BHRHERAFEZFIR 2014,35(12) : 29~ 33

Journal of Kunming Medical University

B E FE BT AR HU e R ARE TERAMR

ARSCHE D, EREXS Y, RSV, MV, MR D, B OfF Y
(1) EREHXFE -_WEEREEH, @80 FoHARTTS; 2) FRH; 3) K43, =8 L9
650101)

CN 53 -1221/R

[(HWZE] B B REE T T 40X LPS 50 i E R 4 m T sgm e M. ik AAE R &
ARk (AS49 ANEtR) S5 ABRER SR T4ifikk (55 3 /8 hBMMSC #F) %57 Transwell JEfEfl 2 IS IR R
a4l (1) ZAXIA; PBS+A549; (2) LPS ESF4l; LPS+A549; (3) BMMSC XfHEZH: BS +AS549 +
BMMSC; (4) BMMSC THifH: LPS+A549+BMMSC. % Annexin V/PI RUH% 2 37 240 MO AR I AS549 41 i i 1=
. Western blotting bRl caspase 3. bcl-2 Fl bax K. & 10 pg/mL LPS ARANE S AS49 R E T
BMMSC T-1i4H A549 MM T4 caspase-3 5 bax HE IR RAR T LPS J5 40 . =5 X BEZH Al BMMSC Xt
BHZH (P<0.01) ;5 bel-2 HEFIRBAKT-BE ST LPS 40 . 25 P BAL A BUMSC X HEZH (P<0.01) . &3
5 LPS T A549 i3, BMMSC RE(EHE AS49 4NHIFAHTAT-H A bel-2 FAPHIFEFAT-E [ caspase-3 Fl
bax FJFRiE, EABAMAT-VER.

[R@iA] EaE T T4, e b g, W

[PESZES] R563.1 [EAARIRAD] A [XEHS] 2095 - 610X (2014) 12 - 0029 - 05

Anti-apoptosis Effects of Bone Marrow Mesenchymal Stem
Cells on Alveolar Epithelial Cells

TAI Wen - lin”, DONG Zhao - xing?, XU Yi-heng", LIJin—yu", QU Xiao —yuan", LU Xin?
(1) Dept. of Clinical Laboratory; 2) Dept. of Respiratory Medicine; 3) Dept. of Adminitration, Yunnan
Molecule Diagnostic Cenire, The 2nd Affiliated Hospital of Kunming Medical University, Kunming Yunnan,
650101)

[ Abstract] Objective To investigate the effects of bone marrow mesenchymal stem cells on LPS—induced
apoptosis of alveolar epithelial cells. Methods Human alveolar type II epithelial cell (A549) and human bone
marrow mesenchymal stem cells (BMMSC ) were cocultured on cell-cell noncontact transwell system in vitro. there
are 4 cell experiments groups: (1) negative control group, PBS+A549; (2) LPS-induced group, LPS+A549;
(3) BMMSC control group, PBS+A549+BMMSC; (4) BMMSC interference group, LPS+A549+BMMSC. The
apoptotic percentage of A549 was quantified by flow cytometry staining with annexin V/Pl.Caspase 3, Bel-2 and
Bax protein expression in A549 was assayed by Western blotting. Results 10 pg/mL LPS can induce A549
apoptosis in vitro appropriately. A549 in BMMSC interference group had a significantly increased bel-2 expression,
a decreased level of caspase 3 and bax, compared with the other groups (P<0.01) . Conclusions Cocultured
with A549, BMMSC can increase expression of anti—apoptosis protein bel-2 in A549, decrease the level of
pro—apoptosis protein caspase 3 and bax expression. BMUMSC can inhibit apoptosis of alveolar type Il epithelial cell
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Fig. 1 Cell-cell noncontact transwell system
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Fig. 2 The morphology of A549 cells under inverted microscope
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Fig. 5 The percentage of apoptotic A549 cells by Annexin V/PI flow cytometry analysis
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Fig. 6 The percentage of apoptotic A549 cells by
Annexin V/PI flow cytometry analysis
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Fig. 7 The expression of caspase-3,bax and bcl-2
proteins in A549 cells by Western blotting
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