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Abstract— Inhibitory effects of 16 cinnamic acid analogs on formylFMet-Leu-Phe(fMLP)-induced chemo-
taxis of rat polymorphonuclear leukocytes were determined by using a microchemotaxis apparatus. 3,
4-Dihydroxycinnamic acid called as caffeic acid exhibited the highest inhibitory effect on the chemo-
taxis among cinnamic acid analogs tested in this study. Hydroxycinnamic acids exhibited stronger in-
hibitory effects on the chemotaxis than cinnamic acid. Hydroxycinmamic acids with one hydroxy
group at ortho, meta or para position exhibited similar inhibitory effects on the chemotaxis with cor-
responding methoxycinnamic acids, but 3 4-dihydroxycinnamic acid did stronger inhibitory effects
than 3,4-dimethoxycinnamic acid. 3,4-Dimethoxycinnamic acid exhibited weaker inhibitory effects on
the chemotaxis than 1,2-dimethoxy-4-propenylbenzene and 3,4-dimethoxy cinnamonitrile with ~-CH=
CHCN or -CH=CHCH; group instead of -CH=CHCOOH group. 4-Hydroxycinnamic acid and 3,4-dihy-~
droxycinnamic acid exhibited stronger inhibitory effects on the chemotaxis than 3-(4-hydroxyphenyl)
propionic acid and 3.4-dihydroxyhydrocinnamic acid with -CH:CH:COOH group instead of -CH=
CHCOOH group.
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-Hydroxycinnami + g . Lo T
3 4 Dihydroxyci icadd H OH OH 63+6* 3-Methoxycinnamic acid H OCH: H 4316
4-Hydroxycinnamic acid H H OH 5217
Fig. 1— Inhibitory effects on chemotaxis by hydroxy- 4-Methoxycinnamic acid H H OCH; 61+7
cinnamic acids. 34 Dihydroxycinnamic @ H OH OH 636
H

the concentration of 1uM are represented as %
of inhibition compared with the control, mean+
standard error (n=15), and significant diff-
erences of them from the control are *p<0.05 and *
*p<0.01.
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Fig. 2 - Inhibitory effects on chemotaxis by methox-
ycinnamic acids.
Inhibitory effects of methoxycinnamic acids at
the concentration of 1 uM are represented as %
of inhibition compared with the control, mean+
standard error (n=15), and significant diff-
erence of them from those of the corresponding
hydroxycinnamic acids is **p<0.01.
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2-Methoxycinnamic acid OCH, H H CH=CHCOOH 4919
2-Methoxycinnamaldehyde OCH; H H CH=CHCHO 38+10
4~Hydroxy-3-methoxycinnarmic acid H OCHs OH CH=CHCOOH 2319
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3,4-Dimethoxycinnamonitrile H OCH: OCH;, CH=CHCN 517
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Fig. 3 - Inhibitory effects on chemotaxis by cinnamic acid analogs.
Inhibitory effects of samples at the concentration of 1 uM are represented as % of inhibition compared with
the control, meantstandard error (n=15), and significant differences of them from those of the cor-

responding cinnamic acids are *p<0.05 and **p<0.01.
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