<2224 - DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol19 NO.12 JUN.2019

doi: 10.13241/j.cnki.pmb.2019.12.005

e 554 VEGE 3R BRI eNOS &K #k ity g *
OB SmEW ! BREA-REA EMmE ERE & A DA

(UHBRERIRES— IR BE #7428 5§ K 5T 830054; 2 Fiim R R A Bl B2 e as rhul #7428 5% K5+ 830054)

B2 BRI KRG &4z P VEGF 83 #2828 eNOS SR Rk 9 v, Fik: RA T KRR 1 LR GiAER, 5 5] AVEGF

e 1] %G &, (VEGF 4940 7)) F 7, LA K R 245 /6 it 4209 20 8 %2 K 4L ,PCR 4l &) & eNOS A B a9 Ak, 5FR: MR

VEGF 4 Kk F 4 @ & T4, A RA K A TaE EL R, MO LAe| daesmt; HE £ 64 R 2745 % 2.8.21 X VEGF 41
KRR FAL M S REN G T RAATEAR 4, PCR £ 22724/ % 2.8 £ VEGF 2849 eNOS £ H 4 %

KA B LR, BLR A1) 8 S 2t BB 2R A A it & L(P<<0.05), Z5i8:VEGF 55 %245 4) @ eNOS K B 69 £ X | 3 hn do 5 24 %,

FEH-F NO #4£m&, A 4 T4 @

X519 2 15 ;4] B AE-; VEGF;eNOS

E4 S R33;R644  THEFRIRED:A XEHS:1673-6273(2019)12-2224-04

Effect of VEGF on the Expression of eNOS Gene in Epidermal Tissue
of Rats under Scalded Condition*

SUN Meng', JIN Li-li’, Wulaer-ADELI', WANG Rui-ping’, REN Ya-fan', GAO Yu', FENG Shu-mer*
(1 First Clinical College of Xinjiang Medical University, Urumgqi, Xinjiang, 830054, China;
2 Morphologic Center of Basic Medical School of Xinjiang Medical University, Urumgqi, Xinjiang, 830054, China)

ABSTRACT Objective: To investigate the effect of VEGF on the expression of eNOS gene in skin tissue during scald healed in rats.
Methods: A rat model of deep II degree scald was used and rats were treated respectively with VEGF and Axitinib (VEGF inhibitor).
During the process of wound healed, skin tissues were taken to have a histological examination, and the expression of eNOS gene were
further detected by RT-PCR. Results: The histological results showed that the VEGF group had the fastest wound healing rate, the rate of
control group was in the middle, and the Axitinib group was the latest. The infiltration degree of inflammatory cells and the number of
new capillaries in VEGF group were higher than those in control group and Axitinib group on the 2nd day after injuried. PCR detction
revealed that the expression of eNOS gene in VEGF group was up-regulated on 8 days after scalded, and there was significant difference
between the two groups at the same time (P<0.05). Conclusion: VEGF can induce the expression of eNOS gene in scald wound and
increases the production of NO(an important angiogenic factor). VEGF is beneficial to wound heals.
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Fig.1 Thenaked eye observation and HE stained of skin scald in model rats

(a: naked eye observation, b: HE stained)
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Fig.2 HE stained Results in 3 groups after scalded
Note: (a~c: HE results of control group at 2 d, 8 d and 21 d, d~f: HE results of VEGF group at 2 d, 8 d and 21 d; g~i: HE results of Axitinib group
at2d,8dand 21 d)
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Table 1 Comparison of eNOS gene expression at different time points in three groups of rats

After burns(Number of days)
Groups
2 8 21
Control group 1.00+ 0.35 1.01% 0.21 1.02+ 0.30
VEGF group 20.68+ 0.61* 1439.81+ 666.16* 0.21+ 0.15
Axitinib group 9.15+ 8.47 0.27+ 0.06" 2.66+ 1.03*

Note: Comparison of simultaneous time points:* Compared with control group, P<0.05; “Compared with VEGF group: P<0.05.
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Fig.3 Changing trend of eNOS gene expression at different time points in

VEGF group and Axitinib group
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