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[(HE] BY THERESEBAKTYEERGAROUIGETER,IFHEITHAERILS.
7k WIBHSDAKBANIA, E46 ., BRAAREGHARRE W BEM 30% TBSA 11
B, BULAGENRERSESBHK(EREFK0.12 U/ml) K 100 ¢/L 5% 8, 4 K B i i K F
BHTE4.0~6.6 mmol/L Z /A AKEBE N2 ml - kg™ - %TBSA™' - 8 b BGAGLENATES
HK REFAW., BGAENERG GEATRABBABE, THITRGSE 1.2.3.4.5.6 hH#IRKXR
BROUERHOEE, SARRGEHLATIRBEEALLCEH EREBIERMU URECER
HE(LVSP) RELEHF KK E(LVEDP), /56 h, RS AXR, BRAECEHLWREH T O
MARNSES THRN, 448 BHAARGE1~6hWmMBEENR(7.621.7) ~(8.4+4.7)
mmol/L, ¥E FiEfbdA [(4.5+20.9) ~ (5.2 +1.3)mmol/L, P <0.01], 5/ 1 h, B4 LVSP
[(60 +11)mm Hg(1 mm Hg =0.133 kPa) ] & fk .LVEDP[(21.3 £11.3) mm Hg] A&, 5#&{k4A
[(72+8).(11.7 £5.2)mm Hg] b, ERAHKITEEX (P <0.05), BHEHHARBNGEAT
EONARAARER, TRLARLABEASRTFREL(P <0.05), it BIEBMLE/T
HEFERBGARELCENERFHEMREPEM, KEHTRSHH.CINAREEREE X,
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CHEN Bi , ZHANG Wan-fu , WANG Yun-chuan , CAI Wei-xia , TANG Chao-wu , ZHU Xiong-xiang , DONG
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[ Abstract] Objective To study the protective effect of intensive insulin treatment on the myocardium
of severely scalded rats, and to primarily explore its mechanism.  Methods Eighteen SD rats were divided
into three groups, with 6 rats in each group. The rats in burn and intensive insulin group were inflicted with

30% TBSA full-thickness injury on the back. Isotonic saline containing 0. 12 U/ml insulin solution, and 100

g/L glucose solution were infused into the rats in the intensive insulin group to keep plasma glucose at the

level of 4.0 ~6.6 mmol/L ( the total fluid amount was 2 ml - kg~' - 8h ™' ). In sham burn group, fluid was

given according to physiological demand. The same amount of isotonic saline was infused into the rats in burn
group. The venous blood was obtained for the detection of plasma glucose contents, and the left ventricular
systolic pressure ( LVSP) and left ventricular end-diastolic pressure (LVEDP) were recorded via aortic ven-
tricle cannula before scald and at 1,2,3,4,5,6 post-scald hours(PSH). The tissue of the left ventricle was
harvested at 6 PSH for the detection of troponin T expression in myocadiocytes.  Results Plasma glucose
level was increased to (7.6 £1.7) mmol/L ~ (8.4 +4.7) mmol/L in burn group during 1-6 PSH, which
was significantly higher than that in intensive insulin group(4.5 £0.9) mmol/L ~ (5.2 +1.3) mmol/L, P <

0.01). Compared with the intensive insulin group, LVSP was markedly decreased in the burn group(60 +11

mm Hg vs 72 £ 8 mm Hg, P <0.05) at 1 PSH, whereas LVEDP was increased significantly(21.3 +11.3

mmHg vs 11.7 £5.2 mmHg, P <0.05 ). Intensive insulin treatment could significantly inhibit the loss of

troponin T protein in myofilaments of myocardium. Conclusion Intensive insulin treatment possesses a

protective effect on myocardic function after severe burns, and it may be related to its preventive effect on the

loss of contractile protein in cadiocytes.
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BIEM R A . TR0 LA A K 85 0 T HE 2 A
BAEEREGR KRR, EFRMPRER, O
FESGR M R, B S R E A B E L UL BRI 1
Y R ERABITHES N BRI EERGRE
WRRIE R ARG M AER ., WL, EERES
FIRALIA YT X R AR R0 WU 2 BRI R
7 T BEST, UL AR RILH

1 #RE5AE*
1.1 FEEREAFSUH

MBEA T(RMEFEDEARERAAE) ,E
HEMER¥*RERANE (AR BRREYRESR
BRAED) AR AL BB IR iC i —Ht (R 118
AP TRARAF) , 0240 M 2% W (b st 2ot 4
YR A RN ), /A& BT A ORERA R
A, MmN (K EBRELTF ), Alphalmager TM2200
REREBRITRE(EELEAA),
1.2 ZhPER R HH

fRRRMEY SD KR (FNERKRELRI P
)18 2 fK & 200 ~250 g, KRR HN 3 4,8
He H, BMUHRBHHATHRBEFE 95 CHK
W18 s, 3 8 30% TBSA & 1 B & 15 (£ 53] B ik
L), BUAGEHHERSESFBEHEK(ERE
#0.12 U/ml) J& 100 g/L %5 %% , 8 K B il ¥ 7K °F
¥eHI7E4.0~6.6 mmol/L, (M SHE K2 ml - kg™' -
%TBSA™' -8 h™ ; BUGFHGRENATHFEHA, B
BRAT. BABEHAET 37 CHEK 18 s, Bl &4, 145
JBHTFAMME(I0ml - kg™ -8 h™') BH MW I,
HA MR REGH., &HKBGEY 2553 ki
BANLELE AT OIETIEER MW, R BTG SO # ik
HWE FE-RE HTRAREMZAY. FHk
#jE 1.2.3.4.5.6 h B KREkmAEWN, Hi)5 6
h A BER B, B BUZE O B SUAR AR U
1.3 ®MER

BATHKIGE LIRS HEA R AE L ERLSE D
BE A 220 IR 48 FE (LVSP) B OB £ 0 2 £F 5K Zh BE
B 72 0 2 &7 5K K84 £ (LVEDP)
1.3.3 HEHLLFEWE AR A E AR
S, RAA YR B EME-BRS S EETT
DAL MBEAR THN ., BESWEH,ITE
TR (A)E,
1.3.4 EARMTHEBWPSBEASTE 1L
MARFMAAABBEABR, IRERERD,H
4,4"-"8REE-2,2 - EnkkE &, LI IkiE 40 pg E
HERE, SRFETE R B IKE , 2 TR EH,
TIABSES TPk, 4 CHR, MAHRL ALY
FEARICH —hi L F R B KR KERRH, U&
KEESEEKEENIELRR, BEAEEN 3 K,
1.4 it rabH

L, &+ s R, R SPSS 10.0 G it 447
HEIG K B

2 #R
2.1 [fkE

%G 1 h BHAKRMEAR , HIFEELRE
WY& TFEGH(P <0.05 5 P <0.01), sR{L4th
JE AR A MR T RGH( P <0.01), WE 1,
2.2 EIHEE

fiJ5 1 h #4541 KR LVSP .LVEDP R &A% 8 F
Bo WILHME 1 h LVSPLVED JRA A, BB B
BTHMTFRHH(P <0.05), WEK2,
2.3 AL

BHEHAKRROCIABAPSES T HAEKSE,
AfEK42.420.7;584bLHAMEN1.6 0.4, HEEHT
ZHMH (P <0.05) ;5G40 W4 BAEE AR B AL
PR T RRGA, HAER0.90.4, WHE 1,
2.4 IBSEAEE

R BBALIHLAPBEA THREY

1.3.1 ik AFHFAMBENESHARRE HRETERGH. ERAAVSBED T REIKE
At A et ML B K o EL0.78 +0.19 BiE & F# 1A 4 (0.58 £0.23, P <
1.3.2 .OETHEERIEW SR \E A IS R UE 0.05), WK 2,
1 SAXRBOHEELER (nmol/L, x £5)
w5 BUK - B AT (h)
(R) ' 1 2 3 4 5 6

BaE 6 6.4+0.5 6.3+1.4 6.9+0.7 6.7+0.9 6.020.5 5.9+0.8 6.1+0.8

Gy 6 6.2+2.0 5.1+0.8% 4.5+0.9" 4.8 +1.9% 5.1+1.3% 5.1+1.3% 5.2 +1.3%

FEHa 6 6.2+1.8 7.6 +1.7* 8.3+2.6" 8.5+3.0° 7.7+0.9" 7.9+1.2b 8.4+4.7°

W EEGEHLE a: P <0.05,b: P <0.01; 5BGHEE ,c: P <0.01
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BER 285, HESEAFR(EBSHEN 5% ) WE
R0 BBk v LB M R e bR £ . 4 A B A K vh % A T
2~3min,l h GIRAZER N, ABRNEERBRALZ, KB
37.2 C, fk¥%E 89 ¥ /min, /N 32 % /min, WARfEEM, O
PR A, UM IR 35 ORE o Sk T ES L 22 /EE LA K B T
ERAGEE R, F A BB 20K B AR AL, W
Kaflialm R Ea. 2. S8 mEDS 12% , X 0)E
8% B I ¥ 4% TBSA ;IR AR .

BEABFILS TR FERRERT, B0 1.4
mmol/L, #k#EHE 100 /L # % AL 45 20 ml, 8] F A&
5 B EE BRER L B VA WO 8, R B T B 4 100 /L A A&
FEBRES 150 ml, AR/ B & Kk PR MR n 8, 2 )
I A N R W, XU A A B BT X R RO R A
Y4, M4 RIBERKE M. BT E 1 AL
MES FHRA BRI BERRSIET., BEKEM
R, )5 6~7h BEPKEEIEH 50 ~ 60 K/ min, L HL
Fo~ Q-TRMER, FRME, ZMm$5H0.4~0.6 mmol/L,
EEBTF 100 /L B A BEES 50 ml/h Frge B K iEIE, B )
T 1 5T 100 g/L AR S5 150 ml, #5)5 12 h, B % M55 %
ARGE FIL AN . EU LKA FE 100 g/L B AR S
360 mlJ& & E 4 300 ml,

G2 d T AHELREERE, WX R X SE
FEEA kM, BTFROMR, SEPRINHHESR. 5
J5 24 h BEART f b 0 A B v 25 SR i B 41 BB Rt
o 207« /AR 38 2, B I B PE) 2E K il ¥ R AL ULEF
T, Z2MFEMmE, EHIEmA R ERTE. BER
HRBRE, SUTPE RS B 05 3 dIFRMPRIL, GG 4
dfFPIE YRR BEA GG 8 d B B ki, R # 3
BIEMSENBLTFLUSRREEREBERE, FR37dEEE
B,

Hit SERE-AERERERN IR, 5 Kk
B ERTHFEERKE S RESATRE, ERFSHATH
EETFEATEBASEIEMMES " i 55T FHME .
AKX WA OIS DS . O RER

k&

& 807510220 "ML+ FREREHRER

RE EWMA A

o NURAER R, R RRET, ARFESMAEALE
BT E A, BRI, BT E TRk m B
EHEL MR R ERERY, SEREGE, BRE
RS e Y o A ] 2B WA BE R e BRI 55, #5054 ~6 h
o 45 AT 4 TR, 5 S bR B A i A0 45 R B P B Y
%5, HXEIRE,7 ml EERRAELS A HLIK N T A MU 5
BBl ml EEBFRG 1S ¢ AFREHF 124
# JKANSS 36 g, AR S 30 go SR EVE STASAS RL BB, 4%
FNE# BRI, U amalHEENASSERYE AR
BEHAMERG .

SEMAERE KT 48% i 5 =4 Sk (FALE) ,BA
TERE XS B R A ST BIR, W S Bk
Yo ARG T B M B0, A B S R R B B K
B AR EUIFE  NSGE AR B S0 ml, # RAT AT
PR RE R BERARE, ANS FEAR
ABBD FIREBERITH KM, ERGFENEAEREA
PGB, P45 50 B AL R T ik B — 5E 69 3R T R {5 T B
MEEHEEANEED . BEREETNHEAKEER
HE B E M, AT R B ST MR . B R R
R IR R . BB TRAUS , S AR
P, B S R ER R B 1, R B B A RS e A
BIhAED . A SRR GRS DR B H XA
WM, E R B TR, AR I RS T A
WK
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