone in sertoli —
leydig co — culture. Results The experimental results showed that GnRH, FSH, EGF and ET -1 stimulated the testosterone secretion of
sertoli — leydig co — culture, and the relation between this influence and the number of sertoli cells cultivation was linear, as that the in-

crease of sertoli cells would lead to significantly raise of the testosterone secreation; but the IL —1 would not affect testosterone secretion

for sertoli — leydig co — culture. Conclusion These results suggest that the key role of steroli cells in the regulation of leydig cells to se-

crete testosterone.
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Multicomponent Quantitative Method of Rehmannia Glutinosa Libosch. Based on the Chromatographic Fingerprint and Pharmacological
Effect Correlation. Wang Mei,Guo Dongyan ,Shi Yanqiong ,Wang Xing. The Preparation Center of Affiliated Hospital of Shaanxi University
of Traditional Chinese Medicine, Shanxi 712000 ,China

Abstract Objective To investigate the quantitative method in the form of fingerprint peaks of Rehmannia glutinosa Libosch. as
benchmark peak. Methods The fingerprints of Rehmannia glutinosa Libosch. were obtained by HPLC. The peaks which could separate
from the baseline were defined as fingerprint peaks, and the peak of Catalpol was appointed as the benchmark peak. All the fingerprint
peaks were quantified grounded on the peak of Catalpol. Results Thirteen fingerprint peaks were defined, and quantified rested on the
peak of Catalpol. Conclusion A multicomponent quantitative method for Rehmannia glutinosa Libosch. was established, and the estab-
lished method was feasible.

Key words Rehmannia glutinosa Libosch ; Fingerprint; Quantitative method ; Catalpol
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