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Effects of FOENICULI FRUCTUS on the Regional Cerebral Blood Flow
and Mean Arterial Blood Pressure in Rats

Nam Soon Kim, Sung Yung Kang™, Hyun Woo Jeong®

Whanam Oriental Medicine Clinic, Seoul, 1:Lacan Oriental Medicine Clinic, Kunsan, Chonbuk,
2. Department of Oriental Pathology, College of Oriental Medicine, Dongshin University

This experimental study was designed to investigate the effects of FOENICULI FRUCTUS freeze dry powder (FF)
on the change of cerebral hemodynamics [regional cerebral blood flow (fCBF) and mean arterial blood pressure
(MABP)] in normal and further to determine the mechanism of action of FF. The results in normal rats were as follows
; FF significantly increased rCBF in a dose-dependent, but decreased MABP. This results were suggested that FF
significantly increased rCBF by dilating PAD. The FF-induced increase in rCBF was significnatly inhibited by
pretreatment with 1H[1,2,4]oxadizolo[4,3-a]quinoxalin-1-one (ODQ, 10 w«g/ke, i.p.), an inhibitor of guanylate cyclase and
indomethacin (IDN, 1 mg/ke, i.p.), an inhibitor of cyclooxygenase and propranolol (PPN, 3 mg/kg, i.p.), a blocker of
adrenalic B receptor and Lo-Nitro-L-Arginine (L-NNA, 1 mg/kg, ip.), an inhibitor of nitric oxide synthase. The
FFE-induced decrease in MABP was significnatly increased by pretreatment with L-NNA and was increased by
pretreatment with PPN, but was inhibited by pretreatment with ODQ and IDN. This results were suggested that the
mechanism of FF was mediated by nitric oxide synthase and adrenalic 3 receptor.

Key words : FOENICULI FRUCTUS, regional cerebral blood flow, blood pressure, ODQ, indomethacin, propranolol, L-NNA
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Fig. 1. Effects of FF on the rCBF and MABP by injected dosage in
normal rats. FF : FOENICULI FRUCTUS freeze dry fowder, 0 : After FF
non-injected, group-measured during 30 min, 001, 0.1, 1, 10 : After FF (001, 01,
10, 100 mg/ke, i.p) injected, group-measured during 30 min. rCBF ; regional
cerebral blood flow, MABP : mean arterial blood pressure. * Statistically
significance compared with 0 group(* ; P<0.05, ™ ; P<0.01).
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Fig. 2. Effects of pretreatment with ODQ and IDN on the FF-induced
changed rCBF in normal rats. 0DQ : 1+[124loxadizolol4,3-alquinoxalin-1-
one (10 ug/ke, 1.0, IDN : indomethacin (1 mg/kg, ip.), Control : FF treated group,
0 : After ODQ or IDN treated but FF non-treated, group-measured during 30 min,
001, 0.1, 1, 10 : After ODQ or IDN treated and FF (001, 0.1, 1.0, 100 mg/ke, ip.)
treated, group-measured during 30 mim. Other legends are the same as Fig. 1. +
© Statistically significance compared with Control group(+  P<0.05).
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Fig. 3. Effects of pretreatment with PPN and L-NNA on the
FF-induced changed rCBF in normal rats. PPN : propranolol (3 me/ke,
ip.), L-NNA : Lo-Nitro-L-Arginine (1 meg/kg, ip.), Control : FFE treated group Q :
After PPN or L-NNA treated but FF non-treated, group-measured during 30 min,
001, 0.1, 1, 10 : After PPN or L-NNA treated and FF (0.01, 0.1, 1.0, 100 mg/ke,
i.p) treated, group-measured during 30 mim. Other legends are the same as Fig.
i, + : Statistically significance compared with Control group(+ ; P<0.05).
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Fig. 4. Effects of pretreatment with ODQ and IDN on the FF-induced
changed MABP in normal rats. Other legends are the same as Fig. 2.
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Fig. 5. Effects of pretreatment with PPN and L-NNA on the
FF-induced changed MABP in normal rats. Other legends are the same
as Fig. 3. + : Statistically significance compared with Control group(+ ; P(0.05).
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