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Effects of perindopril on metabolism of prostaglandins in kidneys in pa-

tients with diabetic nephropathy

Feng Zhengping, Zhang Zhonghui, Zhang Ping, Feng Huafang, Meng Ping, Wang Fuhua, Ai Zhihua, Gong

Xia()yun (Department of Endocrinology, Southwest Hospital,

Abstract Objective:

Third Military M edical University, Chongqing, 400038)

To investigate the effects of perindopril on metabolism of prostaglandins in kid—

neys at the early stage of diabetic nephropathy (DN) to explore the mechanism of prevention and treatment of

DN with perindopril. Methods:

Fortyfour cases of non-dinsulindependent diabetes mellitus with microalbu-

minuria and normatension were randomized into the routinelytreated group (RTG) and perindopril-treated

group (PTG). Results:

and prostaglandin E, ( PGE) was increased by 28. Yo and 24. 3%

Eight weeks after the treatment, the excretion of unnary 6-keto-prostaglandin Fy

respectively while the excretion of unnary

thromboxane B2 remained stablein PTG- In RTG, no significant changes were found. Conclusion: Perindo-

pril might protect renal function in patients with DN through increasing the production of prostacyclin and

PGE,.
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Loss of heterozygosity at YNZ22 and DCC loci containing variable num-

ber of tanden repeat seqment in esophageal carcinoma

Wang Mingrong, Fang Dianchun, Luo Yuanhui, Lu Rong, Liu Weiwen (Departments of Thoracic Surgery, South-
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Abstract Objective: To evaluate the role of loss of heterozygosity (LO H) at tumor suppressor genetic

loci in the carcinogenesis of esophageal carcinoma Methods:

Polymorphic analysis of the genetic lod of

YNZ22 and DCC containing a variable number of tandem repeat w as performedin 46 surgically resected spec—

imens of esophageal carcinoma with PCR. Results:

LO Hand YNZ22 and at DCC were detected in 44. &b

and

32 Vb of the cases of our series respectively. No significant correlation existed between the LOH at YN 722

and DCC loci and the histological types, tumor size, systemic invasion and lymph node metastasis of the car—

cinoma (P> 0.05). Conclusion: Our findings suggest that LO H at YNZ22 and DCC genetic loci may be in—

volved in the carcinogenesis of esophageal carcinoma.
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