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The expression of FHIT protein and p21 protein in vulvar condyloma

acuminatum and vulvar intraepithelial neoplasia
FAN Yu—juan,et dl
(Department of Gynecology , the First Affliated Hospital , Guangxi Medical University )
[ Abstract JObjective: To probe the expression of Fragile histidine triad (FHIT )and p21 protein in Vulvar Condyloma acuminatum( VCA)
and vulvar intraepithelial neoplasia (VIN). Methods : Immunohistochemistry was used to detect FHIT and p21 expression in 51 cases of
VCA, 39 cases of VIN and 20 cases of normal vulvar epithelium. Results: The positive rate of FHIT in VCA and VIN [ ~ 1 \VINII was
obviously lower than which in normal tissue( P=0.000 1) ;there was no statistic significance in the positive rate of FHIT expression between
VINII and VCA (P=0.592);the positive rate of p21 in normal vulva, VIN and VCA has statistic significance;there was no statistic
significance in the positive rate of p21 expression between VIN and VCA (P=0.793). Conclusion: (1) FHIT and p21 expression are
associated with the development and progression of VCA and VIN.(2)The abnormality of FHIT gene is a early event in the development

and progression of vulvar cancer.
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ERMAENHIER  ApnA B S5MMRAHME AT {55
SHEZE T, ApnA WBFERR o] LIS N4 & 78 FHIT
HEH W AT 2187 P8 FHIT-ApnA E&4), ¥
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caspase—8 J3 311 ; 53 — R BORL A PN B8 5 TE R K
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ARERSNAB RN R E MG, SAAHBEITRENARBUSA
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[# E]B&. . FTLBHEIRE A SNBSS E 88 75 i T 40 ( Mesenchymal stem cells, MSCs ) 548 X A5 %4 4 31 3h ik 45
JEHRMBEAE R R AT RENLE . & % . BT SR shPkoBRERE AL B AR A , b 4 M 42 ¥ 1 3% ] F ( Granulocyte colony—stimulating factor,
G-CSF)Zh B 5 d k&SN R, % B B B0 B 45 6 B MR % S AR AR Alifh i) MSCs, 1 38 B 4% 8,58 % B 1 (Enhanced
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Effect of transplantation of mesenchymal stem cells on endothelium repair in

rabbits with balloon-induced injury carotid
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[ Abstracts JObjective: To investigate the effect and its possible mechanism of peripheral blood mesenchymal stem cells (MSCs) on
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endothelium repair in Rabbits with balloon-induced injury
carotid. Methods: Purified MSCs were Obtained from peripheral
blood through combining density gradient centrifugation with

repeating adherence cultivation after the application of Granulocyte
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