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Determination of weight average molecular weight of Phytolacca acinosa Roxb. polysaccharide by HPGFC-
ELSD method

XU Cong-Li, CHEN Hai-Sheng, TAN Xing-Qi, LIU Run-Hui, XUAN Wei-Dong (Department of Natural Medicinal Chem-
istry, School of Pharmacy, Second Military Medical University, Shanghai 200433,China)

[ABSTRACT] Objective:To determine the distribution of weight average molecular weight in the Phytolacca acinosa Roxb.
polysaccharide. Methods: Phytolacca acinosa Roxb. polysaccharide was isolated and purified by high performance gel filtra-
tion chromatography (HPGFC) with evaporative light scattering detector (ELSD). Determination conditions were as follows:
colum ; TSK (G 2000 SW 7.5 mm X 300 mm) ;mobile phase:water; flow rate:1. 0 ml/min;drift tube temperature ;40 C ; nebu-
lizer gas (N,) pressure;2. 0X 10° Pa. Results; The linear range of weight average molecular weight of polysaccharide was
10 000-170 000 (= — 0. 973). The weight average molecular weight of Phytolacca acinosa Roxb. polysaccharide was
76 896. 4. Conclusion: HPGFC-ELSD is a practical, reliable method for the determination of the polysaccharide weight aver-
age molecular weight.
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Apoptosis is involved in the cardiac damage induced by singaortic denervation in rats

TAO Xia, ZHANG Shu-Hui, CHU Zheng-Xu,SU Ding-Feng(Department of Pharmacology, Basic Medical College, Second
Military Medical University, Shanghai, China)

[SUMMARY] The arterial baroreflex plays an important role in the maintenance of the stability of blood pressure. Sinoaor-
tic denervation (SAD) produces severe organ damage in rats. The present study was designed to investigate whether apopto-
sis, which is a ubiquitous physiological mode of cell death distinct from cell mortality induced by injury and necrosis, is in-
volved in SAD-induced cardiac damage. Male Sprague-Dawley rats (10 weeks old) were used. Rats underwent SAD (n=9) or
sham operation (n=10). Sixteen weeks after operation, the heart tissues were taken for investigations including electron mi-
croscopy, immunohistochemistry, terminal deoxynucleotidyl transferase (TdT)-mediated dUTP nick-end labelling (TUNEL)
and reverse transcriptionpolymerase chain reaction (RT-PCR). Cardiac hypertrophy and fibrosis was found in SAD rats. The
number apoptotic cardiomyocytes was increased in SAD rats compared with sham-operated rats. The expression of Bcl-2 mR-
NA and protein (an inhibitory factor of apoptosis) in cardiomyocytes was decreased in SAD rats. In contrast, the expression
of Bax, Fas and Fas ligand mRNA and proteins (promoters of apoptosis) in cardiomyocytes was significantly increased in SAD
rats. In conclusion, the present study reveals a high level of apoptosis in cardiomyocytes in SAD rats. It is proposed that
apoptosis is involved in SAD-induced cardiac damage.
(Clin Exp Pharmacol Physiol,2003,30:362-368]
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