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Protective effects of modified reconbinant human acidic fibroblast growth factor on small intestina after
ischemia/reperfusion injury in rats SUN Tong — zhu, FU Xiao - bing, CHEN Wei, ZHENG Shu — yun,
WENG Li - xiny ZHAO Jing - yus LI Jun - yous, SUN Dan. Key Laboratory of Wound Repair, 304 th
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[Abstract] Objective To explore the protective effect of modified recombinant human acidic fibroblast
The

clamp on the superior mesenteric artery (SMA) was removed after clamping it for 45 minutes to replicate I/R

growth factor (rhaFGF) on small intestinal after ischemia/reperfusion (I/R) injury in rats. Methods

injury of the intestine in the rat. Rats were then divided randomly into sham operation group, normal saline
treatment group and rhaFGF treatment group, in which the rats of the normal saline treatment group were
injected 0.1 ml of normal saline and that of the rhaFGF group were given 4 pg of rhaFGF immediately after
reperfusion. The content of D —lactate in the plasma was determined and the changes in intestinal pathology
were observed. At the same time, the rates of apoptosis of intestinal epithelial cells were assessed 2, 6, 12
and 24 hours after I/R, and compared to the sham operation group. Results The plasma content of
D - lactate in the saline treatment group at 6 hours after I/R reached (0.34 £ 0.09) mg/L and was
significantly higher than that in the thaFGF treatment group((0. 2340. 07)mg/L,P<C0.05). It was shown
histologically that the intestinal structures were damaged more seriously in saline treatment group than in
rhaFGF group. The apoptosis rates in the saline treatment group and rhaFGF group were elevated
significantly, peaking at 12 hours after I/R injury ((62.841.7)% in saline group and (42.54+2.6)% in
rhaFGF treatment groupJ, then the rate began to fall. There was statistically significant differone between
the two groups at 12 hours after I/R injury. Conclusion rhaFGF can reduce content of D - lactate in the
plasma and rate of apoptosis of epithelial cells in the intestine after I/R injury, thus it seems to afford a
protective effect on the small intestine after I/R injury in rats.
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M rhaFGF &7 4, G WA R & B 4 ki - #E
2.6.12f1 24 h 4 AW, FH 6 AR, £3EE#K
Xt B8 20 F rhaFGF {637 40K B2 B #B L 1A i 5tk iR
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25 BEL BT L7 45 min, 74 3, ¥k B R 3 103 7 A R
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¥7 40 F R M- 75 7 0 B AR B 200 A K SRR ZE S e kit
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B IRIER B ERNAD)-HEBR-HE T
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Table 1 Content of plasma D - lactate after intestinal

I/R injury in rats(x+s,n—6) mg/L
it HEE2h HHE6h HHiE1Zh Bl 24h
AEBAMBEA  0.3140.10%  0.3440.09" 0.2540.05" 0.22£0.06
rhaFGF 74l 0.2540.07*  0.23£0.07" %  0.24+0.11* 0.20+0. 08

. 5MFRACO 13+£0. 09)mg/LIHE. * P<C0.05; 54
oK WA B - # P<C0. 05
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2.4 HARETRGE DD BEREHERET ER
fik. ALK BB rhaFGF (&7 24 B -1 7
2~24 h HRPETRPEH ST HEESTHERFA
(P ¥ <C0.05), 4 bk 3t B8 40 &R il - 75 8 7
12 h A EHT %535 (62. 8+ 1. 7) %, i rhaFGF j&
JTZH H (42. 54 2.6) % (P<C0.05), HAKBE &
rthaFGF 67 0 40 M A T 3R 0 ms K T A 3B 3 /K 3 B8
H,HELZHFEEX.
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% 2 rhaFGF XM -H#E X5 HENE
ArERNEE (ts.n=6)

Table 2 Effects of rhaFGF on apoptosis in intestine

after I/R injury(x+s.n=6) %
#5 fEEkeh  EHEEG6h AEE12h EEE U

62.8+1.7"% 52.5& 2.4°
42.5+2.6% " 38.6+11.8" "

EEEKMBA 4714 2.4%  51.8t2.4*
thaFGF ¥¥r4l 36.54+11.1* %" 38.1+8.5**%

B 5RFARMAG. 511.8) %IHE: - P<0. 05; F4: AKX
A KE. " P<0.05
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Figure 1 [nestine of sham-oparation group Figure 2 Intestine of normal saline treatment group at s Hours
(HE, »100) afterintestinal VB injury (HE, x100)
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Figure 3 Intestine of rnaFGF treatment group at 6 hours Flaura 4 Changes of apoptasis (n intestine (n sham-aperation
aftarintestinal VR infury (HE, x100) group (TUNEL, x200)
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