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Study on mechanism of interleukin-1p for mediating vascular o,
adrenergic receptors desensitization in septic rats”
LIANG Jialin' ,LIU Liangming** ,DONG Hui*

(1. Hangzhou Rehabilitative Center for Special Services of Air Force,Hangzhou,Zhejiang 310013,
China ;2. Department 2, Institute o f Field Surgery Research/State Key Laboratory of Trauma , Burns
and Combined Injury ,Daping Hospital of Army Military Medical University ,Chongqing 400042 ,China;
3. Institute o f Immunology Research , Army Medical University ,Chongqging 400038,China)

[ Abstract| Objective To investigate the mechanism of interleukin-13 (IL-1B) for mediating the vascular
a1 adrenergic receptors (a; ARs) desensitization in septic rats. Methods The septic rat model was duplicated
by cecal ligation and puncture (CLP). Then the «; ARs sensitivity and protein expression of rat superior mes-
enteric arteries (SMAs) at 3,6,12 h after CLP in the sham operation group were measured,and their relation-
ship with plasma IL-18 level was analyzed. Vascular smooth muscle cells (VSMCs) derived from SMAs of rats
were incubated with IL-18. Then its influences on the protein expression, mRNA stability and promoter activi-
ty of aj ARs, AP2 and Spl protein expression were observed. The influence of Spl and AP2 siRNA on o ARs
protein expression of VSMCs was observed using RNAi technology. Results The o; ARs sensitivity and pro-
tein expression of rat SMAs since 3 h after CLP were significantly reduced (P<C0. 05),which were negatively
correlate with plasma IL-183 level change (P<C0. 05). The o; ARs protein expression,activity of a;p AR promot-
er, AP2 and Spl protein expression were all significantly reduced by IL-18 (P<C0. 05) , while the mRNA stabil-
ity of ¢y ARs was not changed (P=>0. 05). The a; ARs protein expression of VSMCs decreased by Spl and AP2
siRNA (P<C0. 05). Conclusion IL.-13 down-regulates the o; ARs expression in the transcriptional level rather
than post-transcriptional level through down-regulating the expression of transcriptional factors Spl and AP2,
and mediates the septic vascular a; ARs desensitization occurrence.

[Key words] sepsis;interleukin-1B;receptors,adrenergic,alpha-1;Spl; AP2
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