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Anti-inflammatory Activity and Phospholipase A, Inhibition of Noni (Morinda cztmfolza)
Methanol Extracts

Byung Chul Choi and Sang Soo Sim”*
College of Pharmacy, Chung-Ang University, 221 Huksuk-dong, Dongjak-gu, Seoul 156-756, Korea

Abstract — To investigate anti-inflammatory activity of Noni extracts, we measured the phospholipase A, activity using
both i vitro and in vivo system. Water soluble fraction of Noni extracts did not affect melittin-induced arachidonic acid
release, whereas lipid soluble fraction inhibited it in a dose dependent manner in Raw 264.7 cells. The purified phos-
pholipase A, activity was dose-dependently inhibited by lipid soluble fraction of Noni extracts but not by its water soluble
fraction. Lipid peroxidation, myeloperoxidase and phospholipase A, activity in incised skin of mice were significantly
increased as compared with those in non-incised skin, and these increase was attenuated by the treatment with Noni pow-
der. Our data suggest that Noni extracts has anti-inflammatory activity, and this is, in part, caused by inhibitory activity of

phospholipase A,.
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Fig. 1 - Effects of Noni extracts on melittin-induced arachidonic acid
release in Raw 264.7 cells. The [*H]-labeled cells were
incubated with Noni extracts for 10min in 5% CO,
incubator at 37°C and arachidonic acid release was induced
by 0.5 uM melittin. Results are means+SD from 4 separate
experiments. (C: control; M: melittin 0.5 pM). * significantly
different from melittin alone (P<0.05).
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Fig. 2 - Effects of Noni extracts on purified phospholipase A,
activity. Purified phospholipase A, was incubated with Noni
extracts for 10 min and then phospholipase A, activity was
measured using 10-pyren phosphatidylcholine. Results are
means*SD from 3 separate experiments. * significantly
different from control (P<0.05).
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Non-incision Incision

Fig. 3 —Effect of Noni on lipid peroxidation at the edges of the
incision wounds in mice. Results are means+SD from 6
mice per group. a: significantly different from non-incision
control (P<0.05). b: significantly different from DW-fed
control (P<0.05).
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Fig. 4 - Effect of Noni on myeloperoxidase activity at the edges of
the incision wounds in mice. Results are means+SD from
6 mice per group. a: significantly different from non-
incision control (P<0.05). b: significantly different from
DW-fed control (P<0.05).
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Fig. 5 — Effect of Noni on phospholipase A, activity at the edges of
the incision wounds in mice. Results are means+SD from
6 mice per group. a: significantly different from non-
incision control (P<0.05). b: significantly different from
DW-fed control (P<0.05).
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