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Pharmacological analysis of curdione on hypertrophic scar fibroblast
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Abstract: Objective To investigate the effects of curdione on the HSF proliferation, transformation, and collagen secretion. Methods After
the human HSF was treated with curdione, the proliferation inhibition ratio was measured using MTT method. Meanwhile, the TIMP-1,
MMP-1, COL-I, and COL-III were detected by ELISA method, the a-SMA was analyzed by IHC technology, and the PI3K/Akt/mTOR and
TGF-B1/Smads related molecular were evaluated by Western blotting. Results Curdione could reduce the proliferation inhibition ratio.
Compared with control group, the TIMP-1, COL-I, and COL-III secretion were inhibited by curdione significantly (P <0.05, P <0.01), while
the MMP-1 levels was significantly increased by curdione (P < 0.05, P < 0.01). The results also indicated that the expression levels of p-PI3K,
p-Akt, p-mTOR, p-Smad3, TGF-B1, and a-SMA were significantly suppressed by curdione with concentration dependence (P < 0.05, P <
0.01). Conclusion Curdione could effectively improve the hypertrophic scar by inhibiting the HSF proliferation, transformation, and
collagen secretion, and accelerating the collagen enzymolysis via PI3K/Akt/mTOR and TGF-$1/Smads pathways.
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Fig. 1 Effect of curdione on cell proliferation of HSF (X *s, n=6)
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Fig.2 Effect of curdione on a-SMA expression of HSF (immunohistochemistry)



FE49% FE8H 20184E4 F + 1857 +

¢ £% Chinese Traditional and Herbal Drugs
1.5
I
9] =
H_‘ii
=
EE sk
ks
g 0.54 -
7]
3
0
XTI 10 20 40

FEAR =/ (umol L")

3 #FHARZEIXS HSF HfF o-SMA FRiXKFERIFZA
(X *s,n=3)
Fig.3 Effect of curdione on a-SMA expression level of HSF
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Fig. 4 Effect of curdione on p-Smad3 and TGF-$1 protein expression of HSF (X x5, n=3)
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Fig. 5 Effect of curdione on p-PI3K, p-Akt, and p-mTOR protein expression of HSF (X *s, n =3)
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