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[WE) BN UERGABRGE ARG ESHILSEBRKXES(UCP)2,UCP3 mRNA %
BAFHRF. FE ERA 120 REH Wistar KR, EKP 8 RENERRA, £ TF 112 HER
30% TBSAl W GG 4/ 4 B A BF U, 4+ 3 F 45 8.24.96,120,168 h £ %E;B A )5 8 h 4
%, T35 24.96.120.168 h &EFE ;C A4 )5 24 h 110, Fi)5 96,120,168 h & ;D H /5 96 h Y14,
5 120,168 h 4635, MEX A KBS BANDBZER . WRFERF(INF) o FRURZHBH N
UCP2,.UCP3 mRNA #3kK¥E. #HR (DDFEEXEKFAHAKXRHE 24 ~168 h YEFEFRIR
(P <0.01),B.C.D 45 120 h #1(K)168 h WEF AH( P <0.01), (2) 1% TNF-a KF A
HEFENHASETERMBA(P <0.01) ,BAGREHHARBETFT AH(P <0.055£0.01),
CHMBE 168 h T AH(P <0.05), (3)HBA UCP2 mRNA M RIER AHXRERMGFE S LA
EHEBAB(P <0.01),24 hFEEIE, UGESH FHE, B.CAHMHJG 168 h #F 53 515 0.32 £0.20,
0.35+0.15, BB TRIBAEA A4 0.71 £0.12( P <0.05) , &AL UCP3 mRNA 3% p 4L
BES5UCP2 8l. %1 KBR™E®EUGES UCP2.UCP3 mRNA £ FATREARBEATHE
BEREZ— K R — &K, AR R,
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Changes in uncoupling protein-2, 3 mRNA expression in the scalded rats after escharectomy at different post
scalding stages LI Feng , GUO Zhen-rong , CHAI Jia-ke , SHENG Zhi-yong. Burn Institute , The 304th
Hospital of PLA , Beijing 100037 , P. R. China
" [Abstract] Objective To investigate the expression of uncoupling protein { UCP)-2, 3 mRNA in
skeletal muscle of the scalded rats after escharectomy at different post scalding stages. Methods One hun-
dred and twenty Wistar rats were employed in the study, in which 8 served as normal control (C) and 112
were subjected to 30% TBSA 3rd degree scalding and then again, divided into 4 groups. The rats in A group
were sacrificed on 8th, 24th, 96th, 120th and 168th post scalding hours ( PSHs) without escharectomy. The
rats in B group underment escharectomy at 8 PSH, and those in C group underment escharectomy at 24 PSH.
All the rats in both groups were sacrificed on 96,120 and 168 PSHs after escharectomy ,Escharectomy was
performed at 96 PSH in rats of D group,and they were sacrificed on 120 and 168 PSHs after escharectomy.
The serum levels of leptin and TNFa, and the expression level of UCP2 mRNA were determined at all time
points in all groups of rats. Results (1) The serum levels of leptin in A group were obviously lower than
that in C group ( P < 0.01) during 24 ~ 168 PSHs, while those in B, C and D groups were much higher
than those in A group ( P <0.01) during 24 ~ 168 PSH. (2) The serum TNFa levels in A group at all
time points were higher than that in control group, while that in B group at all time points were lower than
that in A group ( P <0.05 0r0.01), and that in C group at 168 PSH was lower than that in A group ( P <
0.05). (3) The UCP2 mRNA expression in skeletal muscle in A group was increased evidently since 8 PSH
( P <0.01) ,peaking at 24 PSH and lowering thereafter, while that in B and C groups at 168PSH was sig-
nificantly lower than that in A group at the same time points (0.32 and 0.35 vs 0.71, P <0.05). The
trend of the change in UCP3 mRNA expression in skeletal muscle was similar to that of UCP2.  Conclusion
The postburn up-regulation of UCP mRNA expression might play important roles in the increase of meta-
bolic rate. Escharectomy during shock stage could lower down the expression of UCP2 and UCP3 mRNA ex-
pression, and it could be beneficial by lowering metabolic rate.
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1. YRR 54040 120 Q@ REBEE Wistar K
BIL R KREESE) ,hE (200 £20)g, Hi 8 H
REEMAE, EREENRBH, KT 112 HA
100 C/KBEHI 12 s, %% 30% TBSA TN E&H
(BB YIFIEEL). X NEEEFFBHK
(50 ml/kg) &35 BG4 A4 4 :A 40 R XK, AT
#i;B 432 X /58 h U1fi;C 424 2, 5/524 h 1]
fin;D 4116 2,455 96 h t1%i, B.C.D Hlfif5H#
UKRFEREE, FTHRENEH.

2HARESABAAKRRTAHTHS 8.
24.96.120.168 h 4%E ;B 4 T # /5 24.96.120.168 h
4bFE;C AT )5 96,120,168 h 4b%E ;D HTF 4 )5
120,168 h 4b5E . A FEAHA 8 Ho KRALSEETHB
ZEERREE T R S ml, BHLEEE F 1500 x g
B0 10 min, W& EHERET -70 CHK. KR
FEEBEHMES L, AR

3.MEER MBS IEHETF (INF)a § BN
W - 375K P BCS S f B AT IR & B R AR WA
WS BT o B R F RE R B 5% Be I8 12 3 BF 50 P 3R 43t

4. UCP2 mRNA ,UCP3 mRNA Z ik MW . BU%
M L% 80 mg, A Trizol IXF| (B EEWHE AR
AFDRAME RNA, RFAF TRV RREGE

SRR (RT-PCR) BERXM B R =YHTTH, T
143 (4800 ) iy B 2 B Perkin-Elmer A4 5], LA B Al
$HEHE (B-actin) E RS, T HT=WE I
R B Yk G BBAE, A B A A E DZ120 B E AR 4
WHBAREH#ATAN, UBNERSASRHOES
Y% tb R~ mRNA KX REE,
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1. mMEERKF A AKRGE 24.96.120,
168 h MEFBERKEHMBEFERENBA(PL <
0.01), B.C.D % K /KFFf & 0t 6] i 1T+ % % 7
Ft,H# B.C45)5120.168 h EF AH(P <
0.055;0.01),D A5 168 h & F A #H( P <
0.01), W& 1,

2. [f1 3% TNF-a 7K A 4B KB G5 &6 A8 A5
¥ TNF-o K F-H B FIEFE X BHA(P <0.01), K
)G 8 h A& E AR, B HAHE &K TNF-a K
HEF AH(P <0.0580.01), #45/5168 h C 44
KT AH(P <0.05), DAGE A HAHEKT
AP BEERIBEHEN(P >0.05), &2,

3. HE% L UCP2 mRNA,UCP3 mRNA ik 7k ¥F.
(1A A KFB#A UCP2 mRNA £XBEREGE 8 h
HMERHBHR,24 h BEHE#E(P <0.01), L5 &
TFE, B.C 41&AtH A 4 UCP2 mRNA A BT A
HHEPHEISh 5 AAWKR,EZRABEHEX
(P <0.05), DAABGHMEATRET A4AWET

®1 SARGARMBAEEKFH LB (mg/L, £+ 5)

Tab 1 Comparison of serum level of leptin in each group(mg/L, x + s )

YiJG it i (h)
a3 (ﬁFﬁ; 8 24 96 120 168
Adfl 40 9.2£2.8 6.5x2.3" 5.1£0.7* 3.1£1,5" 3.2x1.8"
Bé 32 — 7.2£1.9 8.5+2.2 10.9 £2.7° " 11.1£3,1**
c#H 24 - - 8.9£3.4 8.0£2.6" 12.4+4.6""
DA 16 — — -~ 5.6x1.4 9.6+1.9""

YA SR UM ,B.C.D G5 FITHi/5 8.24.96 h Y)fii; i 2 X B4 8 AR, MAEE AT H(14.23.4) mg/L; 5 A 4 L&, * P <0.05,

*x P <00 5ERMBARE,#P <0.01;" -"FREKRE

x2 BHRG KRN TNF-a KFEHHBE(mg/L, x +5)

Tab 2 Comparison of serum level of TNF-q in each group(mg/L, x + s )

g B HiiE Rl (h)

(H) 8 24 96 120 168
A4l 40 2.41 +0.33" 2.08 +0.46" 1.47 +0.24" 1.38 £0.19" 1.52 £0.20"
Bd 32 — 0.95+0.37*"* 0.87+0.13" 0.92 £0.11° 0.90+0.08 "
c4d 24 — — 1.06 £0.18 0.95 £0.27 0.85+0.28"
D#H 16 - - — 1.16 £0.13 1.09 £0.24

E:AAAY,B.C.D A 55 FH4/58.24.96 h ¥ ; EH A MA 8 AKX, M TNF-a KFH(0.66£0. 17)mg/L; 5 A HILH, * P <

0,05, % + P <0.01; SIERXMA R, #P <0.01," - "E 5k 8
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£ ZEBELGKREBI UCP2.UCP3 mRNA REKREMILE(x+s)
Tab 3 Comparison of expression of UCP2 mRNA, UCP3 mRNA in skeletal muscle in each group( z )

3 B UCP TE #J5 a4 @ (h)
(R) 8 24 96 120 168

A4 40 UCP2 0.620.13" 0.77 £0.27" 0.61 +0.33 0.57£0.21 0.71 £0.12*
UCP3 0.80 £0.29 1.37 £0.43° 1.25 +0.34" 1.37 £0.47" 1.43 +0.51"

B4l 32 UCP2 — 0.71 £0.21 0.48 +0.26 0.45+0.14 0.32+0.20"
UCP3 — 1.25 £0.61 0.64 +0.25 0.66 £0.15"* 0.48 £0.13**

(o} 24 UCP2 — — 0.4110.14 0.4810.18 0.35+0.15"*
UCP3 — — 0.71 0.34 0.57 +0.27" 0.53£0.15" "

D4l 16 ucP2 — — — 0.55+0.18 0.43:£0.24
UCP3 — — — 1.06 £0.15 0.78 £0.21

A @AYG,B.C.DHAH THG 8.24.96 h ¥1ff; EH XA 8 T AR, FHUL UCP2 mRNA #E/KFEH0.24 £0.11,UCP3 mRNA ik
AKEH0.4120.09;5 AHLE, » P <0.05, % * P <0.01; SEMSRA LY, 4P <0.01;“ - "HRFKEN

B.CA,BERTEFEHEX(P >0.05), (2)&
HEHA UCP3 mRNA ZE MBS UCP2 %
fl. Wk 3.
i

UCP M EEIFER =4 " K F K" (proton leak)
YEF, BT BR R 1k P9 IR ) B4 R F B B, B B AR
KN E LTSRS RE B8R (ADP) Bs R ik T
BEEK, ATHEEKY BILn ™= EMEEE LA
REMERARE, M AREATIRET =BIR(ATP) K
BB h® . Ak UCP 34 3 AT H, H
UCP2.UCP3 REFEEREXBAR. FALTFLHHAKRE
40% TREERBAEER MK & #HILF, UCPL {T
FEFHAINGEEIBAH B, Strommer %
HAEKRBUBRAGER S, L E A UCP2 1y

FRMHFEABRHAE . BEM INFo, BEEEW
UCPEFMEEZAHRAER, EiE, HAXF—-BH
7, BIVETSE 2 0 3 AR B K A& | 3 o i 7 3 B BB B AR
(FFA) %% FiH UCP &', HABR S, &
AABRMEERKTESFHN UCPREKFHE
WHEME, SEBEARK, Cortez £ MEA| &
Bl RIESESMBERMGT  Bm UCP XMW E
BEHRFEN INF-a, AHRERER, SAKXRME
TNF-a K F# BB E 5 HFHU UCP RX M B
RPN, X T Cortez Z 1 I

£ b ATk, X &% J5 UCP2 mRNA UCP3 mRNA
REKFUARTTREAGEREE LA M0 4EBILH
Z— BB M B TT LA O PR R TNF-o K F %2
FHEHERXIKFRET A, XTREEHIHTAE

mRNA BHE (RS R BB G 3 fra e CEIRIURR AR SR
£, UCP3 mRNA R 302 [ % 3 B4 (3 R T 7 1 $ % x m

%, 1A R UCP ik /K - # B A8 1T BB -5 R 443 /5 AR
BHR ¥ A X, Faggioni ZU i, KR HA#EE/
EZ¥(LPS)J5 16 h fF ik UCP2 mRNA R X EFHF S
28 15, BEAL B A S UCP2 mRNA 23X BEHE S
&, [RiEd AR UCP ik & bR & 018 R 7 B — &5
S ARERAAZE X,
ABHRD,EEFTENETEHKRGE AR
(A R) RFEHH(B.CH)REHMIM(D 4A)
JEH B8l UCP2 mRNA UCP3 mRNA £ K FEH
BE. SRER, £ H KKK UCP2 mRNA,UCP3
mRNA REB A EHEL:A AP —ERBIKFEY
KgERmEMAE FE H+PUB.CHAT
FEWRE B K ;D HRFKFEMA K, BEREN
HEAALEERTBEREL(P >0.05), LU
EERSURXRTIREM AL YR RS
MR AR REA -5,
A AR PEERFIRE T W UCP Fik
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