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Arginine stimulation test in evaluating the function of islet p-cell
Sun Jianran Hui Cancan Deng Datong et al

( Dept of Endocrinology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the standard bread meal test and the arginine stimulation test in evaluating
beta cell function. Methods 118 hospitalized patients with type 2 diabetes were carried out arginine stimulation
test and standard bread meal test to evaluate the function of islet B—cell. Moreover the safety the efficiency and
the clinical value of arginine stimulation test were estimated. Results For each time point there were differences
of blood glucose between standard bread meal test and arginine stimulation test ( P <0.001) . However the blood
glucose changes of arginine stimulation test were lower than those of the standard bread meal test( P <0.001) . In—
sulin area under the curve mean value peak value of arginine stimulation test had positive correlation with insulin
area under the curve of the standard bread meal test. Conclusion The results of arginine stimulation test are con—
sistent with those of standard bread meal test. Furthermore the arginine stimulation test shows a superiority to as—
sess islet function of type 2 diabetes patients suggesting it has advantages such as less impact on blood sugar sim—
pler operation and more safety.
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Receptor interacting protein kinase 1 expression in esophageal

squamous carcinoma and clinical significance
Cui Kai' Geng Huiwu® Ji Qiang’ et al
( 'Dept of Thoracic Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Faculty of Biology Anhui Medical University Hefei 230032)

Abstract Objective
kinase 1( RIP1) in esophageal squamous cell carcinoma. Methods

The investigation of the expression and clinical significance of receptor interacting protein
Immunohistochemistry and Western blot analy—
sis were applied to detect and analyze the expression of RIP1 in cancer tissue and the relevant pericarcinomatous

RIP1

then in pericarcinomatous

tissue as well as in the corresponding normal esophageal mucosa in 100 cases of ESCC patients. Results
expression levels in 71% of cases were demonstrated to be the highest in cancer tissue
tissue and normal esophageal mucosa in sequence with statistical significance( P <0.05) . 20% of cases indicated
that expression of RIP1 in pericarcinomatous tissue relating to esophageal squamous carcinoma was higher than that
in cancer tissue and normal esophageal mucosa orderly( P < 0. 05) . The investigated up-regulated expression of
RIP1 in cancer tissue was proved to be relevant with TNM stage pathologic grade and lymph node metastasis( P <
0. 05)
sue was suggested to be corresponding to invasion depth and TNM stage( P < 0. 05)

while it was not associated with sex and age. The up—<regulated expression of RIP1 in pericarcinomatous tis—
but not to sex age lymph
node metastasis or pathological grading. Conclusion The up-regulated expression of RIP1 in esophageal squamous
carcinoma is supposed to be relevant to pathological grading TNM stage and prognosis which also is effective in
the genesis and development of esophageal squamous carcinoma.
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