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Relationship between overexpression of p53 protein and intratumoral mi-

crovessel density in osteosarcoma

Wang Dong, Chen Li, Gao Fengxun, Wang Aimin ( Department of Pathology, Daping Hospital, Third Military Medical
University, Chongqing, 400042)

Abstract Objective: To study the relationship between overexpression of p53 protein and intratumoral
microvessel density (MVD) and their prognostic significance in osteosarcoma. Methods: The expression of
p53 protein and MVD count in 80 cases of osteosarcoma were determined with immunohistoch emistry and
morphometry. Results: The overexpression of p53 protein was significantly associated with MV D count and
the two parameters were important in evaluation of the prognosis of osteosarcoma. p53 positivity was the
most important index to predict the overall survival rate in patients with osteosarcoma. Conclusion: Tt isindi-
cated that p33 protein involves in angiogenesis and its overexpression is animportant angiogenic phenotype in
neoplasm. Meanwhile, p53 protein and MVD may be useful prognostic indicators for patients with osteosar—
coma.
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Changes of endothelin in plasma and pancreas in rats with acute hemor-

rhagic necrotizing pancreatitis and their significance

Ren Xiaobao, He Zhengping, Feng Huafang, Duan Hengchun, Yang Hengwen (Department of Hepatobiliary
Srugery, Southwest Hospital, Third Military M edical University, Chongqing, 400038)

Abstract Objective: To measure the content of endothelin (ET)in the plasma and pancreas in rats with
acute hemorrhagic necrotizing pancreatitis ( AHN P) and determine the role of ET in the pathogenesis of AH-
NP. Methods: After the model of AHN P was established with the injection of 3% sodium taurocholate into
the bile-pancreatic duct in rats, the changes of pancreatic blood flow (PBF), levels of ET and 1, 4, 5-
trisphosphate (1P3) in pancreatic tissue and the content of [Ca® ]i in pancreatic cells were dynamically ob—
served. M eanw hile, the pathological changes of the pancreatic tissue (PCPT) were also quantitatively ana—
lyzed. Results: Thelevel of ET in the plasma and pancreatic tissue w as significantly increased and its increase
in the plasma was slower than that in the pancreatic tissue in the early stage Significant correlation was
found among ET levelin the plasma, ET level in the pancreatic tissue, PBF, IP3, [Ca® Ji and PCPT and the
first was more closely correlated with the last four than the second. Conclusion: ET in the pancreas might
mediate pancreatic ischemia in the early stage and that in the plasma aggravate pancreatic injury after AHNP
in rats.
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