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Relationship of the expression of VEGF and VEGFR-2 in wound with postoperative
wound healing time in patients with stage I anal fissure wound expression of VEGF
and VEGFR-2 and wound healing time after stage [ anal fissure
TAO Yi-qius, ZHANG Dong-mei” , SHEN Fei-fei, DU Jia-qi
(Department of Proctology, Shuguang Hospital Affiliated to Shanghai University of
Traditional Chinese Medicine , Shanghai 200021, China)

[Abstract] Objective To investigate the relationship of vascular endothelial growth factor
(VEGF) and vascular endothelial growth factor receptor-2 (VEGFR-2) expression on the wound
surface with postoperative wound healing time in patients with stage [l anal fissure. Methods A
total of 104 patients with stage [l anal fissure who underwent surgical treatment in our hospital
were selected as the research subjects. The levels of VEGF and VEGFR-2 collected from the
granulation tissue of the wound edge were detected at dressing change at one week after surgery.
The postoperative wound healing time of patients was statistically analyzed., and the patients

were divided into three groups according to the third percentile of postoperative wound healing
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time of patients. The clinical data and the levels of VEGF and VEGFR-2 on the wound surface in
the three groups were compared. The correlation of VEGF and VEGFR-2 with postoperative
wound healing time as well as the influencing factors of postoperative wound healing time was
There were significant differences in VEGF and VEGFR-2 levels among the
three groups (P<C0. 05). The lower the levels of VEGF and VEGFR-2 on the wound surface, the
longer the wound healing time (P<C0.05). VEGF and VEGFR-2 were negatively correlated with

postoperative wound healing time (P<C0. 05). Constipation, duration of operation, open incision,

analyzed. Results

wound longitudinal diameter and wound transverse diameter were independent risk factors for
postoperative wound healing time, and VEGF and VEGFR-2 were independent protective factors
for postoperative wound healing time (P <C0. 05). Conclusion The levels of VEGF and VEGFR-2
on the wound surface are negatively correlated with the wound healing time after surgery for

stage [I anal fissure. The two indexes can be used to determine the wound healing of patients,

thus providing guidance for the improvement of postoperative treatment plans.
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Table 1 Comparison of clinical data in the three groups
4 51 1% P 70 R (5.4 R £s  AD WA B, %0 E
B pogin (xr £s5,cm)
<18 d 4l 34 25(73.53) 9(26.47) 32.0646.11 6.8241.46 15(44.11) 2.3940.41
18~24 d 41 35 27(77.14) 8(22.86) 30.204:5.78 7.3241.58 18(51.43) 2.5640.43
>24 d 4l 35 28(80.00) 7(20.00) 31.2746.02 7.80+1.41" 20(57.14) 2.69+0.39"
X/F/Z {8 0.408 0.845 3.770 1.175 4.632
P 0.815 0.433 0.026 0.556 0.012
a3 - PR L [IN7EF N &I IR £ It R R A5 B R
B, %0 (B, %) ) ) B, %) (B, %)
<18 d 4l 34 18(52.94) 15(44.12) 9(26.47) 16(47.06) 8(23.53) 1(2.94)
18~24 d 41 35 20(57.14) 21(60.00) 14(40.00) 17(48.57) 10(28.57) 1(5.7D)
>24 d 4l 35 22(62.86) 27¢77.14) 20(57.14) " 19(54.29) 11(31.43) 3(8.57)
X/F/Z {8 0.701 7.884 6.730 0.403 0.548 1.006
P 0.704 0.019 0.035 0.817 0.761 0.605
a5 . B BRAR FARIT R WL 9% F A 1] (B8, %)
) (Bil%. %) CILSERESTN RSN <30 min =30 min
<18 d 4l 34 3(8.82) 4(11.76) 7(20.59) 27(79.41) 26(76.47) 8(23.53)
18~24 d 41 35 5(14.29) 5(14.29) 13(37.14) 22(62.86) 21(60.00) 14(40.00)
>24 d 4l 35 9(25.71) 8(22.86) 18(51.43) " 17(48.57) 15(42.86) " 20(57.14)
X2/F/7Z {8 3.762 1.716 7.083 8.097
P {H 0.152 0.424 0.029 0.017
a1 % VIISESIC Ik 8 2)) A5 YR HE B B ] R, %0 EIERE
e vn L IF ) <24 h 24~48 h >48 h (7 +5,cm)
<18 d4 34 6(17.65) 28(82.35) 4(11.76) 25(73.53) 5(14.71D) 3.69+0.73
18~24 d 41 35 12(34.29) 23(65.71) 8(22.86) 19(54.29) 8(22.86) 3.9140.78
>24 d 4l 35 17(48.57) " 18(51.43) 11(31.43) 14(40.00) 10(28.57) 4.2040.68"
X2 /F/Z {8 7.396 8.038 4.228
P{H 0.025 0.090 0.017
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Table 2 Comparison of VEGF and VEGFR-2 levels on the

wound surface in the three groups
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2.3 VEGF.VEGFR-2 5 A J5 4 i A 4 W 8] i 45 >24 d 35 0.3640.02" * 0.3840.02" #

. | . . . F & 24.492 18.858

¥t VEGF(r=—0.656,P<C0.001), VEGFR-2 P 0001 —0.001

(r=—0.618,P<C0.001) 5K J5 &) H &1 & if 7] £ 7

* P {H<C0.05 5<C18 d 4
(SNK-q K5

£ P 5<C0.05 5 18~24 d %4 [L %



+ 598 -

=[S S AN S 74

HAasE Ho

0.5
<9
2 0.4
-
0.3 1 1 1 L |
10 15 20 25 30
BUTH A E] (d)
B 1 VEGF 5ARGEEIEAA /8§ HE X%
Figure 1 Correlation between VEGF and postoperative wound

healing time

0.5
~
=
% 0.4
=
=
0.3 1 1 I 1
10 15 20 25 30
BT & A (d)

2 VEGFR-2 5REEIHRES FEHHEXE
Figure 1  Correlation between VEGFR-2 and postoperative

wound healing time

2.4 ARFRIHASEEQZEKZE  PORJEEm
A I [V Sy 5 A o, AR FE VRS AL TR 5
FAR I X FARBE Y] O 2R Q) A B TR
12 . VEGF \VEGFR-2 1 Jy fift A2 i, HAR (R WL %
3. L EHREREMAAITZ 512K Logistic [HIHFIARL, 45
SR RS TR ] T A P) AR R T
BEAR R AR 5 2 AT G I ] A 0k ST e B P &R VEGE
VEGFR-2 # AR J5 @1 I & & mf [ 5 fh 57 o 47 R
(P<C0.05), W4,
*3 BE
Table 3 Assignment
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Table 4 Ordered multiclass Logistic analysis of postoperative wound healing time

A al 5 2 %k T 1 15 Wald X* {8 P4 OR fH 95%CI
18~24 d 1.042 0.309 11.371 <<0.001 — —

>24 d 1.524 0.341 19.973 <0.001 — —

i 2 0.345 0.302 1.309 0.253 1.413 0.781~2.552
{87 b 0.796 0.332 5.747 0.034 2.216 1.156~4.249
A FA L 0.329 0.327 1.015 0.314 1.390 0.732~2.638
FAITR 0.345 0.325 1.129 0.288 1.412 0.747~2.670
FAR M ) 0.863 0.371 5.078 0.024 2.370 1.115~4.744
YroEm 1.053 0.348 9.163 0.002 2.867 1.449~5.669
LT 1.224 0.395 9.602 0.002 3.401 1.568~7.376
A1) 1 £ 42 1.176 0.378 9.671 0.002 3.240 1.545~6.800
VEGF —1.094 0.314 12.142 <0.001 0.335 0.181~0.620
VEGFR-2 —1.013 0.306 10.958 0.001 0.363 0.199~0.662
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