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WIS N BEZE (LPS) J7 il 45 R BUMCERATAR A . 48 FL{ARE Wistar i K BUREHLAY Jy 15 %5 BRZH ( C 2H , n = 24 ) FMKER MAE
ZH(LPS 20 ,n =24) . S5 TS LPS SiAHIEh /K G 4 h F124 h, % FOERC I 2 A S0 48 20 K R B4 B 2 P T R i 2L 231
T - TR W SN (RT-PCR) He AR S2 AR A 4 2P 1B 1R 2 mRNA B TNF-oo mRNA Y2878 4k, A EBG S 72 W B ik
(ELISA ) #6100 1M1 27 B E6 25 K TNF-a /K, SR 5B mRNA Fl TNF-a mRNA 78 1F % %) B2 K BUIS W 4 21 ih o 5% i 61k
ST LPS J5 4 h, Ifii3E TNF-o 7K M TNF-a mRNA 3k i Z3E58 (P <0.01) , HE] 24 h BHMAAERFER = AR (P <0.05) . TifE
i HZURER 2 mRNA (35T 4 h i, 5T HIM L ICGe 12422 5524 h i, Rk B FRAN(P <0.05) MR AEEEZE KT
SILPS J5 4 h HIA FI%(P<0.05) , HE 24 h B (P <0.05) . &5 MRERAER R KA ZE AT FIR 2R i A 2L Je R 1
Fik WE R, IS TNF-o RIFACERTHEA K, TRIRER S5 T R SR RNV I R R 2
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[ Abstract] Objective To investigate changes in adiponectin expression in septic rats and to observe the relationship between
adiponectin and tumor necrosis factor -o.( TNF-a) . Methods Sepsis model of rats was replicated by intravenous administration of LPS
into the tail vein. Thirty-six male Wistar rats were randomly divided into two groups ,respectively the normal control (n =24) group,and
the LPS (n =24) group. At 4 hours and 24 hours after administration of LPS or NS, rats were sacrificed by heart phlebotomy .
Epididymal adipose tissue were sampled . The expression of adiponectin mRNA and TNF - mRNA in the adipose tissue were detected by
reverse transcription-polymerase chain reaction (RT-PCR) with GAPDH as an internal standard. The levels of adiponectin and tumor
necrosis factor-a( TNF-a) in plasma were determined by enzyme linked immunoadsorbent assay ( ELISA ). Results  Adiponectin
mRNA and TNF-a mRNA were slightly expressed in adipose tissue of rats in normal control group . The expression of TNF-a mRNA and
levels of TNF-a in plasma were increased until 24 hours after administration of LPS | peaking first at 4 hours. The adiponectin mRNA
was decreased at 24 hours. The levels of adiponectin was decreased at 4 hours and last to 24 hours. Conclusions These data indicate
that there is a marked decline in the adiponectin level both in plasma and epididymal adipose tissue ,which corresponds to an increase
of the levels of TNF-a. Adiponectin plays a role in the uncontrolled inflammatory reaction .
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1. K UM AR R A 45 . LPS 20 C 4R BRIIZA T 2% L IEEW AR . TESE 075, LPS 41K
A% 7.5 pe/g BRI ST LPS( Escherichia coli O111 ;B4 ,Sigma-Aldrich) , C 2K BN 28 & i ik 7
SR AR (NS) , B UIIEE R B IR ARAEIR = S5 4 h F124 h BF 0SB4 4R FOF B BURAS . 46
D 1t S BRER 3 A TNF - KPR AR Ak s Kl AR B ZH ZUBR K 2 TNF-a mRNA ARk, WS [a] BB T
(SR HERR I BRI A 72, S5 20 HAHIRI SRR BREML A0 2 41, DL LPS ZHFN C 41 P [RIRE A 78
FACFRTT = S ALK 24 h NEAEAER 2B R B A AE 4k

2. FRANALER . B A RREE S , 2O EAME 410 5 ml, 1200 r/min B0 10 min, WEEINSE  FHZ — 0%
VU Z PR ( EDTA ) BrsEabBE B8 BB S2 A B 4 220157 B PR ZVKR  (RA7 T — 80 C ELE RNA #EH#EHL,

3. JEWIZHZ TNF-a JEEKER mRNA FRAKFIE  BURIT 4121 80 ~ 100 mg, Hil #2195, H Trizol (3£
GIBCO AR ) — LB RNA 28K i 28 S 18 S5 S WM = 457, LA 5E ODag0/ ODag He
& > 1.8, J RT-PCR {37 & (Invitrogen 2y F] ,11904-018 Super Script 1st AtrandSynthesis ,11615-010 Taq DNA
Polymerase ) R FHM L1317 RT-PCR, LA GAPDH YE R N2 I LAY 38 71 28 2% St i e I L Uk Js BRUERL, R
FH UVP B BT Ab B R GEHEA T /08T, mRNA 263k 7KF- LA H SR 5 NS BBV BB A RR . KR

BIE KL A (P71 A Bt 109 bp) : 5'-TCCTGGTCACAATGGGATACC-3' ( I3#%) 3 5'-ATCTCCTGGGTCAC-
CCTTAGG-3'(Fiif) . KB TNF-a FE41 (9735 Fr BE415 bp ) : 5'-GTAGCCCACGTCGTAGCAAA-3 ( 13i%) ;5'-
CCCTTCTCCAGCTGGAAGAC-3'( Fiif) . NZ MR GAPDH J:[R 41 (14 H- Bt 149 bp) : 5'-CAAGTTCAACG-
GCACAGTCAA-3'( Fii%) ;5'-TGGTGAAGACGCCAGTAGACTC-3' ( T i), PCR i 5514F:94 °C .5 min Fil7%
PE,94 °C 40 s 81,53 °C 45 s 1Bk, 72 °C 45 s ZEfif, 232 MEFR,72 °C (10 min ZE{H, RT-PCR #R1E™4%
P BRI A T, B S50 PR B4 4% R AR B R — 21 ( DEPC ) =230 K I e IR T 25

4. MK PEIRZR B TNF-o0 7K - SR FHBEFERE 28 W R (ELISA 12l G0 F1 221 Amersham 23] ) A5l
MM BRI FE A TNF-a0 7K, Fei G v B A5 20 BRI THAE

= Gt

fHF SPSS 11. 0 Geit=#5R 4%, BRI R AL + ARiEZE (x +5) 3R, A BRI L IESHER L, Wil (A
FEACRH ¢ ke, 2241 8] Fb AR FHEL K 2R 5 22 7041 (one-way ANOVA ) , XF AR 221 igHK R & TNF-o mR-
NA B M2 PR A AR K AT A SC 0T, P <0.05 IZESAGITHE X,

# R

1. LPS 75 5 10 e i K BRI PR B . K ERAEFESS LPS J5 30 min LT IR HBUR & 8 E R M 0 i)
4 22 R AR S S5 S R R R R ED SRS 2R B IR RS S MR AR R R B AT, W
R FIET R HLES . 7E 24 h AOUEHAPY , LPS ALK ERAET 6 L FET ik 60% , C AT KRILT- S, Wi
HR BRI EFMEILE 1,

2. KREBHEENRI LG R I TNF-o mRNA (9RAARL (£ 1) B0 LPS 8 NS 4 h J5,LPS KRS
C AR, H TNF-a YRI5 RE S (P <0.01) , AR R FRB TR E 225, SR80, 7S LPS 5 NS 24 h
J& ,LPS ZHRELS C ZHAH L, HARIR R ik B EREK (P <0.05) , 1M TNF-o 1YRIXATIE S (P <0.05) o
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R PILLR BRI ]R3 B SR T LS UIRIBCR A TNF-o mRNA )R IK K AR HEER (x £5)

5 TNF-a
2050 R
4h 24 h 4h 24 h
CHl 24 0.79 £0.36 0.76 £0.35 0.72 £0.28 0.78 +0. 37
LPS 41 24 0. 80 +0.43" 0.17 £0.21" 14.97 +1.12° 9.98 +1.58"

.5 AL P >0.05,"P <0.05,°P <0.01

3. REUMFIEEEZ A TNF-a /K220 (F2) . LPS 4LIfi13¢ TNF-a0 7K F-T1E5F LPS J54 h ETHE (P
<0.01),24 h CHR T ABAE S22 X (P <0.05) , TMIEHZACE TS LPS J5 4 h FFHIA TFRE(P <
0.05),24 h W20 1EH X RRZLE) 50% (P <0.05)

K2 PHRE RN ]S AR R TN TNF-o0 AP A AL (x £ 5)

JEBEZ TNF-a
2059 BB
4h 24 h 4h 24 h
(oI 24 2.30£0.29 2.25+0.28 6.19 £0.32 6.16 £0. 43
LPS 4 24 1.85 0. 36" 1.19 +0.21° 37.42 +£3.07" 10. 69 +2. 18"

W5 CHLE.'P<0.05,"P <0.01

4. LPS HNENTHLHIEEEE I TNF-a mRNA 63k 7K -5 1038 Fh AR AR K IR 56 56 22 L NE T 4H 41
HEEEZE mRNA Fih/KF5 MK P IR ZE K 2 A (r =0.923) , WK 2 i i 24 TNF-a mRNA 2
IBIKE5 1 i A S B AR (r =0.852) , LI 3,
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Wit
SRR 55 LPS ki w8 R BRUMERE IAE AR 2 H Al e ] B il s 2T Y Tk 2 — . AWFFES I

BRI 3 1/ B0 07 B 45 R UM EE M A | 45 5 5 7% | LPS 2 K UZETE ST LPS J5 30 min BLIF UG HI P — R 511
e MEE PR FLREAR PR IET 254 S22 Kl 45 5 | SR AR RIFE A e L REAS 8 1 45 i 20
BEXCE E—FP B0 Acrp30 . AdipQ .apM1 Il GBP28 HE[H P i A 5 20 Jifd 23 204 i oA 8L 1 2 0 38 Pk 2 1
J5T, 1 Scherer 25" T 1995 4E7E/NEL 3T3-L1 FASHI4NML 2 950 (L id B2 b4y B sabe s B, TS 1, St R
ORERH LG NERE PR Sk RERE AL e 0o £ 255 240t 0 S A (R i 6 22 IR | S B I 25K i R
B 5 RSB I R — BRI SEE . ARTFST 45 JAE 2 78 LPS 5 & (1K BUMCEE iU o | i 2%
JEHE 25U BELE TR 3 LPS J5 4 h S TFUA I BT 51 24 h I FE 25 29 J 1E 3 X IR 509% . TNEmT414 e
FFRDKETUSS LPS 5 24 h B EWEAT, i AIOESMHT R 3L AR W14 BRI 25 mRNA 22k /K F- 15113
BRI ZOK B B RGN, X D TERRRRAT 25 2 Mk 40 S 107 FPt 2t B I 2% IR , WL 106 vk i
(B AR S IR I R A S R TR A e,
UTAEACHI T F ] | G 2400 2 e S o7 0 T B2 P T R, T k) TNF-o 5808 R F iRk, 5 54
WL RYERN , Wolf 25 BIFSE S IRt P66 PRl T L BRI 25 @ 4R B U R TR T 1L-10 AKX TT 3R 11 A 15K
{9 /N B AP R AR P o S 9 A I W 200 P 106 2 b B T 1Y 2 4 3 o S 2 7 S 1 TNF -0
A Uji ST IS B R G (rosiglitazone , PPAR-y (A ) R4 s e 25 1 A BRI VR o 1 o 2% v
IR R AR A7 WRREAE S R e | 00 A B PRSI R D 5 A E AR 5 12 ol T 808 R 7 K
T, TR AR AEA R IR AT G L, B Z N RS2 40 IR 30 0 2250, H B A | Ak P I 5 PN B I
(DIC)#EZE MODS, Tl X T MEERIEAR R v [T 22K - % e PR 42 36728 4k 5 R 8 R T 6 R I RIFSTEL L, ARBIFSE
25 R AE LPS 75 & (KRR MUAER AR o | IS I0E 28 vk B R G DR e R 718 Ak 15 TNF-oc [ AH 2 J7 1) 78 4k, 3l
AEAR I I T 1 MR AR v PR R T B A HE . TNF-o 2 S 2H 4050 WA B0 46 IR 7, NG TE 22 5 oM 1
TSI 2 A e A A
ST 2 SR ST ST BLAR i R T A, TR 5 LA DR 285 06, (1) IR B 28 T4 10— IR, 9 e J5i %
e, TT LRI N R T IR IRAS & (A B 5 52 55 ) , DT BELBRT 3F: 12 ) e 2 v 48 i 0 06 S 5 (2) MR MK % i
S TP AN TR IMUAE A LPS TSR AR 5 (3) MR i M cAMP-PKA 415 NF-kB HI{5 515
S, BEL L P W 0 P R0 T LA PR 12 2B, DT SR 565 1N A B 5 5 (4) IR ZE M) TNF-o 5 %%
PR A0 L R LA AT B T (VCAM-1) R ] B4 T (ICAM-1 ) 958 | 53 AR TR 2504 e 6% B3
FEHL TNF-au, J5/0 TNF-o Z5{E2 AR
25 B AT R AR A4V — AR ISR T, AT7E LPS -5 F IS R 46 Mk AT 48 M40 I e PR
(3K, 2 5 MCERIEA SR RAE SN, ATIFZE BRI S vk 38 R L PR 36 8 1 A8 AL R e e R 1 2 5
JE i R b S P S RV B S A, R S B R K 59 R R R A O, PRIk, 7 g s 20 2 i 23 o
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