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Analysis of the Expressions of TGF-p, p38 MAPK and IL-1pB in [I° Burn and Scald Model Rats
LIN Xiao-feng, SHI He-kun, ZHENG Jian-sheng, LIN Xiu-li, CHEN Qiu-hong, CHEN Jin-shan(No. 175 Hospital
of PLA/The Affiliated Southeast Hospital of Xiamen University, Fujian Zhangzhou 363000, China)

ABSTRACT OBJECTIVE: To explore the expressions of TGF-B, p38 MAPK and IL-18 in I © burn and scald injury model rats.
METHODS: Rats were divided into 4 groups with 14 rats in each group, such as normal control group, NaOH burn group, water
scald group and ethanol burn group. II ° burn and scald models were established, and the pathological changes of rats were ob-
served 24 h later; the expression of serum TGF-f, p38 MAPK and IL-1f were determined with ELISA 1, 4 and 7 days after model-
ing. RESULTS: Compared with normal control group, there were varying degrees of impairment or necrosis in epidermis and der-
mis, inflammatory cell infiltration to the muscle tissue in three burn and scald groups, and water scald and ethanol burns groups
showed obvious tissue edema. The serum levels of TGF-f and p38 MAPK increased significantly in NaOH burn group on the 4th
and 7th day (P<<0.05 or P<<0.01); the expression of IL-1B had no significantly change. The serum levels of TGF-B increased sig-
nificantly in water scald group on the 1st, 4th and 7th day (P<C0.05); the serum levels of p38 MAPK and IL-1B increased signifi-
cantly on the 4th and 7th day (P<<0.05 or P<<0.01). The level of serum TGF-p increased significantly in ethanol burn group on the
4th day (P<<0.05); the serum levels of p38 MAPK and IL-1B increased significantly on the 4th and 7th day (P<<0.05 or P<<0.01).
CONCLUSIONS: Water scald and ethanol burn can cause different degree of the increase of TGF-B, p38 MAPK and IL-1B in I°
scald and burn injury model rat, which may stimulate the inflammation signaling pathways associated with TGF-8, p38 MAPK and
IL-1B.
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Tab 1 Micrograph of pathological changes of skin in rats
(HE, C, F, H: x200, other groups: x100)

A. normal control group; B, C, D. ethanol burn group; E, F. NaOH

burn group; G, H. water scald group
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55 IE 5 6 B4 H 48, NaOH %% 195 41 K U Il 75 H TGF-B A
p38 MAPK & /K - AE 55 4.7 K ¥ 0] i TH & (P<<0.05 5 P<
0.01),IL-1B&E (125 TC W] A2 4k /K 2 15 41K Bl 35 b TGF-B
BEAACPAES 1,47 RIW R THE (P<0.05) , p38 MAPK Fi
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x1 BEAKARIMEZH TGF-p.p38 MAPK IL-1pEEHKE (x+5,n=10)

Tab 1 The content of TGF-B, p38 MAPK, IL-1p in the serum of rats in each group (¥ £s,n=10)
5 TGF-B ,pg/ml p38 MAPK, pg/ml IL-1B ,ng/L
“HH P 7 - - ™
H1K F4K LIPS LIPS B4X EIPS EAPS ELON EAPS
IR XA 239.54+11.69 238.39+10.03 239.82+10.09 76.90£4.14 77.05£3.62 77.12£283 2441+1.09 23.96+1.20 2452+1.14
NaOHBEMGAL 24734+ 14.64 258.69£10.51°"  251.93+6.12" 77.27+4.86 83.77£4.95" 8229+353" 25441139 25.16+1.37 25.16+1.37
K24l 253.06+8.15" 252.54+13.35" 253.06+8.05 76.5715.06 82.5614.84" 83.06+3.19"" 2546+ 1.60 2650+ 149" 2776 £1417
LERtA 248.811+13.09 251.07+13.95" 24476 +9.56 81.64+3.78" 82.4815.03" 82.98+4.16"  2594%152" 26884177 26.19+1.87"
SRR S T P<<0.05, " P<<0.01
vs. normal control group: *P<<0.05, **P<<0.01
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