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Study on the Inhibitory Effects of Pseudostellaria heterophylla Polysaccharide on Myocardial Apo isNof
Ischemia-reperfusion Injury Model Rats
SUN Bi', WAN Lei', LIN Xiaojian', ZHANG Yan', HE Xun’, LIAO Shanggao® (1. % acology,

College of Basic Medical Sciences, Guizhou Medical University, Guiyan 6‘ hifla; 2. College of
Pharmacy, Guizhou Medical University, Guiyang 550025, China) “ﬁ
ABSTRACT OBJECTIVE: To study the inhibitory effects of

of ischemia-reperfusion injury (IRI) model rats, an i

erophylla polysaccharide on myocardial apoptosis
ts mechanism. METHODS: Totally 72 SD rats were selected
and randomly divided into sham o ratlo el group, positive drug group (Nifedipine tablets, 5 mg/kg) and P
heterophylla polysaccharide hlgh s and low-dose groups (7.5, 15, 30 g/kg), with 12 rats in each group. Sham

operation group and mo oup iven water intragastrically, and other groups were given relevant medicine intragastrically

for 7 d. The S sta%hshed by ligating the anterior descending branch of left coronary artery, reperfusing 120 min after
30 mi ischemia (not occluded only in sham operation group). HE staining was used to observe the pathological
changes of myocardium in rats under microscope. Myocardial apoptosis was detected by TUNEL method. The protein expression

levels of Bax, Bcl-2 and Caspase-3 in myocardial tissue were detected by Western blot method. RESULTS: Compared with model
group, pathological changes of myocardial tissue were relieved significantly in P heterophylla polysaccharide groups, while the
number of myocardial cell apoptosis was decreased significantly. The protein expression levels of Bax, the protein expression ratio
of Bax and Bcl-2 in myocardial tissue were decreased significantly in P. heterophylla polysaccharide groups; those of Caspase-3 in
P. heterophylla polysaccharide low-dose and medium-dose groups were decreased significantly; those of Bcl-2 were increased
significantly in P heterophylla polysaccharide high-dose group, with statistical significance (P<<0.05). CONCLUSIONS: P,
heterophylla polysaccharide can significantly relieve myocardial tissue injury and inhibit myocardial apoptosis in IRI model rats. Its
mechanism may be associated with reducing proapoptotic protein Bax and Caspase-3 and raising apoptotic protein Bcl-2 expression.
KEYWORDS Pseudostellaria heterophylla; Polysaccharide; Rat; Ischemia-reperfusion injury; Cardiomyocyte; Apoptosis; Bax;
Bcl-2; Caspase-3
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Fig 1 Histopathological micrographs of rats cardio-
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Bax 21 kDa

Bcel-2 26 kDa

Caspase-3 35 kDa

P-actin 42 kDa
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Fig 3 Electrophorograms of Bax, Bcl-2 and Caspase-
3 protein in myocardial tissue of rats in each
group
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Tab 1 Comparison of protein expression levels of
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Bax, Bcl-2 and Caspase-3 in myocardial tis-
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KFBLMTREH 178310201 1.605+0.618 0.948£0373 119340323
KFBLMEARH 204350660 257410915 113720318 0.924£0.288

S BFARAE, *P<0.05; 5EAI4] 4L, "P<0.05,"P<
0.01

Note: vs. sham operation group, * P<<0.05; vs. model group, "P<<
0.05,%P<<0.01
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Simultaneous Determination of Zinc Oxide and 13 Metallic Element Impurities in Calcined Calamine by
ICP-OES

XIE Kai', YANG Yang', XUE Ruzeng', XU Dandan’, ZHENG Gongming’, WANG Ruyi’, LI Zhiping' (1. Dept. of
Pharmacy, Dermatology Hospital of Southern Medical University, Guangzhou 510095, China; 2. Exp ntal
Training Center, Guangdong Food and Drug Vocational College, Guangzhou 510520, China)

ABSTRACT OBIJECTIVE: To establish a method for simultaneous determination of zinc o nd 1 etaﬂlc element impurities
in calcined calamine. METHODS: After microwave digestion of nitric acid and hydr d @ dactively coupled plasma atomic
emission spectrometry (ICP-OES) was used to determine the content f yarg etallic lement in calamine with emssive power of
1 300 W, carrier gas current flow of 15 L/min, aux1hary gas c in, peristaltic pump flow of 0.8 L/min, atomizing
air current flow of 0.8 L/min, atomizer pressure of al observatlon at different wavelengths. RESULTS: The linear

The quantitation limit ranged 0.00 detectlon limits ranged 0.000 2-0.013 2 pg/mL. RSDs of intermediate precision,

range of Al, As, Ba, Ca, Cd, Co, C u, P Zn in calamine were 0.001-4.000 pg/mL (r were 0.999 2-0.999 8).
{ wer than 4% . The recoveries were 86.1%-116.9% (RSDs were 0.9% -3.6% ). RSDs of
T ﬁlan 5% . CONCLUSIONS: The method is simple, accurate, precise, stable, reproducible and

e used for simultaneous determination of zinc oxide and 13 metallic element impurities in calcined calamine.

stability and repeatabilitygte

KEYWORD Inductively coupled plasma atomic emission spectrometry; Calcined calamine; Zinc oxide; Metallic element
impurity
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