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Effect of Myricanone on Cell Apoptosis and Cell Cycle in Human Lung Adenocarcinoma A549 Cells

CHEN Xuan, TONG Yeling, REN Zeming, YANG Feng, DAI Guanhai*(lnstitute of Basic Medicine, Zhejiang

Academy of TCM, Hangzhou 310007, China)

ABSTRACT: OBJECTIVE To detect the effect of myricanone on cell apoptosis and cell cycle in human lung adenocarcinoma
A549 cells. METHODS The early cell apoptosis rate and cell cycle percentage of each group were detected by flow cytomytry.
RESULTS Myricanone induced early cell apoptosis of A549 cells in a dose-dependent manner, as well as increased the
percentage of A549 cells blocked in Gy/G; stage. CONCLUSION Myricanone could significantly increase the cell apoptosis
rate of A549 cells and could block cell cycle of A549 cells in Go/G; stage.

KEY WORDS: myricanone; A549 cell; cell apoptosis;cell cycle
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Fig. 1 Effect of myricanone on cell apoptosis in A549
A-negative control group; B—positive control group; C—2.5 pg-mL™" myricanone; D—5 pg'mL™" myricanone; E-10 pg'mL™" myricanone.
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Fig. 2 Effect of myricanone on cell cycle in A549

A-negative control group; B—positive control group; C—2.5 pg-mL™" myricanone; D—5 pg'mL™" myricanone; E-10 pg'mL™" myricanone.
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IEJ Hﬂ‘ﬂ‘ U\ jg ;H\:/fmﬂﬂjﬁ:é /ﬁﬁ-‘ ‘g’?j% E(J Eﬂi 7/{%{%72/% 5% . isolated from ethanolic extract of Myrica cerifera shows

anticancer effects on HeLa and PC3 cell lines: signalling
pathway and drug-DNA interaction [J]. J Integr Med, 2013,
11(6): 405-415.

[51] PAUL A, DAS J, DAS S, et al. Anticancer potential of
myricanone, a major bioactive component of Myrica cerifera:
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Effects of Metformin on Sugar Lipid Metabolic Disorder Caused by Sulpiride or Risperidone in Rats

DONG J iezhengl, MA Wanl, LIU Yez, PAN Shengmingl, XU Lianlianl, LIU Yil(IAThe Seventh People’s Hospital of
Hangzhou, Hangzhou 310013, China, 2.Traditional Chinese Medicine Hospital of Gansu Province, Lanzhou 730000, China)

ABSTRACT: OBJECTIVE To study using metformin to prevent and treat body weight increasing, sugar lipid metabolic
disorder and liver lipid deposition which are caused by sulpiride or risperidone in rats. METHODS From 1 d to 4 d, sulpiride
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