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BB WA EARA B REF Tam™
("B B K F B 2 e B A 2R 00T 35, T 5 330006; 255 2 K24 B2 27 e B 203, T B 330006)

BE BRI UEKRARH, B8 A F Al(lipoxin Ay LXA)RTZRR LT LB AD F R R A st R . A
T IIENE B AST IR AT Y o fOIE A B T Ao R AR v SHAR T SRR AR A LR, %
LG 4638 i RT-PCRA=Western blotik 46 M i JR R 4T 4 tm o 2 & A NE & T HRALX; REH RR K
JERE B A A NFRIR AR AT Y b o 3E A o AR R AR R B RS, MT T A 40 it 69 38 7842 2, A
20 JASAS ) 4 L 64 OB T DL, F2 A BB NGRS A ) 4 R3S A0k T I BB A&, ELISAR A 40 e,
AR B B TGE-PRF. 4 R A I, TR s AF 4 m i R A ALX, B B E A7 H IR AR AT 4 m e 38 4.
H 6 R BB AR A TGE-po ik, B EFSmit AT, % EATA, I8 E A7 % B IR AR AT 4 tm R 38 74
Fol R I EF LA T, TR SRR RN EZHEDHY.
KRR NRAE RO, A T

The Effect and Mechanism of Lipoxin A; Suppressing Scar Formation
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Abstract It was reported that Lipoxin A4 (LXA4) could prevent and cure tissue fibrosis and related disease.
In this paper, we observed the effects of LXA, on the proliferation, apoptosis and collagen synthesis of keloid
fibroblast, and analyzed the possible mechanisms. Firstly, we tested the expression of ALX through RT-PCR and
Western blot. Then, we examined the proliferation by MTT, the apoptosis through flow cytometry, the degree of
collagen synthesis with hydroxyproline testing cassete, and the level of TGF-f via ELISA. The data demonstrated
that ALX was expressed in hyperplastic scar fibroblast cell, LXA, inhibited the proliferation and collagen synthesis,
LXA, induced cell apoptosis and LXA, decreased the level of TGF-f. It seemed LXA4 was an important potential
drug for prevention and control of scar formation.
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