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Relevance of Stromal Cell — Derived Factor —1 and Vascular Endothelial Growth Factor in the Vitreous and Serum of Proliferative Diabetic
Retinopathy. You Yian, Xu Wenyi, Zhou Leru. The First Affiliated Hospital, Wenzhou Medical College, Zhejiang 325000, China

Abstract Objective To investigate the relevance of SDF -1 and VEGF in the vitreous and serum in the patients with proliferative
diabetic retinopathy. Methods We used the vitreous and serum from twenty — seven patients who had proliferative diabetic retinopathy
and vitrectomy as the research group. The vitreous from ocular donor during the corneal transplant and the serum from the healthy person
who took part in the healthy examination were in the control group. The volumes of SDF —1 and VEGF in the vitreous and serum were
measured by enzyme — linked immunosorbent assay. We also divided 22 patients in research group into two subgroups: PRP group and
Non — PRP group. Results The vitreous concentration of SDF — 1 and VEGF in eyes with PDR were 179. 07 +80. 64 and 1721.19 =
1021.59pg/ml, respectively, which were significantly higher than that in control group 62.00 + 19. 84 and 98. 80 +37. 88 pg/ml(P <
0.001) ,respectively. The difference of SDF — 1 and VEGF among the three groups ( Non — PRP group, PRP group and control group) was
significant( F =21.61,F =16.39,P <0.001). The levels of SDF - 1 and VEGF in PRP group were much lower than the Non — PRP
group( P <0.005). The vitreous concentration of SDF — 1 correlated significantly with that of VEGF in eyes with PDR. The vitreous con-
centration of SDF — 1, VEGF correlated significantly with the serum level of SDF -1 in patients with PDR. Conclusion The vitreous lev-

els of SDF — 1 and VEGF were increased in eyes with PDR. SDF -1 and VEGF may be correlated with angiogenesis of PDR. PRP may

decrease vitreous concentration of SDF — 1 and VEGF, and inhibit angiogenesis of PDR.

Key words Diabetic retinopathy; Stromal cell — derived factor — 1 (SDF — 1) ; Vascular endothelial growth factor ( VEGF)
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Effect of Drug on Testicular Spermatogenetic Function of the Contralateral Testicular After Unilateral Testicular Torsion in Prepubertal
Rats. Lin Xiaokun, Qin Le, Xie Tianchun,et al. Department of Pediatric Surgery, The Affiliated Yuying Children’s Hospital of Wenzhou
Medical College , Zhejiang 325027 , China

Abstract

Objective To investigate the effect of drug on the histological changes and spermatogenesis of the contralateral testis in

prepuberty after unilateral testicular torsion in prepubertal rats. Methods Twenty — eight prepubertal male Sprague — Dawley rats were e-
qually randomized into group A (sham - operation) , group B( torsion/detorsion) ,group C(L — NMMA ) and group D( cyclosporine) ,with 7
rats in each. The testicular torsion/detorsion model was established by the Turner method, then the rats took the corresponding drug treat-
ment. All the rats were fed under the same condition for 8 weeks and sacrificed. Histopathological observation was performed on the right
testis. Sperm counting and activity analysis were performed in epididymis. Results Compared with group B, there were significant differ-
ences in seminiferous epithelial layers, MSTD and testicular histological score between group C and D. Sperm concentration of epididymis

and sperm motility in rats of torsion group were also increased significantly. Conclusion L — NMMA and cyclosporine can reduce the

WA ERADRIRET R SRS WIITA (C1 -81) ;WM i Bl 4% 5 5 4 % B 5 B (Y20100305)

VB B 2325027 RN B A B B 7 0 L3 R Be /N JLAMEE (BR3P (28 5K OB ZE 4 DR BRE 3k i )1 LBR 19 5325027
S BE (A &)

TWIRAEE FRH G, T4 : cxm@ wame. net

T 1= 27 B B R A

- 104 -



	YXYJ1301 100.pdf
	YXYJ1301 101.pdf
	YXYJ1301 102.pdf
	YXYJ1301 103.pdf
	YXYJ1301 104.pdf

