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Role of PI3K/Akt signal pathway in BMSCs migration induced by serum of rats with severely burn”

Li Maohua , Teng Miao ,Guo Lei®
(Department of Burn and Plastic Surgery ,the First Af filiated Hospital
of Chongqing Medical University ,Chongqing 400016 ,China. )

[Abstract] Objective To study the effects of severely burned rats serum on migration of BMSCs and mechanism. Methods
Severely burned rats model was established,and the preparation of severely burned rats serum. Experimental groups:normal train-
ing group(containing 10% fetal bovine serum,group C),burn serum group(containing 10% burns in the rat serum,group B) ,burn
serum+ blockers(10% burns in the rat serum+final concentration of 10 ymol/L PI3K signaling pathway inhibitor LY294002 train-
ing,group B+LY). Activity of cells was examined with MTT ; migration of cells was examined with Transwell chambers testing;
protein expression of p-AKT/AKT was determined with Western blot;microtubule structure of cells was examined with immuno-
fluorescence. Results Compared with group C,group B burn serum treatment after 24 h, BMSCs activity(P<C0. 01) ,p-AKT levels
(P<C0. 05) ,increased migration quantity (P<C0. 001) ; cell microtubule structures appear rupture,after adding inhibitor, compared
with group B, group B+LY BMSCs activity(P<Z0. 01) ,to reduce the number of migration(P<C0. 001) , p-lower AKT(P<0. 05),
cell microtubule structure similar to the normal group. Conclusion Severely burned rats serum can promote BMSCs migration, may
burn serum cytokine activation of PI3K/AKT signal pathway, resulting in cell microtubule structure change, promote the migration

of BMSCs.
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(FBS,Gibco, USA) sMTTCA = R AW HE AR WS ) ; a-tubulin
ST BT /K (Proteintech, USA) ; B-actin ¥4 5 [ $7 /& (Protein-
tech, USA) ; Akt P8 5% [ HT 1K ( Abcam, USA) ; p-Akt P75 i
£ (Cell Signaling, USA); 1l 3¢ #T % IgG — i (Proteintech,
USA); FITC #% it %% & — #ii ( Proteintech, USA); LY294002
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T30 min LUK AMAE . FIE WA, —20 CHRAEH.
1.2.2 Sempd WO S AUAEKOIRES R 4F BMSCs, 25 B Al
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37 CHEOLIEE 5 min, HLoOGE KGR E R, L B R 2
PBS ¥ 3 i , f3 5 min, (R I 3 A 5 AN, BE I —HL. W
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TR TR L Td s FoR X LI 25 AT B R R Jr 22 e i L 41 1)
o8 LSD-q ¥ 8 . K38 /K #E «=0. 05, L P<C0.05 N2 R7H
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PI3K/ Akt {5538 B T i (55 4 F . p70(S6K) W] 3 3 il ) &
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