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Effects and mechanism of ursolic acid on lipopolysaccharide-induced THP-1

cells
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Abstract The present research is to explore the protective effects and mechanism of ursolic acid (UA) on THP-
1 cells. The effects of UA at different concerntration (10, 30,50 pwmol/L, respectively) on THP-1 adhesion and
migration capability were observed after cell inflammation model induced by lipopolysaccharide. The mRNA ex-
pression of MCP-1 and CCR2 was detected by RT-PCR. Moreover, the effect of UA on NF-kB activity was investiga-
ted. Compared with the model group, UA (30 and 50 pmol/L) significantly decreased the cell adhesion to
fibronectin. All dosages of UA significantly inhibited THP-1 cells migration. In the meantime, UA downregulated
the expression of MCP-1 and CCR2 and mediated NF-kB activity. Therefore, UA exerts its protective effects on
THP-1 cells by, partly at least, the inhibition of NF-kB activity accompanied with decreased MCP-1 and CCR2
expression.
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THP-1 4fi Jfl ) 3EF5 SE 5 7E Transwell /]v2 Al
&, Transwell /NE 43 b NS, Z A LL 8 wm 5k
FRTE AP TF . THP-1 4B LA 2 F 5 x 10° 4~
FERDT 24 £k, TPE 25 T A8 [k 5 ) RE R RR (10,
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Figure 1 Effect of ursolic acid on THP-1 proliferation (x +s,n=9)
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5.87)% , o EES M E UA 44(30 wmol/L)
Bt % (96.11 = 10.53)% il &5 ¥ B UA 41
(50 wmol/L) it 2 (94. 41 = 8.38) % #F A7 1E b
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Figure 2  Effect of ursolic acid on lipopolysaccharide ( LPS) -induced
THP-1 cells adhesion capability (x +s,n=6)
# P <0.01 vs control group; * * P <0.01 vs model group
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25 LPS H|3#4 19 THP-1 40 A A4 525 (1 41
FEE, 2 MCP-1 #4b iT 2 & Transwell /NE Rk
TR TS T 22 1/ 1Y THP-1 20 it 1 %% = B 52 39
[(167.28 +11.91)% ,P <0.01 ], fifisss UA 4t
EE B THP-1 40 i 3 5% 28 ) 5 A6 Y 21 {2 =% 0 /b
HAEH EE UA 44 (10 wmol/L) iT#2 % (131. 34 +



450 YA RPRE

Journal of China Pharmaceutical University
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Figure 3  Effect of ursolic acid on LPS-induced THP-1 cells migration

capability (x +5,n=6)
# P <0.01 vs control group;* P < 0.05,** P < 0.0l »s model
group; 24 P <0. 01 vs 30 pmol/L ursolic acid group
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Figure 4 Effects of ursolic acid on mRNA levels of MCP-1 and CCR2
in LPS-induced THP-1 cells (x £s,n=3)
# P <0.01 vs control group; * P <0.05,** P <0.01 »s model group
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Figure 5 Effects of ursolic acid on LPS-induced activation of NF-kB
family members (x £s,n=12)

# P <0.01 vs control group; * * P <0. 01 vs model group
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