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Inhibitory effect of Triptolide on angiogenesis and inflammation in
LPS-induced human osteosarcoma cells MG-63"
LIN Miaoxiong' , PENG Ming',DU Guoyou' \CHEN Yan*,LIN Huiling®
(1. Department of Blood Transfusion and Clinical Laboratory ;2. Department of Surgery ;
3. Department of Emergency ,Zhongshan Traditional Chinese Medicine Hospital ,
Zhongshan ,Guangdong 528400,China)

Abstract : Objective To study the inhibitory effect of Triptolide on angiogenesis and inflammation in LPS-
induced human osteosarcoma cells MG-63 and explore the underlying mechanism of this protective effect.
Methods LPS(10pg/mL) was adopted to stimulate human osteosarcoma cells MG-63 to establish a model of
disease inflammation. MTT assay was used to detect the viability of human osteosarcoma cells MG-63. Angio-
genesis and inflammatory cytokines expression were detected by the method of quantitative real time PCR and
enzyme linked immunosorbent assay. p-p38 protein expression was examined by the Western blot. Results
Triptolide (50-200pg/mL) could significantly suppress the expression and release of TNF-q,1L-6, HIF-1a and
VEGF. Conclusion Triptolide can significantly suppress angiogenesis and inflammatory cytokines expression
in LPS-stimulated human osteosarcoma cells MG-63,likely by inhibiting p-p38 signaling pathway.
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TPL(Sigma, St Louis, MO, USA) | — H L[ i (DM-
SO, Sigma, St Louis, MO, USA) . p38 i il #|——
SB203580 ( Medchem Express, Monmouth Junction,
NJ,USA) .p38 # 3zl 7] ——P79350 (Invitrogen, Carls-
bad, CA, USA) . 1Y HJE ) W i L (3% (MTT, Sig-
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20,50 pg/mL) sk TPL(50,100,200 yg/mL)4hHE 24
h, BfLH M A 5 mg/mL MTT ¥ 20 pL, 41 i 7
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KH 2 it ir A AL AL . 519 )F 51 TNF-
« IET 8% 5-GAACTGGCAGAAGAGGCACT-3',
R Ia 5149 5 -GGTCTGGGCCATAGAACTGA-3'; 1L~
6 IEM 519 5'-CCGGAGAGGAGACTTCACAG-3', &
8] ¥ 5'-CAGAATTGCCATTGCACA -3'; HIF-1a IF
i 8l ¥ 5 -TCTGGGTTGAAACTCAAGCAACTG-3',
& 16 5] ¥ 5-CAACCGGTTTAAGGACACATTCTG -
3'; VEGF IE [ 8] 9 5-TGCTTCTGAGTTGCCCAG-
GA-3'. & 175 4 5-TGGTTTCAATGGTGTGAGGA-
CATAG -3"; GAPDH IE [ 5] % 5-GGCATTGCTCT-
CAATGACAA -3'. )k 814 5'-TGTGAGGGAGAT-
GCTCAGTG-3',
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LPS(10 pg/mL) . TLP(50 pg/mlL)

K B AED

7.527+0.315%
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TR 9 P 98 21 22 1) 9 P s I R I 38 2E R R T B TR
TR TEHE RIS MG . VEGFE & 7N 2 40 it 45 5 7k |
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PR I A R AF 75 8% 4 35 B . VEGFE #0875 6 op &2
St LR IR /D A I g S5 30 1 7% 4 A U v HL AT
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i 922 200 J RT3 o L 42 0 A 0 0 5% A b T R
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PR TNF-o 257 — RO MR R AES R R, Hal
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I8 24 R 2 LR BV R 1S A T e 4 i T
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() e e 3 40 Jf 7= A i TNF-o fd i 53 4 309 4L T
181 9 RE B EERET5 al i 4 B4 9 3 DNA #i4 »
B PR 20 O T AR A R A M A 22 4 3L R T R
FE A WA AR 5 R — &R R 4 R R L 4
M PRtk B T A 2 g % J& . TNF-o [ 55 —1E
FHJR AR TL-6 -G B B » J0 L2 B A% 41 it N s
M. TL-6 % — Fh s & (ORI £ Zh BE 40 IR, BR
Y R A2 2 A 240 M IR A 3 25 55 i 9 A4 L 7 22
PE. BEE TL-6 76 PrR 56 K f g Fl 3 0 1 5 s 5 T Y
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B B G 1) B A i, HL R B 2 1 BT 5% IE S5, 2
T H 8 PR E FNRIE R R I B R T+, 5 TNE-
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Ri 9% 5T e Ak o I g T 40 . DT AR B R Y &
JELY M BT B TL-6 KO T L T A IS 1L
6 7KV Tt i 5 RE KBS A oG, BRI L TL-6 gl
A R T R RE HR TS AR R . A I AT 4 R
B, TPL Al 5] AR #: 30 ) MG-63 41 g 55 7% F 3%
W TNF-o . IL-6 AR5, Bt 40 TPL A 3 i 9 i
MG-63 4 Jid 4 4 S Rz i 4 6l A 988 40 e o 48 A s A
HK.
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