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Inhibitory effects of Sam-Myo-San on the LPS-induced production of
nitric oxide and TNF-a in RAW 264.7 cells and BV-2 Microglia cells

Jae-Hyun Lee’, Hyo Won Jung and Yong Ki Park’
Departrment of Herbology, College of Oriental Medicine, Dongguk University, Gyeongju 780-714, Korea

ABSTRACT

Objectives : Sam~Myo~-Whan(SMW) has been known firaditional prescription  with  anti-  arthritis
activities. We investigated inhibitory effects of SMW on lipopolysaccharide (LPS)-induced nitric
oxide(NQ), TNF-a and inducible nitric oxide synthase(iINOS) production from RAW264.7 cells and BV-2
Microglia cells.

Methods : SMW, which had been extracted with 70% MeOH, concentraled and freeze-dried was used
for this experiment. After BV2 mouse brain macrophages and RAW264.7 mouse peritoneal macrophages
were pretreated with increasing concentrations of SMW extract for 20min, and then activated with LPS.
To investigate cvtotoxicity of SMW extract, cell viability was measured hy MTT assay. NO production
was measured in each culture supemnatant by (Griess reaction. mRNA expression of iNOS in two type
cells was investigated by RT-PCR. TNF-a production was measured in each culture supernatant by
ELISA.

Results : SMW extract significantly inhibited LPS-induced NO and TNF-a production in BV2 cells and
RAW?264.7 cells dose—dependently. SMW extract also greatly suppressed mRNA expression of iNOS in
both tvpe cells activated with LPS.

Conclusion : These data suggests that SMW extract may have an anti-inflammatory effect through the
inhibition of INOS e\(presswn

Key words AnU mﬂarmnat;on BVZ microglial  cells, inducible nitric  oxide synthase,
lipopolysaccharide, nitric oxide, RAW264.7 macrophage cells, Sam-Myo-Whan extract.
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Fig. 1. Cell eytotoxicity of Sam~Myo-Whan exiract in BV2(A) and
RAWZBATIB) cdls. Afier colls were cultured  with  increasing
concentrations of Sam-Myo-Whan(SMW) extract with LPS for 24h,
cell viability was determined in the culture supernatants by MTT
mean  value  of  three  independent

assay.  The results show

experiments(SD - bars),
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Tig. 2. Inhibitory effect of Sam~Myo~ Whan on LPS-induced nitric
oxide production from BV2(A) and RAW2647(B) cells. Cells were

Sam-Myo~
for 24h. NO

incubated  with  inereasing concentrations of
Whan{ SMW) extract in the presence of LPS{1 e/ ml)
production from cclls was determined in culture supernatants by
Griess reagent. The results show mean value of three independent
OO0, Tp<00l and  p<005  vs

experiments(SD - - bars).

LPS-treated group, n-3.
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Fig. 3 Inhibitory effect of Sam-Myo-Whan extract on mRNA
expression of INOS I BV2(A) and RAW2B4TIR) colls. Col were
incubated with 0.2mg/milfor BV2 colls) and 05mg/mi(for RAW264.7
cells) of Sam~Myo-Whan(SMW) extract without or with LPS for
Jh. mRNA expression of INOS was deiermined by RT-PCR. L,
LIS-treated group.
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