CN 43-1262/R " [EShkAEAL 2438 2016 4556 24 556 2 119

[XEHES] 1007-3949(2016)24-02-0119-05 . SCIOFFER -
A I AHEH R A5 IV AR IS RENAG Tl g - L 56

BB, BT, BEH, 9RE, BHEE’, KA, XXE'
(13T M EA R W E E RS A, 500 83T T 550000;2. 5 d £ R & ER S /A,
WL AR Fd T 25000053, M E R G ERS A T AT 110016)

[XBIFE] MEBTan, ARX4%EFH; NVAKR; SM-aacting SM-MHC

[ =E] BH HiTA4RX4%E T8 (atRA) FEASIV A KR (collagen IV) 4T £ 3F 6942 38 )y RIE A5 T 29 56 ( mESC)
w1 AL LS4, TR ARSME R mESC, iE i At AR EL B S & SSEAL & Fe KRB T 3a 40 M mESC A4k
M, BAERERS MK (EB) R F 3 RES AL A  AFF(TRA) aRA F 54 VEKESFH aRA KAV
FE R4 Ak NG BE AL, 8 P L4 B A AR (SM-ac actin) %9 Western blot # & SM-a actin 5 - 78 JUILIR &
& T 4% (SM-MHC) % 9% 3¢ R 4 2 RAE L R B 4L 7] 0 tm oo AL A T 7 WLdm fe e Hr oLt AT ks, R &
mESC AR R 7D RIEM T m e 3d s s, RIES T RAS 14 R atRA AV AR % 54140 18 SM-
qactin FOREETHHES THAM3 4, B UEKSE 14 X4 SM-a actin 5 SM-MHC % X 3 &, & I atRA B4
IV A i JR #5541 89 SM-a actin &5 SM-MHC £k Z 42 5% 3, W 40 6 510 i 3 & R 3T 69, atRA 54 [V A
BRFFEARZ STRARKEZ, i ARXETRBESNEIRR S £ 4F 69 4T 3k 2 86 T 20 6 6 -F 7 L 20 e
2,

[FESZFES] R363 [ XEAARIRAE] A

All-trans Retinoic Acid Combined with Collagen Type IV Promoted Embryonic Stem

Cells to the Differentiation of Smooth Muscle Cell

SHAO Xiao-Ping' , PENG Cheng-Fei® , TIAN Xiao-Xiang® | YAN Cheng-Hui’ , HAN Ya-Ling’ , ZHANG Hong-Ming’ , and
LIU Da-Nan'

(1. Department of Cardiology, the Affiliated Hospital of Guizhou Medical University, Guiyang, Guizhou 550000, China;2.
Department of Cardiology, General Hospital of Jinan Millitary Region of PLA, Jinan, Shandong 250000, China;3. Depart-
ment of Cardiology, General Hospital of Shenyang Millitary Region of PLA, Shenyang, Liaoning 110016, China)

[KEY WORDS] MESC; AtRA; Collagen Type IV; SM-a Actin; SM-MHC

[ ABSTRACT ] Aim  To investigate whether all-trans retinoic acid (atRA) combined with collagen IV can promote
mouse embryonic stem cells( mESC) to differentiate into smooth muscle cell. Methods The totipotency and chromo-
some of ES cells were examined by ALP staining, SSEA-1 staining, and in-vivo teratoma formation test. ~ After forming
EBs by suspending in EB media for 3 days, EBs were divided into four inducted groups:none induction ( Control group) ;
atRA group; collagen IV group; atRA + collagenIV group.  They were differentiated for 7 d and 14 d.  Then, they were
harvested at 7 d and 14 d to analysie by Western blot and immunostaining. Results (DThe successful culture of the
ESCs was identified by the totipotent function. ~@Compared with the other three groups, the expression of SM-a actin in
group atRA + collagenV significantly increased (P <0.05). Meanwhile, the proportion of SM-a actin */SM-MHC * cells

in group atRA + collagen IV was higher than the other three groups. Conclusion atRA combined with collagen IV
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could do better in inducing the differentiation of mouse embryonic stem cells to smooth muscle cell than both alone.
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Figure 1. ES cells were examined by ALP and SSEA-1 staining (50 pm) ; The totipotency of ESC in-vivo teratoma formation

were tested by HE staining (100 pm)
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Figure 2. The mRNA levels of SM-« actin and SM-MHC
in ESC of different groups are investigate by real-
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Figure 3. The protein levels of SM-a actin in ESC of
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Figure 4. Immunofluorescent staining with SM-a actin ( green) and SM-MHC ( red) are detected in different groups
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