2006 33 6

714

HECB

1 2 3 4
The Effect of Herbal Complex Prescription” Niuhuangtianlong Capsule” on Human Endonmr
etrial Cancer Cell Line HEC B and Its Action Mechanism
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Abgract :Objective  To explore the efect and mechanism of“ Niuhuangtianlong capsule” whether canin-
duce apoptosson human endometrial cancer cell line HEGB. Methods The test groups were respective-
ly divided into three dose groups$ low-dose, middle-dose and highrdose group including control group and
positive group for medical serum. The cell proliferation inhibition was measured by MTT as well as by
the cell refusing stain test. Additionaly, HEGB cell morphology changes of apoptoss were observed by
AO/ EB double fluorescent dye staining and by TEM. Finaly, the cell apoptoss rates, cell cycle as well
as the expression of survivin, cagpase-3 were a0 measured by FCM. Results M TT: Endometria canc-
er line was sgnificantly inhibited by medical serum and show the low-dose group was the best effect. The
assay of cell refusng stain: The resultsin the same or different period were the same as MTT. AO/ EB
double fluorescent dye staining: the early apoptoss cels stained in yellow-green and the later apoptos's
cells stained in orange in the medical serum groups. TEM: the cell apoptotic morphology changes of
HEGCB cells could be observed by TEM : marked condensation, Margination and acute angle project of
nuclear chromatins as well asformation of vacuolesin cell cytoplasm. FCM : the apoptotic rate in medical
serum groups was sgnificantly different compared with control group(P<0.01). The cell apoptotic rate
of low-dose group was al o the highest as compared with the middle-dose, high-dose group (P<0.01).
The result of cell cycle show: in the test group cellsin S phase were reduced and G/ G phase were en-
hanced obviously compared with control group(P<0.01). The expresson of surviving was decreased ev-
idently , on the contrary caspase-3 was increased obviousl'y compared with control group ( P<0.01) . Con-
clusion (1) Human endometrial cancer cell HEGB could be induced apoptoss and inhibited at G/ G pe-
riod by herbal complex prescription® Niuhuangtianlong capsule”. (2)° Niuhuangtianlong capsule” could
reduce the expression of surviving and enhance the expresson of caspase-3, which may be one of the
HEGB cell inducing apoptotic mechanism. (3)“ Niuhuangtianlong capsule” inducing HEGB cell apopto-
ss do not display the better result with increasng dose,the low dose has the best effect in this experi-
ment.

Key wor ds : Pharmacology ; Cell apoptosis; AO/ BB doublefluorescent dye staining; Transmisson electron
microscope ; Flow cytometry
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