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1.1.1 Shiy#iAl . 4k & 180~ 200g M Wistar ¢

BUSSCRR O R 30% BSA T ¥fh, BdiEE,.

JEE 4 XKW,

1.1.2 i&H¥I-Na,"H-cAMP 85 & (b E R

FHEW %) . "H-cAMP, e iGHE>20 B B/ZE TS

F(EEEFHEEAFRQ A, KRB 1A

(Sigma), Dowex1 X 8 Cl~ !, 200~ 400 H (Serva),

HARK R AR 4.
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1.21.1 BMAATEREK Km cAMP-PDE

F4V BUCHEE AR . £ B B B ORI K

AVBEZUNSFIUER RS BSA P TEfH — M a6

% b 8 W W (Krebs-Ringer Bicarbonat Buffer,

KRBB).pH 7. 43¢ % 2B 41 (100X g %0 2min) . FREX
ER A0 5~1.0g BETHS5 oml (F2% BSA,

- ERERFERZEFHIRG

Smmol/L GS)KRBB # /M. S8, Jki% G0/
min) iR 30 min, FAIR A A MAMREH:0.0.1,
0.3.1.0.3.0.10.30 nmol/L E X, H B F 15
min, BEH L BFETEREBNE.H Bulfer AF
0. 25mol/L BEHH ¥ 50mmol/L Tris-HCl,pH 7. 5) 3
P2k, LL5 R (W/ V) Buffer A % 3£,2 000 X
g 4CELO10min, B HE FRIETAIELE,
48 000 X g B-1>30min, 1% YT #& (P2) 1% T 10mmol/L
Tris-HCIl pH 7. 5,Lowry 1 E & H (BSA {fEt7 4D,
B FE A 300pg B A /ml BB ATEEIE N E .
1.2.1.2 & Km {§ cAMP-PDE I ZE“ . R P,
B4y W L ) 3 100, (30pg T B) 5 0. 1pmol/L
(4 H-cAMP 10 ~ 15 X 10'¢pm) Ry cAMP 7
4mmol/L MgSO,  7£ #Y 50mmol /L. Tris-HCl, pH
7.5, MR R 200u, 30°CHE B IR 1R 1 0min . 2 4 90s, %
HE A 50p]Img/ml 4RO RSEI7CH
25 {248 15min, B & 8. 2 S MA 0. 3ml (1:3)
Dowex1 X 8/3 mmol/L HAC @& F W, N 504
(10mmol/L) B #F #F # &, 78 4> iR 5 5min 3£ F
2000rpm B.0:Smin. BR200p] b 17 3 4E W N T 2 B 4
£, Ll pmol cAMP 7K #%/mg B H -min™ ' R B E
1.2.2 BEASHESERZEHLE SRR
BB - S R R E RS SR E K
B BENR. ZONEHYHE.HE2% BSAK
KRBB,pH 7. 4% %A A HM 1 g A5/ ml HBF
W.EE 0.2g A%, 0.3ng LHEHE, LER
0.5 ml 23°CH#E$%30min, % & F 18 4+ & 3 H0. 5mlx
2892% BSA KRBB 2R A LB REEEMHEE R,
H|EVR T FFET V-
1.2.3 JEBA cAMP M FFA S RNZE
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1.2.3.1 BEB4AF cAMP HIE™ . FEETFHERR
RcAMP R & &  EAMBE %R R EEE
B EHR cAMP & 8.1 pmol/mg BAFER.
1.2.3.2 BER4IM FFA W& . KR 2Rt 2
BEREEECL AL 1~ 2mg/mD WAL R HE 4050 . B
100mg A F 2. Sml 41% BSA #J KRPB,pH 7.4
NI/ IE ERE (10pmol/L) R R
(30nmol /L) 37 CIR IR 30min, TEEEHERH R IIA
2.5ml Dole KWifiliid FFA I — KB REC M3
FER/ZX FEBERSER N E FFA, U
umol FFA/g 41 H/30min TR,

2 #R

2.1 Z4H B cAMP-PDE # 3k &
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(ZBO R AR 90% U LIE RS E T BB M (P,
o) ERMEHRFEHARSTIRARERRE
BB ZEh BRSO RRESRE AL
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Fig 1 Response curve of stimulation of insulin

in adipose tissue of scalded rats
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nmol/L, & 5K B 3. Onmol /L . Y UEREKRENE S
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Fig 2 Percentage of maximal insulin effect of

low ¢cAMP-PDE in adipose tissue of

scalded rats
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Fig 3 Scatchard plot of insulin receptor in

adipose tissue of scalded rats
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BEEERFFM IS ER 15 FH 48

g BEAL, FHMSH0.71+£0. 11pmol /L' F A
2 71.29 £ 33 pmol/g MEAH, FMH0.79 =
0.07 pmol /L™ B R KM, 3 /5 K BB I A 4R
BEZHEMBYHEBRS (P <0.001),

2.3 35 cAMP # FFA £ ¥ %4

LA REMME SRR EEE RN E S
g cAMP T EATHREBRSKKBAR, HAKR
i, R e . B THER.

RERi FFA SR EHA A v e/ 2%
FEBAIBAN ERRAKE . HERNMER.AE
BEREIEWFAR AMP SBACTHE.ER SR
R BIS M  EE FFA Rt EF . B L
R & (10pmol /L) BE #E F+ 85 1E # F1 38 45 K RIS 15 4
K FFA & & ((ZREAE#E A, K & (30nmol/L)
BOGERMHE ERESEH GUERERD . XH
BB SCER RO — B KR BB B E VLR AR AR
AEEFKRREEEINAAR, X5 cAMP K ¥4
LA—%.

Tab Changes of both cAMP and FFA in adipose tissue of scalded rats

FFA (umol/g tissue,S. W)

cAMP

Basald Epinephrine(10umol /L Epinephrine (10umol /L) +Insulin (30nmol /L)  (pmol/mg tissue)
Control(16) 4.07+£1.11 15.29+4.19* 8.334+3.12*° 0.39+£0.11
Scalded( 8) 4.61+1.14 16.06+£5.50" 9.1942.78*" 0.40%0.17

2 no added hormone; * P <{0.001 wvs Basis;

3 iR

B W7 AR R RE TR A B E B BF L 1
43 BK L B A4 S AL AR S AR R
AR 28 A B 3 8 RE B AR T A2 B O T
Richard %“” (1982) %% 25 44 4% 455 i #2135 % ~
5% BEART AW FRIEMH, B& L+ FFA,
HumMHm=rE Bt E, B AR R .
fTAAFFA S ERATFHERBE.BILHE
%P F Chiolero %% 43 5 #f 18 /™ B R i K
BRI K A0 & 5 AR IILSK FFA REFIEH
B PEAR XS T U145 5 RS B A AR U A ol 2t

**P <{0.01 ws Epinephrine.
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PR RNBESRENAR SZERBLH
KO HFHEZEEE, RIEERNE
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3t F P E A5 N R (R R T ED
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& FFA E4L1n3E . @ 8 45T ML 3K B 28 5 FRAK
¥ FFA 12 4 . @ 845 & (Ul R 08
F7Is& ,FFA AT HER . RIMFRGER
HIFER ™ E RGeS M Py FFA Z5t
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A study on the mechanism of insulin resistance of adipose tis-

sue after scalding in rats

Xu Linshui, Wu Xigui (Department of Biochemistry, Third Military Medical College, Chongging,

630038)

Abstract The possible mechanism of insulin resistance of the adipose tissue after burn in-

jury was studied. The binding activity of the insulin receptors, the insulin effects on insulin-

sensitive phosphodiesterase (PDE) and the level of free fatty acid (FFA) and cAMP were ob-

served for 4 d in the adipose tissue of the rats inflicted with 30% TBSA {full thickness scalding.
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It was found that the maximal binding capacity of the insulin receptors was greatly de-

creased ( P <C0.01) while the affinity especially the low affinity was increased ( P <C0. 05); the

dose-response curve, the expression of maximal insulin effect in percentage, was shifted to the

right; the maximal activation of insulin of the activity of low Km cAMP-PDE was decreased;

and the level of FFA and cAMP were not significantly altered.

These findings suggest that the insulin receptors might be damaged by severe scalding to

result in desensitization to insulin actions such as the decreased activation of low Km cAMP-

PDE.

Key words burns; insulin resistance ; receptors,insulin; phosphodiesterases
RPN TR VR SRR R SRR R SRR R SRR SRR R SRR R R RUR SRR SRR RS RS R R RS

A E 5 REER S

EAmgm M ER

HILER W ERM BT S LHBIENZ—,
W R AR EEVRIT . B L99LENTE , R A AH
Bt r AT BN RE AL W R TR
HOWEWTF.

1 laxRBEHSETHE

4B T AR R B E, B a4l Ao 30f R R
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W T el TL T LA, B RE A, 5 s 1 7
M IE LN 5 ST A dof st B AL 34
B FARE A ERENT LT SRR A R
HbIT, 1R IM-8 400mg . CTX 600mg, 551 %
f1 &% 8 X 5-Fu70mg, 1 ~ 2
AAH—AFRE;IM-8 400mg , MMC 20mg,
5-Fu 750mg [0 & —I7 2, ¥ N 8 KA 25 . 5 R TT
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