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Tab 1 Changes of plasma level of glucose and insulin
after scalding

G Blood glucose Plasma insulin
roup (mmol/L) (mU/L)

Control 4.9110.80 (n =6) 15.76+4.37 (n=7)

Scalding 6.64+0.48 (n =5)2 25.65£6.60 (n =5)4

A P <0.05 vs control
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tone I BBMIL EREBVERNESEUNENBERRET
BREFAEEAUAARM TPK FHEMIR (P <0.05) (W
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Tab 2 Changes of TPK activity in the basal condition (X=*s)

Group Hepatocyte membrane Skeletal muscle membrane
Control 3.24%1.10 1.411£0. 46
Scalding 6.02+3.05° 2.351+0.35"

1. The data are expressed as the amount of P* incorporated
Histone 1 B per minute per mg membrane protein, values
are means T sz of five individual experiments; 2. * . P <
0. 05 vs control
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Fig 1 Effect of insulin on TPK activity of insulin receptor
in hepatocyte membrane
#: P <0.05, #* . P <0.01 vs control
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Fig 2 Effect of insulin on TPK activity of insulin receptor
in skeletal muscle membrane
*» . P <C0.05, #*, P <{0.01 vs control
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Effects of insulin receptor tyrosine protein kinase on insulin resistance

after scalding in rats

Mao Xuhu, Xu Linshui (Department of Biochemistry, Third Military Medical University, Chongging, 630038

Abstract After the rats were inflicted with 30% TBSA full thickness scalding on the back, the changes

of insulin receptor tyrosine protein kinase (IRTPK) were studied on the 3rd day postscalding with the phos-

phorylation of external substrates stimulated with hepatic and muscular cytomembranes to determine the pos-

sible molecular mechanism of insulin resistance after scalding. It was found that insulin resistance appeared in

the early stage postscalding while the basic value of the phosphorylation of external substrates stimulated
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with hepatic and muscular cytomembrane was increased and the activity of IRTPK to insulin was greatly sup-

pressed as compared with the control. These facts indicate that the imparied responses of IRTPK to the stim-

ulation of insulin may affect down-stream signal transmission of the insulin receptors and then the signal cou-

pling pathway for the glucose transmembranous transportation and glycogen synthesis mediated with IRTPK

and stimulated with insulin is obstructed. Consequently, insulin resistance occurs.
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Experimental study of expression of tumor markers in pancreatic carci-

nomatous tissue
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AR A B A RS B RR B 2 R $5 & A Southern blot, PCR-
ASO FHBEAR MG FHHAREEEF L. WEFE TR IRRY
HSERENXR FELRNT . (DEHREEREYRAAE
ReEBMRTHILIER L E RS R Wistar ¢ BUE & 4 B R 8 2h
YR, BREE N3 3%, AL 5 ¥ S b BRI 28 Y L xd
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HRZEAMFELR Wistar KEUFERHEBRBELR & c-Kiras %
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BEEp2IEAMBARRERS HH7X 3% . W EHE MY
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REEARRR GT REXH63%,.G~ATRENMNY,G
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