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[ ZE] B8 W AR SR T 40155 3% 1% (hUCMSCs-Sup) X kAR RIET (Ms) 4bHERY
NFE NN (hEndoSCs) 58 . JT- M5 WA 2 M 2w, JF i B H 0T 58 (4 7 FH AL
FE: RN FE hEndoSCs, 43 X BB A 40, 60, 80 & 100 pmol-L ™" Ms#l, MTT 24 il 4% 41 41 fitd
f77 % . hEndoSCs 43 X} 841 . 40 pmol-L ™" Ms 41160 pmol-L ™" Ms 41, 3 2 21 i A 46 I 45 41 40 fi
JT-%, Western blotting K U £ 4L AN A JH T-AH S 2 A B AUMI R 298 2 (Bel-2) 1 Bel-2 456 X B H
(Bax) K H % ik KFE I 115 Bel-2/Bax H{H . hUCMSCs-Sup EAJE, hEndoSCs4r X R4 . Ms 4 |
Ms+hUCMSCs-Sup 41 fil Ms+hUCMSCs-Sup+3-H FL R B (3-MA) 41, MTT 840 45 4 40 77
T, A ARG I 4% 2H 40 U T %, Western blotting ¥ K I 4% 20 40 B TP i A R 06 B 1 R Bk
3B-11 (LC3B-11) MM KEEN 1584 3B-1 (LC3B-1) EHFEBAKFEIHFHE LC3B-1 /LC3B- |
FU1E, SERFZE6E # PCR (RT-qPCR) 3L K I 4% 4140 M8 o 15 IR 25 2 PEAR 5 2 F mRNA F ik KF
SR SR, 40, 60, 801100 pmol- L~ Ms 2H 40 M 77 1% 2 W] & F& X (P<<0.05), HEHA
) 0 0 A M L 5 0 BE A e #, 40 F1 60 pmol- L7 Ms 41 40 g i T 00 B Tk (P<<0.05), 40
H Bel-2/Bax oA B B AR (P<<0.05). hUCMSCs-Sup YEHIG , 5xF B4 bedr, Ms 41 240 77 3% R A
AP LC3B-11 /LC3B- 1 FefE M R (P<<0.05), AN T- R ETH&E (P<<0.05), 40 [ 5
FEFL AL0 (HOXAL0) . H M 6 1 (LIF) M4 £ A3 (ITGB3) mRNA ik /K1
AR (P<<0.05); 5 Ms4 8, Ms+hUCMSCs-Sup 4120 M 7735 M40 LC3B- 11 /LC3B-1 It
8 F 8 (P<<0.05), 40MJET- 3R 8 &AL (P<<0.05), 40+ HOXA10, LIF f11TGb3 mRNA
KA RBP BT (P<0.05); 5 Ms+hUCMSCs-Sup 4 4, Ms+hUCMSCs-Sup+ 3-MA ZH
ANAETE R LC3B- 1 /LC3B- | LM iRE IR (P<<0.05). %5i&: hUCMSCs-Sup iJ 2 5 Ms b
FEJ5 hEndoSCs M AA16 %, PR TR, e FE WA ZM, HALH AT §8 5 hUCMSCs-Sup i
hEndoSCs [ M4 % .
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Effect of culture supernatant of human umbilical cord
mesenchymal stem cells on survival, apoptosis and
endometrium receptivity of human endometrial stromal cells
after treated with mifepristone

WU Mengxue, CHEN Shiling, LIU Yan, MI Xuguang, LIN Xiuying, FU Jianhua, FANG Yanqiu
(Center of Peproductive Medicine,, People’s Hospital, Jilin Province , Changchun 130021, China)

ABSTRACT Objective: To discuss the effect of human umbilical cord mesenchymal stem cells culture
supernatant (hUCMSCs-Sup) on the proliferation, apoptosis, and endometrium receptivity of the human
endometrial stromal cells (hEndoSCs) treated with mifepristone (Ms), and to clarify the possible
mechanism. Methods: The hEndoSCs were cultured in vitro and divided into control group and 40, 60,
80, and 100 pmol-L ™" Ms groups. The survival rates of the cells in various groups were detected by MTT
assay. The hEndoSCs were divided into control group, 40 pmol:L.~' Ms group, and 60 pmol-L~' Ms
group. The apoptotic rates of the cells in various groups were detected by flow cytometry; the expression
levels of apoptosis-related protein B-cell lymphoma-2 (Bcl-2) and Bcl-2-associated X protein (Bax)
proteins in the cells in various groups were detected by Western blotting method, and the ratio of Bcl-2/Bax
was calculated. After treated with hUCMSCs-Sup, the hEndoSCs were divided into control group, Ms
group, Ms+hUCMSCs-Sup group, and Ms+hUCMSCs-Sup+ 3-methyladenine (3-MA) group. The
survival rates of the cells in various groups were detected by MTT assay ; the apoptotic rates of the cells in
various groups were detected by flow cytometry; the expression levels of microtubule-associated protein 1
light chain 3B- 1 (LC3B-1I ) and microtubule-associated protein 1 light chain 3B-I (LC3B-1 ) proteins in
the cells in various groups were detected by Western blotting method, and the ratio of LC3B- 1l /LC3B- I
was calculated; the expression levels of endometrium receptivity marker molecules mRNA in the cells in
various groups were detected by real-time fluorescence quantitative PCR (RT-qPCR) method.
Results: Compared with control group, the survival rates of the cells in 40, 60, 80, and 100 pmol-L ™'
Ms groups were significantly decreased (P<Z0.05) in a time-dependent and dose-dependent manner.
Compared with control group, the apoptotic rates of the cells in 40 and 60 umol-L.~" Ms groups were
significantly increased (P<C0.05), and the ratios of Bcl-2/Bax were significantly decreased (P<C0.05).
After treated with hUCMSCs-Sup, compared with control group, the survival rate of the cells and ratio of
LC3B- 11 /LC3B- | in the cells in Ms group were significantly decreased (P<C0.05) , the apoptotic rate
was significantly increased (P<Z0.05), and the expression levels of homeobox A10 (HOXA10), leukemia
inhibitory factor (LLIF) , and integrin subunit beta 3 (ITGB3) mRNA in the cells were significantly
decreased (P<C0.05) ; compared with Ms group, the survival rate of the cells and ratio of LC3B- [l /LC3B- |
in the cells in Ms+hUCMSCs-Sup group were significantly increased (P<C0.05) ,the apoptotic rate was
significantly decreased (P<Z0.05) , and the expression levels of HOXA10, LIF, and ITGB3 mRNA in
the cells were significantly increased (P<C0.05); compared with Ms+hUCMSCs-Sup group, the survival
rate of the cells and ratio of LC3B- Il /LC3B- I in the cells in Ms+hUCMSCs-Sup—+3-MA group were
significantly decreased (P<C0.05). Conclusion: hUCMSCs-Sup can increase the survival rate and decrease
the apoptotic rate of the hEndoSCs after treated with Ms, and increase the endometrium receptivity, and
its mechanism may be associated with the activation of autophagy of the hEndoSCs by hUCMSCs-Sup.
KEYWORDS Umbilical cord mesenchymal stem cell; Human endometrial stromal cell; Apoptosis;
Autophagy; Endometrium receptivity
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TE RS AR KRB . hE (IUZ) N
= (B, WIZFENE. 5 NES e
SRR )Z . IREJE 52 00 SR R 0 & A 4
A, FEEIL)Z A B FE R E 32 R P B R T A4
M2 (human endometrial stromal cells, hEndoSCs)
M, NZWHEZW, AKkE SR,
hEndoSCs fft 3% 5 P9 B 5S4k | 1f 5 o 4 R 4 728
MR 55, TEE 1 E N R ol OC SRR
A PR N BESGAT 3 3hEndoSCs T2, 4l
WG TR, TS 3075 BSR4 T3 R AR S
KM . WG R B E 7% 800 e B R E
(intrauterine adhesions, TUA) #8155 Py JiE
s B 2 8 A IR IR B K R MORD AN 2 1Y
B AT A S — RO R A 4 YT s, TR
T LA JERE | B R A AR R 5E RN I E I SRR AR R
PG A BP0 . Brag . A2 A8 Az i S s i iy 45
ER ™. AN I 78 B 40 M (human umbilical
cord mesenchymal stem cells, hUCMSCs) 3k J& F
W, o TR, RERMEIRT, HEEEAE IR, Toie
PV, RGBSR M E By IR AR R 40
KR, TN T AR A T g Y
/R hUCMSCs BB Bl 38 52U S 4 & AN B RIIF
TIRE, 1097 BN A AR PR AT . S RIB MO
g L Ta) BT M I IR AR RO DR 4F L L RT LU & A2 i
FE N, RENBEAZE. hUCMSCs 43 i 4
R FELEREY BT, BREAEMNC RS, (HIA
& & B A WA AR WF 5T LR K AR B R

(mifepristone, Ms) 4t P! hEndoSCs, W %£
hUCMSCs # # L 1% (hUCMSCs culture

supernatant, hUCMSCs-sup) *§ hEndoSCs 3 58 .
TR 8 NI 2 bR i oy F R sE e, Jf
AT RE 4 AL .

1 #Rl5HA%E

1.1 #mpef £ &&A hUCMSC Fl hEndoSCs
HMHRE ANRER T .OEEE R, DMEM/F12 %
b RE 7R3 (SH30023.01) 1y H 3€ E HyClone 24 ],
it 4= i3 (FB15015) M [ 26 & Clark 2= 9 A Al
i B2 £ 22 v W (phosphate buffer saline, PBS)
(FG701-01) . #H-4E% £ XYL (FG101) . Trypsin-
EDTA (#FG301-01) . 40 A 9 1= & Wl ik 7 &
(#FA101-02) . RNA 4 Bist 7] & i 4% sk ik 0 &
BmAadtreXeEWEARAAGR LA, Ms
(M8046) #1 [ W # il F 3- B K R E e

(3-methyladenine, 3-MA) (M9281) g H 3£ H
Sigma /A ), MTT&l# (M8180) My | 4t 5t & 3k
EREARA A, SEH 26 E & PCR (real-time
fluorescence quantitative PCR, RT-qPCR) J i {&
% SYBR Green i | & W H 22 & Bio-Rad 2 A ,
GAPDH#iik (sc-137179) W H b 3% v & ik
BEARABRAF, BAEAMKEIE 2 (B-cell lymphoma-2,
Bel-2) (£3498) . Bel-2 #1 3¢ X # 1 (Bel-2-
associated X protein, Bax) (#5023) Fl{ 4 #H &
M 1% %8 3B (microtubule-associated protein 1
light chain 3 beta, LC3B) (#3868) ik [
[ Cell Signaling Technology 23l .

1.2 hUCMSCs # % & #23% 5 hUCMSCs #2 it
A mE NRER ™R O miERE) =4
B LA 420, H AR N R EE g o S 3 )
B E IR AR AE . hUCMSCs % 10 % i 4 1l
1% AL DMEM/F12 85 3% 5L 95 3%, R 40 e A=
Kl & 2 700~80% M40, 2 3~6 1U 40 i it &
B0 MW KEF% 48 h, WEMM FERA T
1.3 hEndoSCs # 4 & fe3d 5 hEndoSCs#2 U H
A N BB e 2E B s 2 b B Y 7B P R
BE GRECAERZ) MR s MR8, H
O RS B 0 SE 6 A B A OB AR A .
hEndoSCs & HI &% 10% Jif 4F i i #1 1% X4t 1y
DMEM/F12 Bl 55 57 3, T 5% CO,. 37 ‘C&AF
TOREFRE T A0 M L, AL R TR S
S

1.4 MTT 3% mBamietiEr HiLEm
hEndoSCs £ i 4% Fl T 96 FL 40 M 55 32 (Gl & AL
FH 100 pLL 0. 9% NaClH 5 ), 4EfL 8 X 10" 4fl it #1
100 pL e 28353k, 5% CO,. 37 C& M4 T 1 5%
24 h, hEndoSCs 43 4 X HEZH FUK [k B2 Ms 4, 3¢

WERIEW, W m A& 0. 40, 60, 80 f
100 pmol-L™'"Ms ) DMEM/F12 £ % J& , 4 2 #%

64 FL, 4y HIAEH 24 148 h, fIA 20 u MTT
(5g-L™"), 4~6 h g BERIE IR W, hn A 100 pL
DMSO & Tk #% 1% % 10 min, 45 &R 780 %
fiff R FH T K A 35 A T AT 492 nim P K A A T 4%
AL MR E R (A) (H, TR 25 41 40 M A7 1 %
AR = (LHAAHE—FSHAAM) / (3
HWAAM—FHA AE) X100% . hEndoSCs 4K
XA . Ms 4l ., Ms+hUCMSCs-Sup 4 #1 Ms—+
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hUCMSCs-Sup+3-MA 4, Bt B 41 4b HA4x 45 41
A E 60 pmol- L' Ms Y RF R EEAEA 24 h, 524
B 55 FE W R ol 5 50% (RF L) hUCMSCs-
Sup fil (UCMSCs-Sup+4 mmol-1.7" 3-MA #9 £
W, HHBR6NES, HFRASh/FRATAIE, 15
2 2H A I AE T

1.5 X@mERANSAamiend-f I
hEndoSCs 5] &l T 6 FL AN ML 5 7= dle b, &EFL A
2X 10 A ML AT 2 mL sE @i 53, 5% CO,. 37°C
Ak F B 9% 24 h. hEndoSCs 2r & X M8 4 .
40 pmol-L ' Ms 41160 pmol-L ' Ms 4, FHiJiks
FW, AMAF O, 40H160 pmol-L™" Ms ) 55 ##
5, B 24 hJE 0. 25% JBER i fb W42 F 1. 5 mL
EPEH, BOMERRIiE 24 °C, 1000 r-min~ " &
L5 min, 3 EWE, PBSZEMMVER 3K, A
100 plL 454 22 woBCE W) o8 5 40 IR B . A
5 pL Annexin V -FITC Fl 5 pL PIYRIRS) . = i
e RN 10 min, SR FH I 2 40 ARG 0 5 4 240
8 1T-% . hEndoSCs 43N X} BB 4] . Ms 4 il Ms+
hUCMSCs-Sup 40, 43 %l A & 0 # 60 pmol-L ™
Ms (1 5235, #E M 24 h )5, Ms+hUCMSCs-Sup
IR R & 50%  (RFLH) hUCMSCs-Sup
M REFRWE, 53R A8 hm AT AL #E, R F v =X 240 M4
Rl 25 AN PR T, S AR 3K,

1.6 Western blotting #% # %] & 48 48 & ¥ Bel-2.
Bax#2 LC3B & & £ 35 K-F ¥ hEndoSCs ¥ 5] Gl
T ofLAi LR IR, AL A 2X10° 4> 48 i AN
2mL ek, 5% CO,. 37 CAMFFR 3% 24 h,
hEndoSCs 43 & X B 41 . 40 pmol-L~" Ms 41 #1
60 pmol-L.7' Ms 4, Ab# Jyik L “1.57, R H
Western blotting ¥ Kz I £% 2H 41 il #* Bcel-2 #l Bax &
H £k KF-, 3158 Bel-2/Bax HofH . hEndoSCs 434
YRR . Ms 20 . Ms+hUCMSCs-Sup 4 1 Ms—+
hUCMSCs-Sup+3-MA 41, &b # J7r ik W “1.47,
K Western blotting 2 4 1l £ 20 41 i b LC3B & M
FKiEAKF, HELC3B-M/LC3B-1 ik,

WS i, RIS HAM B EA, R
BCA il & S 1 & & . BALa 15 pgEn bk
B, BEAEBBEPVDE L, 5 Y0505 058 3 A
&, fnAE & # OB GAPDH (1 :1000) . Bax
(1:1000), Bel-2 (1:1000) MLC3B (1:1000) 4
WA CHEIR, A (1:500), FiRTE
TR 2h, R ECL ZXW AN, R RNE,

K Image JEPE 40 B 88 2 R BEAE, TR H Y
EHFBSKE, LREL 3R, BHIEAERILKFE=
H Y 8 1400 K H/GAPDH 2 1141 K (H .
Bel-2/Bax A =Bcl-2 8 [ F kK /Bax H 1R ik
K3 LC3B-11/LC3B-1 = LC3B-1l & H %
KK /LC3B- 1 i H Rk KF-,

1.7 RT-qPCR*:EMEZHEmMET T T ARET K
# &S F mRNA RE KP4 hEndoSCs ¥ 514 T
6 L 4t M 55 = A, Ay A BRZE . Ms ZH il Ms+
hUCMSCs-Sup 41, &ALAINA 2X 10"~ 41 ffd 1 2 mL
SERR IR, 5% CO,. 37 CE&MTFHFE24h; 3
PR FEW, A3 BN O 160 pmol- L' Ms [ 5%
FI, fEH 24 h)5, Ms+hUCMSCs-Sup 41 41 Jifg 5
Bl 5 50% (FRALEL) hUCMSCs-Sup 15 77 i 4k
2R 8 9% . B3R 48 h G 2R A TRIzol i3 71 42 B 40 g B
RNA, #4E A (260 nm) {HXFFE & B RNA #1740
A, W SRR B B cDNA, SR RT-qPCR %
A6z I 2% 20 4 i b 5 o B A A2 M AR AR 4 F mRNA
FEKE, R &P 94 CHIZEME 5 ming 94 “C7AF
P£ 1 min, 55°CBA30s, 72 CHEM 1 min, FHEF 401K ;
72 ‘CZHE 10 min. >R GAPDH #4757 H — 1L 4b B .
K 27E A H A9 3 I mRNA £k K. 514
Fe3): [RIPEHERE A10 (homeobox A10, HOXA10),
F 5~ AAGCTGAGCTCATCGTTTCC-3', R 5-G-
CACAGGAAAGTCTTGCTAAGG-3"; [ IfiL 9 1
#l I+ (leukemia inhibitory factor, LIF), F 5-A-
TGAACCAGATCAGGAGCC-3', R 5-CATAG-
CTTGTCCAGGTTGTTG-3'; # & % W % B3
(integrin subunit beta 3, ITGB3), F 5-TCAG-
GCGTCTGTAGAGGCTT-3, R 5-ATGCACA-
TCCTTCGATAAGACTG-3'; GAPDH, F 5-T-
CAGGCGTCTGTAGAGGCTT-3, R 5-ATG-
CACATCCTTCGATAAGACTG-3',

1.8 %t 44 KU SPSS 20. 048 4 14F k47
Geitar o, A A MLAE TG AP T4, A A
F Bcl-2/Bax MILC3B- [ /LC3B- [ KAl A HOXA10,
LIF #1 ITGB3 mRNA £ ik /K F ¥ 45 & IE & 501,
Phats Ran, 2040 IREAR 80 A SR B IN 2 2%
Iy, 2L T RE AR X K50 W L 45Ok LSD-2 4 5 . LA
P<<0.05 8 ZRA G FE L,

2 % R

2.1 FAAKEMsHRAEESEmBEER S5
%, 40, 60, 801100 pmol-L ™" Ms £ 40 i 77
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TR B WM (P<<0.05) ., BlVEF A IR A9 2E K,
HH TR e B Mis 20 40 A7 05 B M PR AR, S5 0h bk,
Y FH 24 F1 48 h ik [R] & BE Ms 26 40 i 7735 % B 2 PR AIG
(P<<0.05); 524 htb#, fFH 48 h i [F ik B MS
ZH 20 ML AE IS R W] AR (P<<0.05) . WL 1.

£1 AREWEMsERESUHAMRERER
Tab. 1 Survival rates of cells in various groups after treated

with different concentrations of Ms (n=6,x%s,7/%)

Survival rate of cells

Group

(t/h) 0 24 48
Control 100.00£1.36  100.00+1.59  100.00-5.23
Ms(pumol-L™")
40 100.00£3.36  94.2042.18%  69.3041.42"4*
60 100.0044.27  69.73+2.09  33.90+1.88"~"
80 100.0043.58  55.97+1.13" 22.11+2.43%"
100 100.004+6.20  54.224+1.02" 16.70+1.22"*

"P<C0.05 compared with control group; “P<C0.05 compared with
0 h;#P<C0.05 compared with 24 h.

2.2 RFEREMsHER G B 4 4m M A = R e tm o P
Bel-2/Bax Hefd  S5xf M4k, 404160 pmol-1.7"
Ms 41 28 ffL f 7 F W] W Fh i/ (P<<0.05), 46 g
Bel-2/Bax [ i W) W B AR (P<<0.05). WK1,
K 2%k 2.

2.3 hUCMSCs-Sup ¥R G & Bmiehi& iR
=& 5N A, Ms 440 K77 R AR
(P<<0.05), #fadd - B FAE (P<0.05); 5
Ms 4 &8, Ms+hUCMSCs-Sup 41 41 il 77 75 2% W
W E (P<<0.05), 40 %0 B EEAL (P<
0.05), WL 3MAE 3,

2.4 hUCMSCs-Sup 4 A )& & 41w Je /5 7% & Fn 28
P LC3B-I/LC3B-T wdh 54 lb#, Ms
ZH 40 AT 15 SRR 40 g b LC3B- 11 /LC3B- T e {H A
WOk R (P<<0.05); 5 Ms 4 Ik %, Ms+
hUCMSCs-Sup 20 2 g 17 1% % 1 40 jfd o LC3B- 11 /
LC3B- | b fH W % F+ & (P<0.05); 5 Ms+
hUCMSCs-Sup 41 [t # , Ms+hUCMSCs-Sup+
3-MA 2 21 fd A7 5 R A 40 ffd b LC3B-11 /LC3B- 1 [t
W B (P<<0.05). WK 4FIFE4,

2.5 hUCMSCs-Sup 4 /A J& & 484 e HOXA10.
LIF #= ITGB3 mRNA & & K-F 55X B4 K,
Ms £ 40 i h HOXA 10, LIF f1ITGB3 mRNA % ik
KB B (P<<0.05), Ms+hUCMSCs-Sup
ZH 40 i HOXA10, LIF fl ITGB3 mRNA % ik /K
SEFRRI BT (P<<0.05); 5 Ms4lb#, Ms+
hUCMSCs-Sup 41 44 ffl t HOXA10. LIF fiIITGB3

mRNA £ kK F £ KW 8 F & (P<0.05) .
W5,
3 i i

ER B A AR, FENES R ERE
IR JG & R R WA IR 2 R B R E R Y 5 IEH
TE NSRS, 2T e N B PR G SR R R Ak UK
L BT RERRAE 5E A, A0 TR B B T
w U BESE N . hUCMSCs K Hi Al A4 9 al LA
AT R b N B A i W Sl = AR B U
T PR A3 T T

AHF T 45 F s« Ms 7 R 8 hEndoSCs 7 i
F,OH BA7 B R AR O, JF
Bel-2/Baxili 1% i 41 12, hUCMSCsAf& & 2%

1Os_Ql Q2 105,Ql Q2 1004 Q2
30 0. 047% 30.022% 10. 410% 30.024% 1. 360%
10" 10" 10"4
& &= B
10°4 10°4 10°4
0 doi W Q3 0 4 i W - Q3 0 44 TEE®s. - Q3
7192. 500% 7.440% 85. 000% 14. 600% 20. 400% 78. 200% |
o 10° 10" 10° 0 10° 10" 10° 0 10* 10" 10°
Annexin-V-FIFC Annexin-V-FIFC Annexin-V-FIFC
A B C
A':Control group; B:40 pmol-L.~" Ms group; C:60 pmol-L ™' Ms group.

B o A AR I A [ e BE Ms A G 45 21 40 M R 3R

Fig. 1

cytometry

Apoptotic rates of cells in various groups after treated with different concentrations of Ms detected by flow
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Bax

Bel-2

GAPDH

Lane 1:Control group; Lane 2:40 pmol+L ™" Ms group;Lane 3:
60 pmol-L ™" Ms group.

Bl 2 Western blotting ¥ # Il R R ¥ BE Ms fE G &
AT Bax fl Bel-2 B H #HiBHKE

Fig. 2 Electrophoregram of expressions of Bax and
Bcel-2 proteins in cells after treated with different
concentrations of Ms detected by Western blotting
method

K2 ARAEE MsERJE & L9 MR T R4 MH
Bel-2/Bax HAH
Tab. 2 Apoptotic rates of cells and ratios of Bcl-2/Bax in

cells in various groups (n=3,2%s)

Group Apoptotic rate(n/%)  Ratio of Bel-2/Bax
Control 7.4440.38 3.0245.02
Ms(pumol-L™")

40 14.61+1.11 2.274+0.04"

60 20.40+1.82" 1.21+0.14

'P<<0.05 compared with control group.

WAL, WAMBE T KA, R&EL A S5
b B 5% 43 W6 FE FH X 40005 1 5 N Bk AT s 2T
hUCMSCs-Sup H & A (1 4 s fA U F0 40 g R 1 2%
HA e 4n M 34 58 Ayt 98 1248 . hUCMSCs R i 4h
WA BB A% BH 0 A2 0 1A PN B A M AR RN AR RS, 4 AR
DA B 2R R T R T T R T A0 M R 0 R

R3 BARHRATERMP[TR

Tab. 3 Survival rates and apoptotic rates of cells in various

groups (n=3,x%ts,79/%)
Group Survival rate Apoptotic rate
Control 100.0043.41 6.6041.25

Ms 68.83+1.47 20.43+0.717
Ms-+hUCMSCs-Sup 85.0041.41"" 11.304£0.61""

"P<C0.05 compared with control group; “P<C0.05 compared with
Ms group.

AE 12 HE 22 6 1 S 96 200 MO A9 8 5, 4000 ) 00 O
R A% Bel-2 F Bruton g 2R # B  (Bruton’ s tyrosine
kinase, BTK) mRNA K& [ # ik K F Y, AW
FERE A A hUCMSCs-Sup &, Ms Ak H ()
hEndoSCs #7175 B 7h =, 20 0 8 1 3 0] i eI
I hUCMSCs-Sup 1] fig i 1 4l 20 it 35 58 A1 5t 95 12
VE PR 52 52 58 0 5 5 N I

LR WX T e T E NS S T E N
PErs vk h e G 2, WA A M. R E IR
FBEEAL, JF S5 RIER ™. AWK EEFE
PR T3 B 3 O R AR /K SF- L (LA 23 0 300 B S 0%
LC3- I 1L fift iy 5 F e 20 R 1Y K 44 2 R £ F1 K il
fif 3 (cleaved cysteinyl aspartate specific proteinase-3,
cleaved caspase-3) [ FRIEAFWH BT m . HAH,
FI WK F 21 AL AT BT R SR AL 1R P IR
A TE B T BRVUAE AP T LR A R A
FREg A R g e e WRAE R SR T Al M R DL 4R
wE RN T E N E R A K, et
A RN AN M A, R SRR ARG R
At IAhUCMSCs-Sup J5 hEndoSCs H1 LC3B-11 /

5 Q1 Q2 5 4 Q1
10730, 69% 0.0 | 10 F2. 0%
10" 10"

= =
10° 10°

. 101 2
Q2 10° 1Q Q
5.11% 40.63% 0.97%

10" 1
=
10° 7

0 Q3 0 Q3 0 Q4 wr Q3
6. 00% 13. 80% 87. 50% 10. 90%
T i TP ML ) WAkl BELELAL L, IR T a L TR
10" 10° 0 10° 10" 10° 0 10° 10" 10°

B C

A': Control group; B:Ms group; C: Ms+hUCMSCs-Sup group.
B3 i M AR A T A% 2 4R A TR

Fig. 3 Apoptotic rates of cells in various groups detected by flow cytometry
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Lane 1: Control group; Lane 2: Ms group; Lane 3: Ms+
hUCMSCs-Sup group; Lane 4: Ms+hUCMSCs-Sup+ 3-MA
group.

Bl 4 Western blotting W Z HAM P LC3IBEH
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Fig. 4 Electrophoregram of expressions of LC3B
protein in cells in various groups detected by Western

blotting method

R4 BUHPMFFERMAH S LC3B-T/LC3B-1 A
Tab. 4 Survivalrates of cells and ratios of LC3B-1I /LC3B- I

in cells in various groups (n=3,x=+s)

Survival rate  Ratio of LC3B-1I /

Group

(/%) LC3B- 1
Control 100.0041.29 0.3940.10
Ms 67.12+1.85 0.19+0.02"
Ms+hUCMSCs-Sup 84.67+2.32" 1.324+0.574

Ms+hUCMSCs-Sup+3-MA  35.12+1.67" 1.03+0.25%

"P<C0.05 compared with control group; “P<0.05 compared with
Ms group; “P<C0.05 compared with Ms+hUCMSCs-Sup group.

5 F4A4KH HOXAL0,.LIF A ITGB3 mRNA FikKF
Tab. 5 Expression levels of HOXA10, LIF, and ITGB3

mRNA in cells in various groups (n=3,x%s)
Group HOXA10 LIF ITGB3
Control 1.00+0.33 1.00+0.27 1.00+0.72
Ms 0.58+0.12°  0.44+0.70"  0.63£0.02

Ms+hUCMSCs-Sup  2.40+0.14  1.93+0.07" 2.16+0.16"

"P<C0.05 compared with control group; “P<C0.05 compared with
Ms group.
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