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[ ABSTRACT]

high fat-fed Wistar rats, and to clarify the action of resistin, adiponectin with its receptor on the development of insulin resistance.

Adiponectin;  Adiponectin Receptor;  Resistin;  Insulin Resistance; — Reverse Tran-

Aim To observe the expression change of resistin, adiponectin and adiponectin receptor of adipose tissue in
Methods 30 Wistar male rats were randomly distributed into 2 groups: control and high fat-fed group.  After they were
treated for 11 weeks, total RNA, was exiracted, reverse transcription( RT) , polymerase chain reaction( PCR) was executed and
Results
than control group, as well as fasting blood glucose, low density lipoprotein cholesterol( LDLC), total free fat acid, insulin and

HOMA- insulin resistance( IR) , while HDLC( high density lipoprotein cholesterol) decreased( P< 0. 01).
sulin tolerance reduced greatly( P< 0.01) ; the expression of adiponectin and resistin of high fat-fed group dropped markedly( P <

enlarged the isolated ¢cDNA and half quantitative analysis was used. In high fat-fed group weight increased obviously

The glucose and in-

0.01), whereas the expression of adiponectin receptor 1 (R1) only showed the tendency to reduce, but didn’ t achieve significant

statistic differences.
fed induced insulin resistance.

fed induced insulin resistance.
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Conclusions The decrease expression of adiponectin and resistin play an important role in the high fat-
Reduced expression of R1 may possibly associate the resistance of adiponectin with the high fat
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(resistin) « J' 98 K BE [l ¥ a( tumor necrosis factor a,
TNF-a) « I/ & 6( interleukin 6, 11-6) FET 4E &
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1.1 387

J&& 5 % (insulin) M 2 X 57 & 14 F Linco 2 .
Trizol regent. 1 5 F 1A 5| & 14 T Invitrogen /2 & o Taq
Bg W4T Takara /» 8] . BEBR 27 4 & f£ 14 T Amersham
NP
1.2 =hfFn5r¢R

30 IR E 160 ¢ &£ A5~ 6 A B Wistar 184
ARWEFEEFMNFREZRAWH I, & NE
RFAR2ANE(2RIE) AL T BEAFm ie 4.
Xt B8 40 4 F 3 3 48 K (3. 594 keal/ g, H AR BT R 4
HEE 13.5%, BAMRSE 21 1%, mALES &
65.4%) . = fE 4% T % B 4R RH( 4. 742 keal/ g, W
JERi R & & 58. 5%, & & i 5 15. 2%, AR K A
Al 26%) , & HRAR 11 A
1.3 —RRIERREDCEIEFRAR

LRI E, ARERANKE 1 RK(LF 8 XK),
FIER24hBEEE. KE—KH#BRFEL 120 K
Bt % 47 (40 me/ ke) BR B, 7T B9 BU £ 3 fk i, &
- 70 CRR A miE, & i #E AR 5 & (INS) (A A
RIZ F) R0 B AR B B ( free fatty acid, FFA) (% &
e k). B 5 FERHIE L (HOMA-IR) = In(FPG
x FINS/22. 5) »
1.4 BEEENEANE

LR A 1] B, 228 5~ 7 h, B# K
1 M == B8 i A% ( fasting blood sugar, FBS) &, Fl A & ¥
2¢/kg EF, 47 T#E 5 30 min.60 min 7 120 min
WERR MO mAE it HEhEd & TE R
(AUCg,) -
1.5 BREEMEANE

EHEEWENE 3 RE, &AAMER 4,
RPNz B A TESHESF 0.4 1U/
kg, 4 B F £ 4t /5 30 min.60 min # 120 min B & #
Ji w0 o #% , A+ B i A% e & T E AR (AUCG) o
1.6 $EERBEARZEZR S RNA

2 R R 4843 100 mg, BY A 5+ 4] 3, Am A\ Trizol
B 1L/50 g, " JEH, # N appendof &, &% 1 mL.
MmANEA M 0.2 mL, 12 500 r/ min & /& 20 min B L&
&o EIFEAMAO0.5mL R HEEH QUTERNA, &k
EWR. 75% EHE 1 mL BQ 5% 2 K, g THET DE-
PC A2 A
1.7 FHRBEEHERN

BL 2 Hg RNA K& fm A\ 1 UL Oligo(dT) 500 mg/
L1 HL 10 mmol/ L dNTP Mix, & 18 A% L AR E 13

U, BAKBEAKRWHKZEGT,5mn GRHEET
BRI min U b, EBECHED. EEMAN 4 UL
5x First-Stand 7%, 2 ML 0. 1 mmol/ L DIT, i ZE
42 CH# 2 min, /5 47\ 1 UL(200 u) Superscript’™ @
42 CHE #F 50 min, 70 C4 #F 15 min, B 4 i A B8 i 40
Jf cDNA. B 1 HL cDNA KK Am A 3 ML 4 Mg #9 10 %
PCR Buffer.0. 5 HL. 10 mmmol/L dNTP & &% .4 0.5
UL #9710 x 1E X/ KB 47,05 B By Taq B8 7 24 WL
FEFAK, RMAEFFE 30 W, PCR 5K H:94C 30 s
T55C30s 72°C 40 s, 3£ 26 ANMEFR.

Bl¥1 77 A A& LB 4 5-TCC TIT TCT
TCC TTG TCCG-3, T # 3l 4 5-CTG TCC AGT CTA
TGCTIC C-3'; fE B % L 3 5] 4 5-AAT GAC AGG
AGC GGA AGG-3, Ti#34 5-TTC CCC ATA CAC
TIG GAG G-3, 8Bk £ %15 1 L34 5-AAC TGG
ACT ATT CAG GGA-3', T3 4 5-CIG ATG AGA
CTG GAA CCA-3 .
1.8 Southern blot #&MIXINZ  EHXEMBEHKEF
REFRIK

B 10 UL R AEEEEE R N4 3 589 cDNA =41, &
G 1% FEME T4 EB BB sk, 1 e E 4
& 4% 7% ( papertown) % & 45 1% Z o7 7 09 BE BR 4F
BE, BELXYPFETARBAE 4L G, F
EIPIRIEM AR BAERE. BB H: 6%
SSC.5 x Dehardt+ 0. 01 mol/L EDTA (pH 8. 0).0. 5%
SDS 1 100 mg/ L 4% 14 & 4 DNA A EX. &G X
REKEHTHSER Y EE. REFIWTE, &
& F4HFH T #H % & 5-ACA CTG TCC TAC
ATT GCT GGT CAG TCT CCI-3, J§ 8 % % 5-GIG
TAC ATG AAG GAT GTG AAA GIG AGC CIC-3, fig B
% %1 1 4 5-CCT GCT ACA TGG CCA CAG ACC
ACCT-3 .
1.9 it FAIE

A0 3R 4 Foxt BRZE 2 18] # 4B B9 HBROR Al Stata 7. 0
RYH#T BR.

2 4R

2.1 BHE—RIBERREDNFIEFRHIELE

N 396 s 79 £ K R A 28 I L L R B 2% R
BEMRER A ARML . = e 4K B EE AN EE 4 R I 46
HEE 11 AYHES THRA(P< 0.01). 2 11
Je st v A 2L P 2 TR i 0 I T TR RS B 2 AN
HOMA-IR B & & F X ZH( P< 0.01) (3R 1, Table
1),
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Table 1. Comparison of clinical and biochemical data in 2
groups
i b X} BZH =R
AE(g) 41215 442 t6"
i kE (mmol/ L) 5.11%0.12 5.36 0. 51
LDL(mg/L) 0.43%0.23 0. 45 0. 02
HDL(mg/L) 0. 47 0. 02 0. 57 %0. 01
B R R (mg/ L) 349 +170 395 £150°
LGRS R (/L) 0.2910.13 1. 08 0. 80°
HOMA-1R 0.32%0.03 0.38 0. 03

a: P< 0.01, 5xJMHMt.
2.2 HUBAREMEAIELER
I HE4H FBS FIBE 7 4 30 min<60 min. 120 min i}
) I B 2 Bb o R 2B B T (P < 0.01) 5 B R4

%2 BIERS Wit BESIRAARERSMXT(x s )

AUCy, LB B KF X B4 (P< 0.01) (R 2, Table
2) s
2.3 BEARBRBEWEHHNE
o i 2 73 I I A R R T VR S R 5 RS 30 mins
60 min. 120 min IS 8% 35 B 2 5 T 6 FRZEL( P < 0. 01
F P< 0.05), AUCy, B B3 TR 4L P< 0.01) (%
3, Table 3) .
2.4 FBEMINER BEEMERKRZANRIL
TR HLPU R IR R IR R 24k | RISHK
B EE 4350 oA 1. 89 0. 38.2. 92 £0. 41 £ 1. 18 0. 86;
R 20 43 5 0. 20 £0. 10.0. 50 £0. 16 F1 0. 12 £
0.05. 5xfRAAHL, mARAEAAPIR R ENRIL
PIHE TR(P<0.01) . JREERZME 1 REES
JRAtB EFREA, ES5HBAMEESR T ¥ZER
(P> 0.05) (1, Figure 1) -

Table 2. Change of glucose tolerance in high-fat induced IR wistar rats

il " 0 rain 30 min R 60 min 120 min AUCa.
xf FEZH 15 4.7910. 41 5.6 %0. 40 5.99%0. 44 5.3610.34 670. 17 £27.75
i 15 5. 64 0. 34° 6.21%0. 48° 6. 66 10. 46° 6. 46 0. 49° 765. 83 +£29. 74°
a: P< 0.01, 5XTHEAIAHE.

#3. BEES Wistar B 5 TR AR S S/ EHKI(« £

Table 3. Change of insulin tolerance in highr fat induced IR wistar rats
& & " @ sniii 30 min Ll 60 min 120 min s
X HE AL 15 3.710.30 2.35%0. 51 1.83%0.45 1.83%0.53 279.53 £42. 83
=y 15 4.07 £0. 44 3.58 %0. 47° 3.01 %0. 73" 3. 17 0. 81° 410. 17 £60. 99°

a: P< 0.01, b: P< 0.05, S5xtM4HAHE.
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Figure 1. Expression of resistin, diponectin and adiponectin re-

ceptor in 2 groups
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JRRE 11 HRRShiER T KR IR. REBHESE T
IR A, A i 107 40 43 b ) HR Pt R AR BR R 2
HRTHF I3 2 —



704

ISSN 1007-3949 Chin ] Arterioscler, Vol 13, No 6

Steppan 25121 & L, /ISR (0 i 7 40 b S — Al
EAFMER, BABEENPUES RIER, Md s
PR PEEXSHRPIR RN, BT PR
SRAFR B s — S8BT 78 BRI BT R 7T DA 401
JIEt Py 40 gk I 2% R 38 D T 260 W B KB R AR g AR
PERE R (%) Mg 17 40 23 1 B 3Rk s ¥ i B L K P 2 AT A
TE5 B R A B i B Ak R IR A F i 4ds oh AR B &
AR FELJ AR R R s Btk vl T B B ). (B
— LR 5 IR 7E 22 Fh IR BE B (ob/ ob, db/ db) 2 IR ]
KRR, HEPT R R T, A8 A = RUICAT LA
db/db KRR ERIE LR, FHK, KK S
IR Z [ K RIEE it — L. BRI
NS IEREREHAE, mhEHKRIETLR R E
B (P< 0.01), X5 F—FO0 S —2 ikt
FRIEKFHBGS SR S8 IR KAEM K.

JE B 25 0 2 AR s 40 e S PR A WA R o 1995
4, Scherer 251 1 45 M 5 434k 1 58I 05 40 g b e
Rt —Fh BT DNA, F7 N Acrp30 8% AcrpQ ZR14, B
REBEZR . REBCRTE AR MK FE N 5~ 30 mg/L,
FNHEHALE SR 3 5, Bta TR, LER
TR, BRECER SRR E ARG E 2 L pE
F 7 MR R R KT 2 AR, 5 RBURME . &
FERRE AR RIEM%. FRBEZE /K TPEIER AIGT
Ko 2 BUREFRIG BB AR N IR ETR >, HARAE B 2 R,
KA 2 BURE IR JG IR Bk =3t — 20 T B, IRBR = KF
(B 5 8 5 U (0 R B AR P AT . AR S EG
BIR IR KRARBCER FIRIE KT B ERK, 5x 4
BGAEREZER(P< 0.01), $ERF 5 8 7 BR (34 n
AT HE BT KRR P B B 20 B R 3 22 R0 4 W T
W b, IRERE M T MRl R B R B AR T
B RE IR IR

JERZ NN ELERSETRESHN R
(1% 4 W87 Diez 2518 T 2003 45 2 H Bk 5 A
AUNRSPIRAREC R SRR, HoAh Rl RIET 2,
M R2 FEREF /MR AT 7 EIRTE
Wistar KR R1 Rk 2, R R E R NE
&, R2 RAFTE T B A& 8 UL 2H 21, HOFFE
R2HIREEAEEY . AMRER R KR R &
BT IERA, (HREB G257, Al aeHE
BRI Ui S IR D B a8 i B Rl A ] T IR B 2K 1

ES D MTEIS RIS A SN G = /K% N
BEREBRENEL. GRIES5T7T KR IR WA
Ao VRS A R AR T RS 8 I B AR BB RS2 AR 1 2L
&2, B IRBR G2 G, BT 40Xy BB iR
(PR, TS 2T MR A o Ak AR ) R
MR T IR R A . (EARECER 2R RIE
MFBEIFAXZDNHEEZS T2 ER TREEGAT
FFA PR B Z2 A% K, B0 i 1) 7 () B T) AN g
FENDR e G 4L A AL R0 I DT PR 5 &, 3 K MR I ) &
FE PR RIS 25 1 R, SRR IA B B3R mT Re 2 B N
B . GRATTAIBT 7T 40 00F SZ AT 20 A AR Bk R 32 1k
R2 £ FFA /M 31 IR W R ¥ EEZAER, R2 7l g2
FEF U Fi 5 2% B AR A i ey o g st )

25 P TR, KPR IRBCRKF I T BEAE = AR IR
BHEFH R POREFEEEEMIEH. KIKITER.
NEBEZ ML 5 AR BE . & FFA IUGE VIR V04K, [
i, R1 7KP (1 B AT BB A5 T i 25 16 D R 3 3K
TR I 7% A I 16 22 SRR 11 PG
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