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[HE] BN WUENFE/JEEB(LPS)MBEMGRXEATTHFEERABOE®E, HiE
R 30% TBSATN ER G KBRS R sl A (RGE) MES)E LPS BLEH(KREH) . 57
WEENMNBAEA) 8420 8, AHFHKXRFTEHLGE 2 h BREES LPS,3.0 mg/kg, #i)F 24,
48 h 43 BIR 0 3 41 K B 3¢ LPS Mg SKFERE F (TNF) o J S AR BR (FFA) S BEMF AL NRHE =
PR (ATP) . HM =B (TG) R B (MDA) F & J# T TAL A ¥AE., S8 WHAKXR
BES 2448 h, I ¥ FFA KFE4 8 4(0.4+£0.3) . (0.5x0.3) mmol/L, B H5(0.9+0.3),
(1.2+£0.5) mmol/L, XA KEHBEEME(2.3£0.3).(2.5+0.4) mmol/L, )5 A ZRLEER
FHT¥BX(P <0.01), HF48 h BOHHAMBFTAHNFAR TC & 450 (242 £27) mmol/g
(530 £30) mmol/g, ATP FE 457 (6.0£2.4) pmol/g M(1.7 £0.5) pumol/g, HE L EKERA 4
HEBX(P <0.01), AARSERENL BHAKRRFHARAEHEHERMKNERGEEARRT
BEH G RAFARESER. S RGEEHIPSH G RIEEEEEN AER, Hm
B i MERE B A .
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The influence of lipopolysaccharide on adipose metabolism in liver during shock stage of scalded rats HAO
Dai-feng , GUO Zhen-rong , CHAI Jia-ke , WU Yan-qiu. Burn Institute , First Affiliated Hospital to PLA
General Hospital (Formerly 304 Hospital ), Beijing 100037 , P. R. China

[ Abstract] Objective To investigate the influence of lipopolysaccharide ( LPS) on adipose metabo-
Methods Sixty adult Wistar rats were inflicted with 30%
- TBSA full thickness scald and were randomly divided into 3 groups: i.e. sham group (control, n =20),

simple scald group [ (n=20) and LPS group (n =20, with intra-peritoneal injection of 3.0 mg/kg LPS at 2

postscald hour (PSH) ]. The contents of LPS, tumor necrosis factor o ( TNF-a) , free fatty acids ( FFA) in

plasma and adensine triphophate ( ATP) , triglyceride ( TG ) , malonaldehyde (MDA ) in liver in each group
were determined at 24 and 48 PSH. The histological changes in hepatic tissue in each group were also ob-
served. Results The plasma contents of FFA in LPS group at 24 and 48 PSH were 2.3 +0. 3 mmol/L and

2.5 £0. 4 mmol/L, respectively, which were obviously higher than those in control (0.4 0.3 mmol/L,

0.5 £0.3 mmol/L) and scald(0.9+0.3,1.2 +0.5 mmol/L, P <0.01) groups. Meanwhile, there was

obvious difference in the contents of TG and ATP in liver between LPS group(TG: 530 + 30 mmol/g, ATP,

1.7 £0.5 pmol/g) and scald group (TG: 242 +27 mmol/g,ATP;6.0 +2.4 pmol/g, P <0.01). Patho-
logical examination revealed that adipose denaturalization and injury to mitochondria in hepatocytes in scald
group were significantly milder than those in LPS group. The morphology of hepatocyte in control group ap-
peared normal. Conclusion

lism in liver during shock stage of scalded rats.

LPS challenge to burn subjects could induce impairment in utilizing fat de-
rived energy, and it would aggravate adipose denaturalization in the liver.
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1581 4 h 257K ,4 g/L PGB EL 2 445 B 1 S0 R B (20
mg/kg) T EMBE TG L. HRGEEAMIGHHK
BALEE AR A 100 CsKH 12 s, @& B 30% TBSA
AR (2R B Y] HEsE ) s 5T B KRB A20 C
K12 s MR GEE. 3HYFHE1 hEERE
HEBEIK SO mlkg, s A&, WHHTH
JG52 h RS LPS,3.0 mg/kg, {hJ5 24 .48 h Bt
B H KRBT B IK I 45 M3 ; 8 BT A 857,
BARAHA 10 R

Z R 5 bR

1. I3 LPS ¥k BEM % . o B ik S8R vk T 4k 3 1L
¥iE ABAREE XL EBN EEME, LS-1 &
LPS KXW 8 H A &b Tl bk R &4, BIrfi ik
MwE EEREERE¥*BEARAR,

2. 3% A8 SR 58 B F (TNF) o %6 5 2 - 3R A
B Bk A K WK BT 00 A B (ELISA) &, 4% # TNF . Hi
TNF B rafEdiik LA &l 8 EHEFEF ¥k,

3.MF BRI B (FFA) IR E N & . R A&
FHEE=HHRERE,

4. FFAA R =B8R (ATP) Y& B il 22 « K R
Fe , B O AR R R WA, LR A B s A
WAL (EEBHL A 1050 B) #jE ATP,

S.HAH M =H (TG) ¥ Bl & . BUAT 44 41
500 mg fiIA 9 fE4K LR %8 h K, Hi BUR B4 B
10% B /KHAR SR, U= H5: HEE(V/V) =
2: 1 E TG, FBg 2 #ATINE -

6. FTAEN B (MDA) YR W € . R AR B L
T AR K R4 4 MDA 3 EA L,

7. HP R A HA SR8 10% B B F
E,EALEE HE 6 B ME 25 83%
I B [P 8 B o b F AR b R M Mk R DU 5, L H
A FHRA S AT ) JEM-1230 BB S WA
PR AP BRI BRAE 2 1F 4 3 tH A RIIHR .

= Gt
BAELL « + s R, R SPSS 10.0 e it A AT
B ¢ Ky B8 F 5 22 97 4 o
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1. K RUfL 3% LPS FFA \TNF-o #9254k : B4 A B
B bija B8 LPS FFA fl TNF-o K Z¥H &R #E
MEAHEESTHEA A48 ESTFRG4H
(P <0.01), IL&EI1,

2. KB FFHE ATP TG MDA #7454k . B4 K RLZ
HEREB,ATP S8 B ERMK,LPS Wi /5 ATP &

BTSN TC S RIS, LPS I Fit—2
Wi MDA KF LI B, IPSKEEREES TR
.. W& 2,

®1 3 KRIME LPS FFA TNF-a IMEWEH(x £5)

Tab 1  Changes in plasma contents of LPS, FFA and TNF-a

in the rats in each group( x £+ 5 )

45 B )5 et LPS FFA TNF-a
(H) (h) (EU/ml) ( mmol/L) (ng/L)
EE 10 24 0.10+£0.03 0.420.3 17 £ 4
10 48 0.1020.04 0.520.3 15 7
#E 10 24 0.20+0.04" 0.9+0.3" 307"
10 48 0.30£0.10" 1.2+0.5" 214"
wHdH 10 24 0.50:0.10"% 2.3+0.3*% 589"
10 48 0.60+0.10"* 2.5+0.4"" 61+10°*

W GX A LB, « P <0.01; 5RMGHLLE # P <0.01

K2 IHRKRAHEL ATP TG MDA FRMEA(x 25s)
Tab 2 Changes in the hepatic content of ATP, TG and MDA

in the rats in each group( x + s )

415 B 15 )5 r i) ATP TG MDA
{5 (h) ( pmol/g) { mmol/g) (nmol/g)
REE 10 24 14.3 +4.7 198 +32 14.7 +4.7
10 48 13.8 £5.2 190 +37 13.8 £2.4
ZfE 10 24 7.6+2.8* 227 +36 22.2+6.9"
10 48 6.012.4" 242 £27° 25.3:7.2°
widH 10 24 1.9+0.7°% 515+22"% 37.3:9.5"*

10 48 1.7+0.5°%  530x30°*% 38.725.9"*
E: 53 BAE, » P <0.01; 5RHGAHLLE ,#P <0.01
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LEAUTE B R Y D | U A O AT, A R TR R
EEE ALY R . R4 2 O BT 40 M s o 2
LR R M5 2 B X B B T 0 A, X R A A
MR EFRE

W #®

BHE ARVEEH AR SEEN 5% ~
25% , FEHLAR T BT LARE 3 B3 89 07 K M TG, i
A FFARANK, SHEAS A5 5RGHE R
MAUERA . BE W BR 2 A B Wi 7L 3 1 0 = S RE I 4
B, EAMTE RN SN T, B B-HALTEER NS
8 CO, 1 H,0 B AE &, LU ATP f9JE X4l
PUEM A BRI 51, K 2 B4 414 B 4 1L Fig 1
B HLIFRER NG ER . M3 P FFA B MLk
TR, NEHEANE, #4250 TC(HEL), 3+
AR AR A 8 1 B0 08 0 A, [ 3R 1 41 R
RS . TEIER R, IR K % 5 A BR AL 7E A
SURRFEE & BB R MM T UL KX FF
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Bis 15 R 4B Ak 9 S 40 i 8% 2 2R k044, 1ELAR B AR A
BE B o 8 2 N IR, 7E B 22 R A 20T B9 Ak F0 R B
WEBIR RN, R E B T 40 2040 M 50 5Rin SR | AN
BrhE S MBS A (CoA) & BB A B WIS W
BB EEREE B RAELANER R AR
B H—FmE, N R RER R () Feikn
HE(WAEANERE BPES)MEERER, #4K
Bz A N IR, h BE 52 B ], B AR RLIE BB BE CoA
RREB AL %, 45 R 15 BUIE W BR AN (5) JE Bk CoA
ERARNERFmELRE",

ALBERER, KRTHERZGREHA, M
FFAKFEERE. ERAREESHELLT,FFA
FE R REA N RE, — 25 4 20 8 Bk
FFA %, —RATH FFA FIR B . 458 % 4T
NEEERERERNER, EHE AR, BHEKRZH
FFA SRR LASE 1 MR 0 3, FRAER AN
Lk xt GE B 45 50 75 SR B0 75 BE B 38 ho, T s B 2 e
HERPBERANEERM. LPS &G, R
BREMRKERFARASEHSHIEEER, #2750
FFAREEHEMFEHERZENFAN FFA M HB . B
hJ5 LPS 4y 2 P RE A 96 40 M 43 1 TNF-a 3 £, 3
W5l FFAED . B4Ry, i FHER M
Bt AF SRR B A Z BIP= E B IR , K& FFA @it
[TERBK AR R Rk B-E LRI A ff B8, FFA 1
N A B T B A (R R R 8, B
ATP $£35 , B A H R ML AL VLH K&, 5I2HE
B E A .

MDA ZEHE B, t 2K s E #4558
A& 8 4% , FFA 5 LPS 38 5 TNF - « ¥ & {E {8 MDA

WL FFAS MDA SREZENMERSENLBHGT™
Fo fgBat S Y i Rk DNA 1) i iF % 85
) HEL T4 3 R T B PR R IR, i VT 4 MR 6 AR
P 55 SR AE SN, 38 IO o R AT A A A o

FFA 2 B & B2 40 A 7 19 P P 201, 3 5 o 528 A
Juet A6 S N 4545 40 g . b Sh, FFA A 8 TNF-o 3
FEFH =t R 4R A R B FE A SR AT M 08 36
e RMEAFHEH R A . ABRERER, G
JE RV LN LPS 3T 7 8 R B, B 51 % B P51 g
B IR 5, T2 BB XE 3 7 B B E R , O R
BB BRI R, Hik, miE
50 5 40 HD X BEE SR B R B A R AR P PR W R
e, B A EEAERE L.
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