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Receptor pathways involved in norepinephrine-induced intracellular ROS production in
cardiac myocytes

CHEN Ji1 , HUANG I_anl, WU Qiangz( "Department of Cardidogy, Xingiao Hospital, Third Military Medical University, Chongqing 400037,
China; *Deparment of Cardidogy, Guizhou People’ s Hospitalk Guiyang 550002 Guizhou Province, China)

Abstract: Objective To study the effects of norepinephrine (NE) on intracellular reactive oxygen species
(ROS) production in cardiac myocytes and receptor pathways involved in ROS production. Methods DCFHDA flu-
orescent probe was used for the assessment of NE-induced intracellular ROS pwoduction in cultured cardiac myocytes
of the neonatal rats. Myocytes were exposed to NE, NE + pramsin, NE =+ propranolol, and NE —+ prazosin =+
popranolol at different time and doses. The changes of fluorescence intensity in cells were measured by flow cytome-
try. Results NE increased myocyte ROS production in time- and dose-dependent manners. NE-induced ROS pro-
duction was partially inhibited by prazosin or propranolol, and completely inhibited by prazosin and propranolol to-
gether in myocytes. Conclusion NE can induce intracellular ROS production in cultured cardiac myocytes of the
neonatal rats in time- and dose-dependent manners through the mediation of both @ and 3 adrenoceptors.
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Tab 1 Effect of NE on intracellular levels of ROS in myocardiocytes (x *s)

Group Concentation of Fluoescence intensity at each time point
(n=4) NE (Mmol/L) 0 min 15 min 30 min
C 0 292 30 305435 317452
NE1 2 291 +41 & 497+20 #* 639+59 74
NE2 20 296 136 & 710457 % 1064469 2
NE3 200 291 46 & 178474 7% 1791465 74

#, P<<0 05, vs contol; ¥, PZ0.05. wNE2; 4 PZ0,05 vs15min
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ke A DR A
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Tab 2 Effect of adrenoceptor blockers on NE-stimulated ROS in
myocardiocytes
Group Fluoescence intensity at each time point
(n=4) 0 min 15 min 30 min
C 292430 305 435 317452
NE2 296 362 710 +57 # 1064+69 #2
PRO 285 +162 510 +18 #* 820430 4
PRA 284304 422416 ¥+ 710+22 4
PP 284 428 299 425 * 320431

#, P<0.05 wC *; PZ0.05, vs NE3; 2 P<O0.05 vs 15 min
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