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Studies on the chemical constituents from angelica polymorpha maxim

HAN Sha,YANG Shang-jun, BAI Shao-yan
(Central Laboratory of Jining Medical Uuniversity,Jining 272067 , China)

Abstract: Objective To investigate the chemical composition of extraction from Angelica aerial parts of poly-
morpha Maxim. Methods Silica gel column chromatography was employed for the isolation and purification. Re-
sults Ten compounds Pentacosanoic acid (1), Lacceroic acid(2) , a-amyrenol (3) , 3-Hydroxy-3, 6-dimethyl-2-(3-
methylbut-2-enylidene)-3,3a,7, 7a-tetrahydrobenzofuran-4 (2H)-one (4) , Angeliticin A(5), Noreugenin (6) , Dau-
costerol(7) ,Oxypeucedanin hydrate acetate(8) ,Sucrose(9) ,4-hydroxy-4-methyl-2-pentenoic acid(10) were isolated
and their structures elucidated by spectroscopic methods including 1H-NMR, 13C-NMR, IR and MS techniques.
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Conclusion Compounds 1,2,3,8,10 were isolated from A. polymorpha for the first time.
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