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Experimental study of recombinant human intestinal trefoil factor on alleviating enterogenous
hypermetabolism after burn injury”
Wu Xiuwen' ,Wang Huan' ,Wu Wei® , Zhang Yong® ,Wan Qianzue® ,Jin Xing® , Xu Shuziu'® ,Peng Xi*4
(1. Department of Nursing s Bengbu Medical College s Bengbu,Anhui 233030 ,China;2. Institute of Burn Research .
Southwest Hospital ,State Key Laboratory of Trauma , Burns and Combined Injury ,
Third Military Medical University ,Chongqging 400038, China)
Abstract: Objective To study the effects of recombinant human intestinal trefoil factor (rhITF) on enterogenous hyperme-
tabolism after severe burn injury and its possible mechanisms. Methods The mouse model of 30% body surface area third degree
burns was established. 72 BALB/c mice were randomly divided into three groups:normal control(C, 8 cases) , burned control(B, 8
cases at each time point) and rhITF treatment(ITF,8 cases at each time point) groups. Resting energy expenditure(REE) . the level
of plasma tumor necrosis factor alpha( TNFa) , lipopolysaccharide (LLPS) , interleukin-1 (IL.-1) and interleukin-6 (11.-6) were deter-

After burn injury.the levels of REE,plasma TNFq, LPS,IL-1 and IL-6 in
the group B and ITF was significant higher than those before burn(P<C0. 05). Compared with the group B,the level of REE in the

mined before burn and on postburn 1,3,5,7 d. Results

group ITF were remarkable decreased with the average decreasing amplitude of 25% ,and the plasma TNFq, LPS,IL-1 and IL.-6 lev-
els were also lower than those in the group B(P<C0. 05). Conclusion rhITF treatment could abate the degree of intestine injury,de-
crease the inflammatory mediators in blood and reduce the enterogenous hypermitabolism.

Key words: enterogenous hypermetabolis; resting energy expenditure (REE) ; inflammatory mediators; intestinal trefoil factor
(ITF) ;burns
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*1 CHRMNREHBEARRMER REE HEK (L 5,k X 10°/m*)

20 51 0d 1d 3d 5d 7d

B 4 — 11.2441.23 18.82+1. 42" 22.454+1.96" 28.3543.12"

ITE 4 — 12.15+1. 22 15.88+1.25%4 16.47+1.33"4 19.45+1.78" 4

CH4 12.24+1.15 — — — —

* . P<C0.05,5 C4H 0 d I Lbd ;2 - P<<0. 05, 5 B 41 [ W AH A b #5s — < o TTEUR .

®2 CARMRRGEBEABMNERME LPSEEMNETH(T+s,U/mL)

2851 0d 1d 3d 5d 7d
B4 - 0.38+0.07" 0.51%+0.08" 0.434+0.08" 0.48+0.10"
ITF 4 — 0.24+0. 094 0.29+0. 114 0.31+0.13*4 0.26+0.124
cHl 0.1540.03 — — — —

“ . P<<0.05.5 C4l 0 dBfHE ;2 P<<0.05,5 B 4L A B S He#e s — « 388 TCEUE .

®3 CARMRRGEABNELME TNFo @ENEN (T, pe/mL)

24 5 0d 1d 3d 5d 7d

B - 1.6340. 29 4.2640.52" 3.56+0.48" 4.06+0.30"
ITF 41 - 1.724+0.33 2.50+0.35*4 2.12+0.30"4 2.55+0.25*4
C4 1.39+0. 21 — — — —

* L P<C0.05,5 C4 0 d B H# ;2 s P<<0. 05,5 B 4 [RI 0 AH &5 b ; — « Fm o5 .

x4 CARMRRGEABNELME IL-1 SEHEWL (TLs,ng/ml)

215 0d 1d 3d 5d 7d
B4 — 0.2140.06 0.384+0.09* 0.4140.10" 0.364+0.07"
ITF 4 — 0.2340.05 0.2540. 064 0.28+0.05*4 0.2340. 044
C4l 0.19-+0.05 — — — —
“:P<C0.05.,5 C41 0 difH4e ;2 . P<<0. 05,5 B 4] i AH A5 b8 — « R LU .
x5 CARNMREGREARMERME IL-1 EERTZX(TEs,ng/mL)
20 51 0d 1d 3d 5d 7d
B4 - 0.13+0.02 0.2240.04" 0.33+£0.05* 0.27+0.04"
ITF A — 0.124+0.03 0.15+0.03*4 0.1840.04*4 0.1540. 032

C# 0.1140.03 -

* . P<<0.05,5 C4l0d ;2 P<<0.05,5 B4R A & 0 — « 228 BB .

. P5)5 % 40 mL/kg I8 A 7 AR AR BLAR 50 . B IR
W 220 BT HUIER G B R 2 WK A5 ) 4T b o 3 A TR 1) ) IR
7t A HOK .
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man ITF, rhITE) e I T A% PRI 1) i 499 ) 7 o 5% B oI5 19 £
A SR RS B thITE 25030 5 BLIR (1 58 S AR, B 2o
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