1552 I RAFSE 2016 4F 11 H 4529 #:%5 11 #]  Chinese Journal of Clinical Research, November 2016, Vol. 29, No. 11

— A RS T VEGF X R BT AL K AREAF T B 52 Wi

EE, AWML, Ay, HEs
LM L CREBE RO, IR B 2775005
2 AR STEBRTFASME, A Fre 250021

WE: BN ST %A (NO) A F S N A K E - (VEGE) XHE B BRI 52, ik I IRREENLEL
TN 48 H Wistar K EFHHLSY J S48 41 (n =24) AU IRLL (n =24) ,48 HR BRI T H0 a5 AT 2 A0 B 1 K B
BOAY, SEEG2H DUZC R 2R A NO ik, e f5 B2 46 K BRUIE IR P i S 22 A &R (300 mg/kg Jill 2 ml/kg Az #
oK), ZIE RG24 h S LR, RS T R X A R I 2 ml kg AEBHERK o 435N SABC g i fhik
K HE B0 VEGFE 2 [ (1 33k BOBAE A 1 2B 1 L, RT-PCR 345 VEGE mRNA (3235 ; I FH R IEAE 176 K
Lo RSB BETH R AT 2, S8R S0 IRAH LU, S0 21 MO S (0 SR TR AR €8 00T, 40T 9 4, RO 4Rl 4
PN B2 R P e L IR A SR A AR AR v o SIS ARG R A X595 A (R R B A SR 48 308 A=, S 0 4B A il A 448 2
TR, USSR U A5 T 425 F B G2 (P >0.05) s X IR @555 7 K (7.60 £2.56)
R/ B R AT, SR AR 55 7 K (12,82 4. 17) MR/ R A5 HLET , A ZE R A G2 L (P <0.01) , HS
B REEET R, IR B A4 VEGF mRNA AHXF 235 7K - 25 85 F- X3 R4 [ (0. 88 £0.07)vs(0.52 +0.06) ,P <
0.05;(1.74 0. 12)vs(1.10 £0.08) ,P <0.01] , ARJ5% 7 RIZK2H K BRI FI97EIE R (74. 81 £5.36) % I i
TR IR (50. 10 £4.17) % , 2 RAGFTE L (P <0.01) , 45 NO v VEGF Ay FH s il Ak 36 e RS H
ARG HIHARER , % B IR A B A AP Ve

KB : AR RS R, WENEERRT;, S0, LIEEER; MIEF; KR
FESES: R628 XEFRIRM: B XE=HE: 1674 -8182(2016)11 —1522 - 04

Influence of nitric oxide on survival of random pattern
skin flap by mediating VEGF in rat model
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Abstract: Objective To explore the influence of nitric oxide (NO) on the survival of the random patterns skin flap by
mediating vascular endothelial growth factor( VEGF) . Methods A total of 48 Wistar rats were randomly divided into ex-
perimental group and control group according to random number table method (n =24 each). The random pattern skin flap
model was established on rat back. In experimental group,taking exogenous L-arginin as NO donator, intraperitoneal injec-
tion of L-arginin (300 mg/kg) and normal saline (2 ml/kg) was given immediately after modeling, and normal saline
(2 ml/kg) was given in control group (once every 24 hours for 7 days in both groups) . Taking rat skin flap survival sam-
ple,SABC immunohistochemistry and HE staining were used to detect the expression of VEGF protein and microvascular
hyperplasia situation of skin flap. Reverse transcription-polymerase chain reaction (RT-PCR) method was used to detect the
expression of VEGF mRNA in skin flap tissues. The survival rate of skin flap was calculated by the ratio of survival length
of the skin flap to the actual length of the skin flap. Results Compared with control group, cytoplasm staining was dense
dark brown particles,and dyeing deepened in vascular endothelial cells of skin flap tissues with centralized brown particle
distribution in experimental group. The microvascular hyperplasia of different degree was found in both groups,and neomi-
crovascular hyperplasia in experimental group was more significant. There was no significant difference in microvascular
count of skin flap ( per high power field) at the first day after modeling between experimental group and control group( P >
0.05) but was significant difference at the seventh day after modeling [ (12.82 £4.17) vs (7.60 £2.56) ,P <0.01].
Compared with control group,the relative expression levels of VEGF mRNA at 1- and 7-day after modeling in experimental

group were all significantly higher than those in control group [ (0.88 £0.07) vs (0.52 £0.06),P <0.05;(1.74 =
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0.12)ws (1.10 £0.08) ,P <0.01]. The survival rate of skin flap in experimental group was significantly higher than that
in control group at the seventh day after modeling [ (74.81 £5.36)% wvs (50.10 £4.17)% ,P <0. 01 ]. Conclusion

NO-mediated VEGF higher-expression can improve the microcirculation after skin flap transplantation and has the protect

effect on transplanted skin flap skin flap.

Key words: Random patterns skin flap; Skin flap transplantation; Skin flap survival rate; Vascular endothelial growth

factor; Nitric oxide; L-arginin; Microcirculation; Rat
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