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{Abstract] Objective
cardiac muscle in burned animals with sepsis. Methods Male Wistar rats were randomly divided into burn

To study the gene expression of C2 subunit of proteasome and proteolysis in

group, burn sepsis group and control group. The extent of burn injury was 30% total body surface area
(TBSA) 0 degree burn, and the model of burn sepsis was replicated by administration of endotoxin
(6 mg/kg) into the peritoneal cavity immediately after burn injury. The contents of 3 — methylhistidine
(3-MH) in cardiac muscle were determined with high performance liquid chromatography. The expression
of C2 subunit mRNA in the cardiac muscle was assessed with Northern blot analysis. Results The contents
of 3-MH in cardiac muscle of burned rats with sepsis increased significantly at 2 hours and 6 hours, as
compared with burned rats and normal control (all 2<{0. 01). There was no marked difference of contents of
3 -MH in cardiac muscle between burned rats at 2 hours and control group, however. the contents of 3 - MH
in cardiac muscle of burned rats at 6 hours increased significantly compared with control group. The gene
expression of C2 subunit in cardiac muscle of burned rats with sepsis increased significantly at 2 hours and
6 hours compared with burned rats and normal control (all P<{0.01). There were significant differences in
the intensity of gene expression of C2 subunit in cardiac muscle between burned rats at 2 hours and 6 hours
and normal control (all P<C0.01). Conclusion The data suggest that the activity of ubiquitin system, one of
important protein degradation pathways, and the proteolysis in cardiac muscle is continuously enhanced after
burn injury. especially when sepsis setin., probably contributes to abnormal protein metabolism with
malfunction of the heart during burn sepsis.
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1.1 Shp iR Kot . fEYE Wistar KER(EHEZ
Rl 2EPE 4R 45 H,{k & 50~60 g, BN 4 & 15
H OMEIREHRMEAE, BHAKREKLKE L ZH
(45 mg/kg) B X SFRRBE . B H X £,100 C.12s
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%[ Sigma 2076 mg/kg AR M s AE . A FE R
7K 100 ml/kg BLARFEIETT BB IR X A KA
Gt SR AR EE . f T &R
H-ZHRERM O =HEATRG-MHIDME
B, F A8 R F 24 32 (Northern 2% 38) £ il .0 AL
WE A EE-C2 T2 mRNA £ik8y81k, 55 2 h
16 hBEAKROU. ZEHTRANERE,

1.2 DAL 3-MH &8 E R T2 ik,
1.2.1 FRASGLHE . FRRRST 30A 390/ o SRR =
K BOAL, 14 000 g4 C)HEFLr 25 min,

1.2.2 FERIRTAE: WEL 50 pl EERIIA 125 ul
) 0.2 mol/L THERHY . JE IR % . B 18 I A 125 pl
ZHE(EWRE 1.6 /LR BB 5 min )5, A
70U R 18 ul, HF 80 CHKAH1h, BRHEE
¥, A3 mol/L% 0.5 mol/L 3 -N - Bk ft 75 i
(MOPS)50 ul #yNaOH, {5 AW & A pH # 6.0,
BRm] B HLEETT 2 8 R .

1.2.3 @R EF  FWahHFEH 10 mmol /L BB
R CEARFRA BN 30% R 208 . pH 7. 50) , &
PERL, i 1. 0 ml/min; FEHEE 100 p; HIB AEIR;
R M ALK 365 nm, KRG 460 nm,

1.3 OALHEABFEE- C2 AR K FEME 3L
CINEDPIR I

1.3.1 RNA #ERMFEHF & — P RREEOAA
X RNA (Trizol, 32[F Life Technology Zv#]), X H
WHF-B M NNY (RT - PCR), X HEZF >
He, i & A K E Promega A . FIWIFA:
OERBFE- C2 WA I3 7 Bl 305 bp,5' - TCC-
AAACCTGCCCATCTGCTAACT - 3' (IF X %8),
5'— AGGCTGTGCTTTTCTCTGTGGTCT - 3
(R X85 @ =B MR I &8 (GAPDHD . ¥ 38
B Bt % 309 bp, 5' - TCCCTCAAGATTGTCAG-
CAA-3'"(iF X %%),5' ~AGATCCACAACGGA-
TACATT - 3'(R X455 L mFEEREY LREAR
AFAIE M. FHNFERESSYEERNEBMAER—
B, B REBFEREEAE BERONF,

1.3.2 Northern 7432 . X3 &y RNA #7330 pg,
A BRE, HEME R RNA ¥ E R RE,
TEE SRR E &, 7EBE £ A7 ic 28SrRNA 1
18SIRNA £ E G BEE AT &KW+,
65 C 5h, BEH”P-dCTP @y#4HmA 6.2 ml #
2 AWK 25 BB 41 (SDS) Hl ssDNAD,
100 CARHE(-20 CZEEHREXHD); M 5. 24 ml
B W (B 778 ®%  Denhardt’s 5| &z SSCP).,

65 CHIBGHFRLE N TR Z R 7%
ALK AT BB IERL2 min, 60 C 15 min K
2B AR TR, BEE-65 CHHNHEX 24 h,
fiff F £ [ Gel Work 2000 B{RAH KRG 017.
1.4 St BraBEUHN R HIREE (L)
F R Stata A THIE R AR KL 2 AT,
P<0. 05 A ERHHITEE X,
2 # B
2.1 OB 3-MH &BMALGE D HKEEK
MEfRE 2h 3-MH &&A(3.3240. 18) umol /g,
6 h A(3.64+0.41)umol/g, B R H4H 2 h(2.80+
0.13)umol/g #1 6 h(3. 2340. 26)umol/g DA K Xt &
ZH(2.7240. 32)pmol/g ¥ 1B F RS (P ¥<C0.05);
AGmAKEGE 2h EXBAEAEZR TR EH, M H
J& 6 h B X HRAA B % e (P <<0. 01D,

%1 RGEERSEXROCNWAI-MHEBGEs.n=9)

Table 1 Amounts of 3 - MH in cardiac muscle in

burned rats with sepsis(x+s,n=9) umol/g
28 7] 3-MH & & 20 51| 3-MH &8
pogicyi:l 2.72+0. 32 MBEBIE20A 3.32+0.18%*
WWe2hi 2.80+0.13 HeEIE 6 h 21 3.64+0.41"5
¥iieh# 3.23+0.26"

F.EWRARE.  P<0.01. 5% 2 h fHHE . P<0. 01,
546 h 4 HE.LP<0.05

2.2 DALEABE-C2 TAE mRNA #F(E D,
KBEMG 2 h DU EARE-C2 LEMmRNAE
BB RS E IR [ 12. 6 %6(P<<0. 0D, )5
6 higsm [ 57. 7% (P<<0.0D BHEESHAHFEEK
HXCALAEB B - C2 L& mRNA R FE L
X MG 2 h ST EEARIR T 106. 0% (P<C0.01),
G 6 h ¥E5R T 148. 4% (P<C0.01),

Y X 1
A B C D E

EABMA-C2 R

A B c D E
GAPDH

A BNEA BAEHE2LAE,.C HEHB LA,
D MeEEAE 2 h #H,E 9 MEAF 6 h 251 GAPDH %
1 BGSRBREEXRCIATOEE-C2
I mRNA REZEL (n=9)
Figure 1 Expressions of C2 subunit of proteasome mRNA

in cardiac muscle in burned rats with sepsis(n=9)


http://www.cqvip.com

D000 http://iwww.cqvip.com|

e 202 » FEEERSEESY 20055 4 S 17% % 4 Chin Crit Care Med, Apr. 2005, Vol. 17,No. 4

3 3 ®»
fEEBEAEINESHTERRYREIERER
KB AT PO S R D UL 4B BB h TR ZE. L Th BB
B, A TEEESBREWNBEE VX FEPR
BB, e BEAE I I A P9 B D AR A R (AR R IR S
HFE SEMMRONKREN THRNEREFRRZ
— 9 SR A T A0 R e A R EE AE R G UL N R e
WAThRER AR A S 0 A, ALK T &
BN, AR ARSI, FIRES IERE
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WRmMA AL, GO TRET SEOMKR
R LA 2%, B BT MR LA IHGE
EMRERER, “ERHIFNESHNER
B, LN 3-MH S BB EFAS.3-MH £ &
FETERIWILSIEOINEESNCKAL
91.1%) , RA AR A AR - (RNA FRAEFE
R =8, EAFE 2 BB BERM 3 - MH REE/E
4 tRNA HRY & BATRREE . B, W< 3-MH #
BRETRBINAREQNTRAGE. ZHRER
BR.AGREUENRCIKI-MHNEEER
SAEAR, BRONHALA T OREBIE DR, — R
R LB M RGBS EFREE S EIKER
MR IENEGRBRRA NS BAREE
EWR,BAAATE A FEHNXHES ST B
RFTMEEREELFHEAER, AN TNER
PR RN, RS R A E O RERA,
WA G E R MMM AR RN SRS
NEFERNHEBEMNE B FENEART TR
VS BUBEEIE A TR RIER I, FF AR W R
R HEAEFFR AL O Z R T BEULEE, @ H W H8Th
RETRE, BT ATH, “EHWELZWRE.
A R RERBBREGEIFHNE R EHETCI
FAOTBRARMHKEUERHGEERE., BRRERTEREE
I H B3 R, B E R IR R 28|
HIMBEHEAISE BRKBNEE, B3I RER N5
RMHFIE. FEHREA, NERTRECINLRH
ISR R LR S 2 4y, e T E R B S ¥

LIhEE R, EL, R IRAFE LC D ReRR A A
EHRE HBENMEAERNME ARNE
HE AR TR R AR O UL R Th B B 2B, BT
RBREHNFRTUREFWRAG R CIEME
B B AR 3R, ELOE R R R AR I BT LEE L X3 AR
BB MR B AE I U Th BERL AR R AR I L B el ik B
HHREE —E2EE .

715 E O = A e L R A B i MR AE
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AEEFA.ZREIEREZER ERAXENED
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BEAR LIIREIEEE., AP R, C2 WEMNER
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