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Expression and significance of platelet derived growth factor B and its receptors o in skin lesions of recurrent condyloma acuminatum”
Wang Jun ,Chen Xiyin ,Liu Wenbei Chang Xiaoli s He Caifeng . Ji Bihua
(Department of Dermatology .Yijishan Hospital of Wannan Medical College s Wuhu s Anhui 241000 ,China)
[ Abstract | To investigate the expression of platelet-derived growth factor B(PDGF-B) and PDGFR-¢ mRNA in
the skin lesion of recurrent condyloma acuminatum (CA) and to explore its relationship with recurrent condyloma acuminatum.

Methods

Objective

The expressions of PDGF-B and PDGFR-o mRNA in the lesions of recurrent CA and Nonrecurrent CA were investigated
The PDGF-B and PDGFR-a mRNA levels in the re-
current CA group and non-recurrent CA group were significantly higher than those in the normal control group.the differences were
statistically significant(P<C0. 05). The expressions of PDGF-B and PDGFR-a mRNA in the recurrent CA group were higher than
those in the non-recurrent CA group(P<C0. 01). Furthermore, the expressions of PDGF-B and PDGFR-« mRNA before treatment in
the recurrent CA group were higher than those after treatment(P<C0. 01). Conclusion PDGF-B and PDGFR-a¢ mRNA might haue

by Real-Time-PCR,and the normal foreskins were taken as controls. Results

a certain relation with CA recurrence.
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pL,oligo dT(18) 1 uL,dNTP 3 pL,RNAse Inhibitor 1 pL, M-
MLV ¥ # 0 1 pL, A DEPC ZbBiK % 25 pL, 70 CHiA
P 5 min,42 CHEH 60 min, —20 CIEFF4 .

1.3.4 PCR [ #H & AERF AT . M AKR R 20
pL. 35 cDNA 2 uL.SYBR green Premix Ex Taq [l 10 pL,
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5'-CCC AGC AGC TCA AGA AGA AAA-3', FTiif 5'-CAA
AGA GCG ACC CCA TCA GT-3', ¢ 8 7= ) i Bt K F&F 110 bp;
H i F PDGFR-q: Fif# 5'-TGC TAT CGG CAG ATG ATG
CT-3', Fiit 5'-GGC CAA TCT GGC TCA GTC TTC-3', 4"
P R B BE 140 bps I B BRIE A B-actin: L 5'-CTA CAA
TGA GCT GCG TGT GGC-3', Fiff 5'-CAG GTC CAG ACG
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Ak 95 °C 30 5,95 °C 55,60 °C 35 5,40 MGEIF, Gl i 28 4
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45 n PDGF-B mRNA PDGFR-a mRNA
CAERM 30 14.75+1.13 16.86+1.25
CARERH 16 13.36+1.68 13.43+1.20
Xt R A1 20 11.18%1. 81 12.23+1.61
F 33.91 77.66
P <20.01 <0. 01
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M3k JAJTET PDGF-B mRNA il PDGFR-¢ mRNA 7k 1y
BTG (1=7.30.6.07,P<<0.01), L3 2,
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205 n PDGF-B mRNA PDGFR-¢ mRNA
YEIT T 30 14.7541.13 16. 861, 25
BITIE 30 13.16+1. 32 14.9942.19
¢ 7.30 6.07
P <0.01 <0.01
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