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iffect of Daphnetin on SOD Activity and DNA Synthesis
of Plasmodium falciparum in vitro
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[ Abstract] Objective To investigate the effect of daphnetin on superoxide dismutase (SOD) activity and DNA synthesis
in P. falciparum in vitro. Methods The effect of daphnetin, daphnetin-Fe complex and desferrioxamine B on S0D activity
of P. falciparum (P.f) FOCl in vitro was determined with a SOD test-kit. The level of IDNA synthesis of P. { synchronized

cultured in wvitro at various developmental stages after treatment of daphnetin or desferrioxamine B was assayed by fluorescein

Hoechest 33258. Resnlts The total SOD activity decreased by 60% after daphnetin treatment while it only decreased by
229% if treated with desferrioxamine B. No effect on SOD activity of P. { treated with daphnetin-Fe complex was observed. The
level of DNA synthesis of P. { trophozoites in synchronized in witro culture was significantly lower than that of the control.
Conclusion Daphnetin lowered SOD activity and decreased DNA synthesis of P. f in witro.
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Table 1 DNA synthesis rate of P. f in vitro

25 A ERTE (h)DNA S 3 (% ) (n=3)

# 5l DNA synthesis rate (% ) by hours after administration of compounds{n =3)

Group 1 6 15 21 26
WE R DPNT 18.6+£2.8 27.4+4.8 41.8%+1.9 54.1%5.2 65.0+2.9
FEkE DFO 17.3+0.4 25.1+1.6 41.4+3.3 52.4+1.8 57.1+3.2
% B8 Control 20.0+4.5 28.5+1.9 50.0%2.4 85.816.0 100

X AHXT F X A 26 h A RSt
Note : Comparing to total synthesis at 26 h of the control
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