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Role of corticotropin releasing factor receptor 2 antisense oligodeoxynucleotide of hypothalamus in hyperme-
tabolism in rats with severe burn  CHEN Zhong-yong , WANG Shi-liang , PENG Xi , WANG Feng-jun ,
ZHAQ Yun , WANG Pei. Institute of Burn Research , Southwest Hospital , State Key Laboratory of Trauma ,
Burns and Combined Injury , the Third Military Medical University , Chongqing 400038 , P. R. China
[ Abstract]  Objective To observe the role of corticotropin releasing factor receptor 2 antisense
oligodeoxynucleotide ( CRFR2ASO) of hypothalamus in hypermetabolism in rats with severe burn.  Meth-
ods Stainless-steel cannula were implanted into the 3rd ventricle. According to different medicine delivered
into the 3rd ventricle, 30 SD rats with 30% TBSA full-thickness burn were divided randomly inte burn con-
trol group (BC, with injection of 3 L saline) , CRFRIODN group ( with injection of CRFR10ODN 10 pg),
CRFR1ASO group ( with injection of CRFR1ASO 10 pg), CRFR20DN group( with injection of CRFR20DN
10 pg) , CRFR2ASO group( with injection of CRFR2ASO0 10 pwg) , with 6 rats in each group. Another 6 rats
served as normal control( NC) and they received isotonic saline 3 wL instead. Different medicines were re-
spectively delivered into respective group on 5,6 post injury day (PID) ,then 3 pL gentian violet was intro-
duced on 7 PID. Resting energy expenditure ( REE) value and the expression level of hypothalamus
CRFR2mRNA and CRFR2 protein were determined. Results REE value in BC, CRFRIODN,
CRFR1ASO, CRFR20DN, CRFR2ASO groups was 11 840 +987,11 133 +1100,10 733 +1338,11 123 =
1321, 7563 + 890 kJ - (m®) ' - d 7', respectively, which were obviously higher than that in BC group
[6641 +526 k] - (m”) ' - d™', P <0.05]. REE value in CRFR2ASO group was obviously lower than that
in CRFR20DN group ( P <0.01). The expression level of hypothalamus CRFR2 mRNA and its protein in
BC group were increased after burn, which were obviously lower in CRFR2ZASO group than NC group( P <
0.01).  Conclusion Central application of CRFR2ASO can downregulate the expression level of hypo-
thalamus CRFR2Z mRNA and its protein, and reduce hypermetabolism. Hypothalamus CRFR2 may mediate
hypermetabolism in burn rats.
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