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[#5E) B WEKE™EEGE T p38 L EELE H ¥ (MAPK) X @R E F
(TNF)a RiEMEBREEFRGFROER. Hx BERRUESEN SD KRB MR H ;b
5 + SB203580 #1:30% TBSA M E#& 15 ( L F# B4 ) /5 15 min 1 12 h # Bk F 5 p38MAPK #J5F R
P HI 7 SB203580( 10 mg/kg) s B X HA . RIABUG G A THESFBHK, BHS A, ME3IHAKK
filE24 hMFRRXEBEEBAST) IR EREEB (ALT) EHATEL, > RHLHSEHERER
A B5E R M ( RT-PCR) ¥ 1 & H Efi iF ( Western blet) 3 # 1 AF il TNF-« mRNA K p38MAPK 8% B 1k
p38MAPK I RiEK¥. HR FOHTHEAKRRMF AST # ALT i& 4 K FIE TNF-o mRNA 89 £ ik
KFEHWBERE FREGHE(P <0.05870.01) ;555 + SB203580 #H it 3 M5 R B EM T4 B
(P <0.0550.01),B5BRHEALKREREGHITHEEL(CP >0.05) . 3 HARKBATFE p38MAPK %Kik
KEWE, ZRRGEITHENL(P >0.05) ; ABEER b p38MAPK Fik K F 22 th——1B fhd: FEfi i ig
26 B2 + SB203580 4 3% 1.00:3.90: 1. 10 4555 + SB203580 4l 5B GHE N E , R EH T ¥EX(P >
0.05) S5EMTBALMKHEMRK(PL <0.01). £#¥ AR ELEGE,FEFELY
p38MAPK {£i# 7 TNF-« mRNA fIE K, H S5 5T Rt k4.
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[ Abstract]  Objective To investigate The modulating role of p38 mitogen-activated protein kinase
( MAPK) in the expression of tumor necrosis factor-a in hepatic cells and its role in hepatic injury in severe-
ly burned rats. Methods Twenty-four adult healthy male SD rats were randomly divided into three groups
(8 rats in each group) ; sham group, burn group, and burn with SB203580 group. A rat model of full-thick-
“ness burn injury covering 30% total body surface area (TBSA) was reproduced. The specific inhibitor of
p38MAPK (SB203580 in 10 mg/kg) was given to the rats in the burn with SB203580 group at 15 minutes
and 12 hours after burn. The serum levels of aspartate aminotransferase ( AST) and alanine aminotransferase
(ALT) were measured at 24 postburn hours (PBHs). The TNF-a mRNA expression in the liver was deter-
mined by real-time reverse transcription polymerase chain reaction, and the expression levels of p38MAPK
and phosphor-p38 MAPK in the liver were determined by Western blot analysis. Results The serum levels
of AST and ALT, and the expression of TNF-a mRNA in liver cells were significantly higher in burn group
than those in sham and SB203580 groups ( P <0.05 or 0.01), but there was no difference between the two
latter groups. It was indicated by Western blot results that there was no difference of p38 MAPK expression
in rat liver among the three groups ( P >0.05). The phospho-p38 MAPK expression ratio among sham,
burn and burn with SB203580 groups was 1.00:3.90: 1. 10. The phospho-p38 MAPK expression was signifi-
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cantly lower in burn with SB203580 group than that in burn group( P <0.01) ,but there was no significant

difference compared with that in sham group ( P > 0. 05). Conclusion The postburn activated

p38MAPK in rat liver after severe burn injury enhances the expression of TNF-a mRNA and participates in

the development of postburn hepatic injury.
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% YK (32 Cell Signaling Technology 2 ] ) 1E
H—H, —HRM S e R L #2512 151 000 LU
J 1:2 000, 7E Fluors Mutilmager B & 7t X (EH
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Tab I Comparison of the expression of

TANF-a¢ mRNA in liver and the serum activity of
AST and ALT in 3 groups of rats{ ¥ = s }
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Fig | Expression of p3I8MAFK and phospho-p3SMAPK in liver
of the rats i the three graups
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A CERK) c-Jun &AL K 35 BB (INK ) /R 9% 39
K FUHOIE C SAPK ) p38MAPK I ERKS/BMKI ( big
MAP kinase 1} % MAPK WF . o p38 & MAPK
FIEREEMW A Z — E0 S RER N hREE
LR -

S LR A A A e, J“Eﬁk}éﬁj !ﬁ p38\1f‘\PK
B % 7 AR B A 4
BN - S ikt T ruSMAPl\ ik B #
FEAT VLT Ay — R T B 0 I N B I I B
T a5 I S0 A A 9 RN RS O AL, i P
B pISMAPK (G ALY 85 B M 22— Bk 8 K50 15
SRS 3R R IR N NI Suali e = AN (KA =]
LR S AL p38MAPK [ % — 4 S B H £

SB203580 f& p38MAPK {55 il i 1945 & r‘Hﬂlﬂ%'J
i, SR T Al 55 4 M0 17 % AR CATP) 59 35 1k
11 TL06 {# p38MAPK *k & 5 ATP 85 & [ HE S i
il pISMAPK e Jo i i i 4 . 4 R 50 % 5L W s L e
{54 BE AR IR 24 Wi i AST 1 ALT &4 20
ﬁ&%ﬂr 57 SB203580 HE 4l i & AR X —

SRR  p38MAPK {5 S S fk B 5 1 e E AR
.,L’é.ri}ﬂ il 15 1) % 4 -

PE T B 14 7 AR 10 69 % A2 il 38 b AT 37 2R




ch e s 4 % 75 2005 4E 12 A8 21 %% 6 1  Chin J Burns, December 2005, Vol. 21, No. 6 . 421 -

BUMBEHEFEL S, INF-a i2HP2Z— BIRR
B, 8245 5 p38MAPK M5 L5 T TNF-o F1 89 4
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BFEMIEA . AT t— 45 E I p38MAPK & 5™
HEpEtfE R FVLE & WE T p38MAPK
XTHEZH4 TNF-o mRNA XA EBEEH. &R E
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&k, FAT, B AE TNF-a mRNA REK VB8 ES
T, M T p38MAPK 4% SB203580 J5,
H p38MAPK jE4L 2 E B % T %, [F18f TNF-a mRNA
FKikKTV o FRERM, X BEH™FELEG SRS
p38MAPK ()% L2 # T TNF-a mRNA f £ ik, 3
HILES S5 TG0 EE.
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