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Immune enhancing effects of Rg, on peripheral lymphocytes in vitro in cancer patients treated with radiotherapy

ZHANG Zhong-miao"?, JIANG Bo', ZHENG Xiao-xiang’ (1. Department of Clinical Pharmacy, The Second Affiliated Hospital ,
College of Medicinal Sciences, Zhejiang University , Hangzhou 310009, China; 2. Department of Biomedical Engineering , Zhejiang University ,
Hangzhou , 310027, China )

ABSTRACT:OBJECTIVE To investigate the immune enhancing effects in vitro of Rg; on peripheral lymphocytes of cancer patients treated
with radiotherapy. METHODS The peripheral lymphocytes were separated and purified from the cancer patients 24 h after radiotherapy. The
cells were cultured with different concentrations of Rg; for 48 h or 72 h, and then the lymphocytes proliferation, cytokines and membrane mark-
er were assessed with flow cytometer. RESULTS Rg, enhanced lymphocytes proliferation induced by ConA, promoted the expression of HLA-
DR, HLA-ABC, CD; and CDs, s, and increased the ratio of CD,” /CD; and Th1/Th2. CONCLUSION Rg; can improve the immune func-

tion of peripheral lymphocytes in cancer patients treated with radiotherapy, including specific and nonspecific immune functions.
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Effect of oxymatrine on [ Ca’* ], in single ventricular myocyte of guinea pig

SUN Hong-li', XU Chao-qian', LI Zhe', WANG Ning', YU Xi-shui’, YANG Bao-feng' " (1. Department of Pharmacology ,
Harbin Medical University , Harbin 150086, China; 2. Institute of Medicine and Industry , Harbin 150086, China)

ABSTRACT : OBJECTIVE To observe the effect of oxymatrine on intracellular calcium concentration ([Cat 1) in freshly isolated ventric-
ular cell of guinea pig. METHODS An enzymatic method was used to isolate single cardiomyocyte of guinea pig. The isolated cardiomyocyte

" or Ca’* -free solution containing EGTA 2 mmol-L™" and loaded with Ca’* -sensi-

was placed in Tyrode solution containing Ca’* 1.8 mmol«1.”
tive fluorescent indicator Fluo-3/AM. [Ca’* |, represented by fluorescent intensity (1) was measured by laser scanning confocal microscope
(1SCM). RESULTS At resting levels, [ Ca®* ], was not affected by 10 pmol* L' oxymatrine. However, 10 pmol-L ™' oxymatrine obviously
inhibited the Ca’* influx induced by KC1 60 mmol+L™"' ( P < 0.05). CONCLUSION Oxymatrine showed significant inhibition of voltage-de-

pendent channel (VDC), which may be one of the mechanisms of counteracting arrhythmia.

KEY WORDS: oxymatrine; veniricular myocyte; calcium
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