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Tab 1 Changes of Ca*> contents of myocardial tissue, mitochondria and sarcoplasmic
reticulum following administration of MCEF154 or milrinone(* g/mg)
Time after treatment (h)
Group Before treatm ent
1 3 5
Control 0. 1= 0. 02 — J— _
Endo toxin shock 0. 17 0. 02 0. 18- 0. 0¥ 0.20t 0. 02 0. 2 0. 04
Myo-Ca?
Milrinone treatment 0. 19t 0. 03 0. 2t 0. 0% 0.26= 0. 03#* 0. 28E 0. 06 #*
M CI-154 treatment 0. 18 0. 02 0. 19t 0. 0% 0.2H 0. 02 0. 23+ 0.0
Control 0. 73t 0. 12 — — —
Endo toxin shock 1. 02+ 0. 27 1. 12+ 0. 3¢ 1. 15F 0. 2§ 1. 206F 0.29
Mito-Ca®
Milrinone treatment L 04t 0. 33 1. 28t 0. 24 1.48F 0. 27#* 1. 66t 0.35#*
M CI-154 treatment 0. 97t 0. 2F 1. 16t 0. 2% 1.2t 0. 23 1. 24t 0.29
Contmwol 0.22£ 0. 03 — — —
Endo toxin shock 0. 26t 0. OF 0. 27+ 0. 0Z 0.29t 0. 0% 0. 30t 0.0
SR-Ca?
Milrinone treatment 0. 29t 0. 02 0. 33 0. 0% 0.36E 0. 03#* 0. 38 0. 04 #*
M CI-154 treatment 0. 28t 0. 02 0. 29t 0. 0% 0.3t 0. 04 0. 32 0.0

Myo—Ca® : Calcium content of myocardial tissue; Mito—-Ca® : Calcium content of myocardial mitochondria; SR—

Ca™: Calcium content of myocardial sarcoplasmic reticulum:# :
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(P> 0.05), K 103 X 10 'mmol/L (P <0.01)

2 MCF154 [Ca* i (nmol /L)
Tab 2 Effects of MCE154 on milrinone on Cytosolic C#* of myocytes in endotoxic shock rats (nmol /L)

Treatment with MCI-154 or milrinone( mmol /L)

Group Pre treatment
K 103 K 102 K 10!
Control 178 & 11. 4 — — —
Endotoxin shock 225. 5= 26. ¥* — — —
Milrinone treatment — 251. 0k 23.9 280, 5t 24. 8%+ 291. 6 27. 5%+
MCI-154 treatm ent — 227. 6= 19.5 235. 2k 23, 8@ 242. 8 26. @

## : P <0.01 vs Control;* : P <0.05,**% : P <0.01vs Endotoxin shock;+ : P <O0. OS,JFJF: P <0.01vs thevalueof 1
X 10 *mol/I;@@: P < 0.0l vs Milrinone treatment
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Effects of MCF154, a calcium sensitizer, on myocardial calcium home-

ostasis in endotoxic shock in rats

MEI Jan-ming, HU Deyao, CHEN Hui—sun, LIU Liang-ming, TIAN Kun-lung, XIAO Nan ( Research Institute
of Field Surgery, Daping Hospital, Third Military Medical University, Chongqging 400042)

Abstract Objective: To investigate the effects of M CI-154, a calcium sensitizer, on myocardial calci—
um hom eostasis during endotoxic shock in rats. Methods: The calcium content of the myocardium, mito-
chondria and sarcoplasmic reticulum (SR) were measured in the rats with endotoxic shock 1, 3and 5h after
the administration of milrinone or MCI-154. The myocardial cells of the rats were isolated and cultured with
KX 1077, K 102, K 10 "mmol/L of milrinone or M CI-154 respectively and then the cytosolic calcium con—
centration ( Ca® ) was determined with Fura 2-AM. Results: The calcium content of the myocardium, mito-
chondria and SR was significantly increased in endotoxic rats. It was further increased after the administra—
tion of milrinone but showed no significant further increase after that of M CFF154. The Ca* was obviously
higher in the endotoxic rats than in the control. After incubated with different concentrations of milrinone,
Ca* of the myocardial cells was significantly increased dose-dependently but no significant increase was
found after the myocardial cells were incubated with M CI-154. Conclusion: The disorder of myocardial calci—
um homeostasis or calcium overloading will not be aggravated when M CI-154 is used to treat sepsis or septic
sh ock.
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