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Expressions of vascular endothelial growth factor endostatin

and microvessel density in pterygia tissues
Peng Chang' Jiang Zhengxuan® Liang Kun® et al
(' Dept of Graduate School Anhui Medical University Hefei 230032 *Dept of Ophthalmology
The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the angiogenic imbalance in pterygium tissues of Chinese patients. Methods

Forty pterygia and thirtyfive normal bulbar conjunctivas were obtained. Proangiogenic and antiangiogenic factors
such as vascular endothelial growth factor (VEGF) and endostatin were texted by immunohistochemical and west—
ern-blot. And microvessel density (MVD) was evaluated with immunoassaying for CD31. Results Our study re—
vealed that the positive rate of VEGF significantly increased in the pterygium samples compared to the normal con—
junctiva samples. Immunohistochemical staining of pterygium tissues indicated less intense staining of endostatin in
pterygium comparing normal bulbar conjunctivas. And microvessel density was higher in the pterygium tissues than
normal conjunctiva. Conclusion The finding of high levels of proangiogenic factors and low levels of antiangiogen—
ic factors in pterygia confirm that both proangiogenic and antiangiogenic factors are known to play an important role
in human pterygium pathogenesis.
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Analysis of therapeutic effect and the correlative influencing factors of

glucocorticoids treatment in patients with severe ulcerative colitis
Liu Minwen Han Wei Mei Qiao et al
(Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To analyze therapeutic effect and the possible influencing factors of glucocorticoids treatment
in patients with severe ulcerative colitis (SUC). Methods Medical records of 113 SUC in-patients from January
2001 to February 2013 in The First Affiliated Hospital of Anhui Medical University were collected. According to the
reaction to glucocorticoids treatment SUC patients were divided into complete remission group partial remission
group and non-response group. The general data lesion clinical symptoms laboratory findings endoscopic mor—
phological features and treatment outcome of these three groups were compared. The possible influencing factors of
glucocorticoids treatment in patients with SUC were analyzed. Results Totally 113 SUC patients were enrolled of
which 85% (96/113) patients received glucocorticoids treatment. Assess the therapeutic effect of glucocorticoids
treatment at day 5 ~7 complete remission group partial remission group and non-response group took up 32. 3%
26.0% 41.7% respectively. Part of partial remission group patients and non-response group patients could have
remission through extending the period of glucocorticoids treatment but with an increased risk of rescue therapies
and surgical treatment. Compared with complete remission group the proportion of partial remission group was
higher in stool frequency =10/day on admission previous severe attack blood in stools at day 3 with statistical
significant difference (P <0.05). The proportion of non—esponse group was higher in stool frequency =10/day on
admission previous severe attack stool frequency >6 /day at day 3 blood in stools at day 3 severe hypoalbumin—
emia( <25 g/L)and the number of stool frequency at day 1 ~3 with statistical significant difference (P <0. 05).
In addition compared with complete remission group severe lesions were found with high frequency in the partial
remission group and non-response group especially punched out ulcer with statistical significant difference be—
tween the two groups(P =0.044). Conclusion Part of partial remission group and non-response group patients
could have remission phrough extending the period of glucocorticoids treatment but with an increased risk of rescue
therapies and surgical treatment; rapid response to glucocorticoids treatment can be predicted by combing clinical
symptoms laboratory findings and endoscopic morphological parameters.
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