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Triterpene Glycoside Des-echinoside A Inhibits Human Lung
Cancer Cell Line 95D Metastasis via NF-kB Signaling Pathway
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Abstract : A triterpene glycoside Des-echinoside A was separated by high speed counter current chromatography from sea
cucumber Pearsonothuria graeffei. The effects and molecular mechanism of Des-echinoside A on tumor metastasis in
high-metastatic (95D) human lung cancer cells were evaluated. The results showed that Des-echinoside A could inhibit
95D cell proliferation (P <0.01) ,migration (P <0.01) ,invasion (P <0.01) ,adhesion( P <0.01) and decrease the
blood vessel growth on the chick embryo chorioallantoic membrane (CAM) remarkably. Des-echinoside A could also re-
duce the mRNA expression of uPA,MMP-2/-9 ,VEGF ,NF-kB (P <0.05,P <0.01) ,and promote the mRNA expres-
sion of TIMP-1/2( P <0.01). It is suggested that Des-echinoside A could prevent the metastasis through specific inhi-
bition of NF-kB signaling pathway.
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Fig. 1 Chemical structure of Des-echinoside A
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Table 1  Primer sequences, annealing temperature , cycles and length of products
s FJIP%_T'?_@J JEJ(‘?EE TR PR
Gene rimer Annealing ‘ Cycle (time) Product
sequences temperature (°C) ’ length (bp)
uPA i ACTACTACGGCTCTGAAGTCACCA 63.5 29 200
TUiF GAAGTGTGAGACTCTCGTGTAGAC
MMP-2 =z TGGATGATGCCTTTGCTCG 54 32 564
T TCTTGTCGCGGTCGTAGTC
MMP-9 i GAGAAGAGAGGGCCCAGC 58.5 30 178
TF ACGTGACCTATGACATCCTGC
TIMP-1 i TGTGGGACCTGTGGAAGTAT 54 32 267
TE TGTTGTTGCTGTGGCTGAT
TIMP-2 Hstiis TGTTCGCTTCCTGTATGGT 54 30 194
TE TCTGGGTCAAATGCTTCC
VEGF Wiz GTGCAAGGCCAGGGCATGGG 57 30 167
T GTCCTGAAGCTCCCCAAACTCC
NF-kB i CTATGAGGTCTCTGGGGGT 55 32 235
TE GGTAAAGCTGAGTTTGCGG
B-actin UiF GTTGCGTTACACCCTTTCTTG 59.5 26 152
TUiF TGTCACCTTCACCGTTCCCA
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Fig. 3 Effects of Des-echinoside A on the invasion rate of 95D (n = 4,; +s)
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Fig. 5 Effects of Des-echinoside A on the adhesion rate of 95D (n = 4,; +5)
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Fig. 7 Effects of Des-echinoside A on the uPA mRNA ex-
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Fig. 8 Effects of Des-echinoside A on the MMP-2/-9 £ TIMP-1/-2 mRNA expression of 95D (n = 4 ,; +5)
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Fig. 9 Effects of Des-echinoside A on the VEGF mRNA ex-
pression of 95D (n = 4,; +5)
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