276" Traditional Chinese Drug Research & Clinical Pharmacology, 2014 May, Vol. 25 No. 3

[7] Guzik TJ, Marvar PJ, Gzesnikiewicz GM, et al. Perivascular adipose and synaptic deficits in a mouse model of Alzheimerps disease[J]. Proc
tissue as a messenger of the brain-vesselaxis: role in vascular Natl Acad Sci USA, 2006, 103(13): 5161-5166.
inflammation and dysfunction[J]. J Physiol Pharmacol, 2007, 58(4): [12] Masliah E, Mallory M, Alford M, et al. Altered expression of
591-610. synaptic proteins occurs early during progression of Alzhermer’ s
[8] KMy, =45 %. G-CSF %l MR K B D Ach & it X CHAT disease[J]. Neurology, 2001, 56: 127-129.
IEPERRE AT, SEMER AL, 2012, 11(10): 772-774. [13] Meck WH, William CL, Cermak JM, et al. Developmental period of
[91 XUARHE, WRUL, 2283, 4. AARAGTFXS RS A RIED . SCRIANR choline sensitivity provide an ontogenetic mechanism for regulating
B, CEBERHGACE RS 2525244k, 2013, 48(5): 790-793. memory capacity and age-related dementia[J]. Front Integr Neurosci,
[10] Head E, Corrada MM, Kahle WK, et al. Synaptic proteins, neu— 2007, 1(1): 7.
ropathology and cognitive status in the oldest—old[J]. Neurobiol Aging, [14] 2455 . BURMARAIFR LM, dEaT: P EPMIER-KS:H
2009, 30(7): 1125-1134. Jg#t:, 2006: 705-707.
[11] Jacobsen JS, Wu CC, Rdedwine JM, et al. Early—onset behavioral (. R

aar = o P i ML 3 3 o0 70 5% i A i L 2 o 5 4 18 325 1 % 22 ) 2 i

I%E, B, BF Y, WA, G F (INPELGRFEE-MEERE, NP EAREEEE SR
ENBESEEE, T4 M 510405)

HE. B MERSZLERMERESS ) ERBRASMmpE kB EnatTuER, i #SD XK
AT, BB, STHAK, P, A TH, U6 R, BRABAFBRERTHREIREER, AKX
RAMBENREERALBCHZBER, AR, ¥, AL T MEA 140, 281, 562
mg kg, #H42 B, KRASEEBAENSHEK R S, WEELE S P& ik £ CaCl, A 15 min /&,
540 nm BOEAL 69 T ACALAR M) B-2008 L 20 BEL 25 kil i (MPT) #5 %, il id & - &R FBay 7 ik o L
i BB AR (ATP) #9428, SR AW A FH 5K (LVEF) A A F424h %425 (LVFS )&l B 2 % %
& (P<0.01); SR, P, SF 4 LVEF fo LVFS 8B A 4035 R 538 m(P<0.01), BEA 28,5 UL 4w i, MPT
BT R R E ¥ m(P<0.01), MR P, SA 24 MPT 42 20 R % 0%,V (P<0.01), AR 203 Il m i
ATP 2B AT BARZER Y (P<001), mSfaR&, £ S T4 ATP 28R4 . E X (P<0.01),
Zit ZABMBFRFREGT S LAIH O ER AR EREERET, RESHRGER,
KEW: £A; &ME; Fah; SHRB; KEKEEEET

hESHES: R285.5  XEEREA: A XEHS: 1003-9783(2014)03-0276-04

doi: 10.3969/j.issn.1003-9783.2014.03.009

Therapy of Benefiting Qi, Warming Yang and Activating Blood in Inhibiting Mitochondrial Permeability
Transition in Cardiomyocytes of Heart Failure Rats

WANG Lingjun, XIAN Shaoxiang, GAO Mengxi, SUN Jinghe, CHEN Jie(The First Affiliated Hospital of Guangzhou
University of Chinese Medicine, State Key Laboratory of Chinese Internal Medicine, Guangzhou 510405 Guangdong,
China)

Abstract: Objective To investigate the effects of therapy of benefiting i, warming yang and activating blood on
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mitochondrial permeability transition in cardiomyocytes of heart failure(HF) rats. Methods Thirty SD rats were evenly
randomized into five groups, blank control group, heart failure group, and low—, middle— and high—dosage Xinyang
tablet (XT) groups. Rats except for the blank control group were given abdominal aorta constriction to induce heart
failure, and then were fed orally with normal saline or ST at the dosage of 140, 281, 562 mg-kg™ respectively for 2
continuous weeks according to the experimental design. The rats of the blank control group only had the belly cut open.
We examined the heart function of rats in three groups by color ultrasonography, analyzed the mitochondrial
permeability transition (MPT) by observing the optical absorption value at 540 nm after myocardial cell mitochondria
were cocultured with CaCl, for 15 min, and detected the intracellular ATP content in the cardiomyocytes of HF rats by
luciferin— luciferase method. Results Heart failure group had lower left ventricular ejection fraction (LVEF) and left
ventricular fractional shortening(LVFS )than the blank control group(P<<0.01), while XT groups had higher LVEF and
LVFS than the heart failure group(P<<0.01). MPT was increased in heart failure group(P<0.01 compared with that in
the blank control group) , and then was decreased by middle— and high—dosage XT(P<0.01 compared with that in the
heart failure group). ATP content was decreased in heart failure group(P<0.01 compared with that in the blank control
group), and then was increased by low—, middle— and high—dosage XT(P<0.01 compared with that in the heart
failure group). Conclusion Xinyang tablet, a representative prescription of therapy of benefiting qi, warming yang
and activating blood, can improve cardiac function through inhibiting the mitochondrial permeability transition in
cardiomyocytes of heart failure rats.

Keywords: Benefiting qi; Warming yang; Activating blood; Heart failure; Mitochondrial permeability transition
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Figure 2 Effect of Xinyang tablet on MPT in the cardiomyocytes of
HF rats
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