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o T B U N AR R A 22 1L/ B PPARy , C/EBPa J¢
Jig W3 53-8 PR - 3R 3K Y 52

', FaA, Exa, RALT, KA, AELT
(I. REERKRE BER, R& 300052; 2. REFEHXRF AL AER, K& 300193)

[(WE] B WS e BB 1 0 A FEIE DT i/ B I6 97 16 T R X ok 480 Ak 1 6 7 38 58 ) 80 32 44y ( peroxisome
proliferator activated receptor y, PPARy ), CCATT ¥4 i F 4% & % 1 o ( CCAAT-enhancer binding protein «, C/EBPa) , JIf Bt &
(Adiponectin) , 8 % ( Leptin) B 52 Wi , ¥R 5 FAE B B8 ) 70 5T 1 240 008 U5 Ak 3 72 b R 45800 iy T B AL o 75 3%  BALB/c /) RLBH
BLO M IE 4 AR R 2 A 20 /N B2 Coy MR SHIRE A R 0 B B v DBA/2 /N UK 14 200 i TR Y o A o B R4 i Zh )
ﬁﬂ%d\ﬂ%_m%jﬁ 6 41,4 3 M BRI AT, oF o R P L N A 41 (37.44,74.88,149.76 mg- kg -d 7)) FR I E 41
(23.5 mg-kg ' -d ™) AL (9.36 mg-kg ™' -d ™) MR E 14 d., T 52 MUR KT 45 21/ BUAM A i 52 98 i 1
A LU TE O B R B AR O, SR T UG BE k43 B8 8 5% 45 A/ R B IA) FE BT T 48 L (bone marrow mesenchymal stem cells,
BMMSCs) I #E 47 B lig 75 5 5 R JH 52 0 56 ' i 1 2R 4 1l 5% =X 52 17 ( Real-time PCR) , 2 [ %05 B[ 305 7 ( Western blot ) 6l 45 2H /)8 B
BMMSCs 1 PPARy, C/EBPa, Adiponectin, Leptin mRNA FI# [ £ ik, %R 51 % 4 e, B8 41/ BN I 1 240 i (white
blood cell, WBC) , Ifi. £I. 2 [ ( hemoglobin , HGB) , Ifil./MZ ( blood platelet, PLT) B i F&fIk (P < 0. 05) ; 5L [ # , & 1697 41 /N B
MEHARRBRER T, g EH il d i (P <0.05), 5IE%4 L, #534 /N  BMMSCs 1 PPARy, C/EBPa,
Adiponectin, Leptin mRNA & [ F AW T 5 (P <0.05) 5 5 AT P i, 4536 97 4 /N B 34 48 b 249 8 AS [R) 2 B o, JHG v 2
T B 9 R vh ) 6 20 AN PR L 2 41 PPARy, C/EBPa, Adiponectin, Leptin mRNA #17%& [ ik B B T, TF AL 141 (P <
0.05) . 518257 Jo 3 B 2 97 68 05 4 1 P IR /N BRUAR R I e K A2, B0 i BB O il . R R S R T nT M AA /) B BMMSCs
PPARy,C/EBPa [ 335 , U2 g 5 20 it 43 35 ) Adiponectin, Leptin, #E 1 45 2B 40 i) BMMSCs [5] i 7 20 g i 1 B 431k o
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[ Abstract | Objective; To observe the effect of diosgenin on aplastic anemia ( AA) mice and peroxisome
proliferator activated receptor y (PPARy), CCAAT-enhancer binding protein o ( C/EBPa) , Adiponectin, Leptin,
in order to discuss the potential mechanism of bone marrow mesenchymal stem cells in the process of adipemia.

Method: BALB/c¢ mice were randomly divided into control group and model group. The model group was
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established by ®Coy irradiation combined with tail vein infusion with lymphatic suspension cells of DBA/2 mice.
After successful evaluation of the model, the mice were randomly divided into 6 groups: model group, low, medium
and high-dose diosgenin groups (37.44, 74.88, 149.76 mg-kg '-d "'
“d™"), and given corresponding drugs by gavage for 14 days. After

), cyclosporine group (23.5 mg-kg '+d "),
and tripterygium glycoside group (9.36 mg-kg "
the intervention, the peripheral blood of mice in each group was detected, and bone marrow smears were collected
to evaluate the proliferation of bone marrow. Bone marrow mesenchymal stem cells ( BMMSCs) were isolated and
cultured by adherent method and induced by adipogenesis. The mRNA and protein expressions of PPARy, C/
EBPa, Adiponectin, Leptin in BMMSCs were detected by quantitative real-time fluorescent quantitative polymerase
chain reaction (Real-time PCR) and Western blot. Result; The white blood cell (WBC), hemoglobin ( HGB)
and blood platelet (PLT) in peripheral blood of model group were significantly lower than those of normal group
(P <0.05). The hemogram of each treatment group was higher than that of model group to varying degrees. The
middle-dose Dioscorea nipponica group had the most obvious hemogram, with statistically significant differences
compared with the model group (P <0.05).
of PPARy, C/EBPa, Adiponectin and Leptin in BMMSCs of the model group increased significantly (P <0.05).

Compared with the control group, the mRNA and protein expressions

Compared with the model group, the above indexes in the treatment groups were all decreased, the mRNA and
protein expressions of PPARy, C/EBPa, Adiponectin and Leptin in the middle-dose group diosgenin decreased
obviously, which was better than those of Tripterygium glycoside group (P <0.05). Conclusion; Diosgenin can

promote the recovery of peripheral blood in aplastic anemia mice and improve the hematopoiesis of bone marrow.

Diosgenin can reduce the expressions of PPARy and C/EBPa,

Adiponectin and Leptin in adipocytes,
BMMSCs.
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CCAAT-enhancer binding protein o (C/EBPa) ;

aplastic anemia; diosgenin;

AR B RS 7 M (aplastic anemia, AA) fij #% H
B, S ph 22 DR | RS ) 2 L 2 R e 0 L4 1 4 i
WD B — Bl B, B RE IR D AL R AA R R
BULOF BE R FE R T M ( bone
mesenchymal stem cells, BMMSCs ) E. A £ 1] 434k 1Y
TR RE L AT Ak i 10 20 B R R AR A o SRR ISR
S AA 3% BMMSCs S (i) i5 s 40 i o0 A, Ho 3 5 3%
K5 20 O TN D A BRI B 2 B N AR G Y SR A
2 0 i BE G 7 48 B T 43 W T 4 R -y (interferon
gamma, [FN-y ) %5 {0 M 98 95 & 1 N 7 & g Bk &
(Adiponectin) 115 07, G 1 i 1020
g

5 U 40 JHL ) 386 B 0 Al S 22 R IR A A Y R
Zead FE, e B b CCATT iR F 458 E H o
(CCAAT-enhancer binding protein «a, C/EBPa) %5 1]
4 5 S 0 BP9 3 1 peroxisome
proliferator activated receptor v, PPARy) J3 zﬁ]?,n &,

SEo i I o] T T O i ]

Adlponectln F19% 2% (Leptin ) W fy i 5 240 H@ﬁj\dé\ i
SN AA B E ¥ Adiponectin /KT &, 58 b

marrow

the formation of adipocytes and the secretion of

and effectively inhibit the process of adipose tissue derived from bone

peroxisome proliferator activated receptor y ( PPARy ) ;

Leptin; Adiponectin

¥ I Zh e A e B K K
Leptin 3% ik F 15 , Leptin stZIii‘%LF%{E&H%&. G AF
TES A ARG, S 30 Leptin 44 A I 41 M1 43 16 A8 I
W
IO EHRE Y, B4 B2 g

Jo A MRS Wk, B AR A L Ak R R
WIS D, e 2 WO A o e R A, S
W T E I 2 e S R T AR A5 I B R B AA /MRS
JE M G, /0 v B G U 2 I R T i 4 Y 1 K
SO H T 40 o) R N 40 Y A F L R B
AW, PG, ABFTOR L AA /N B BF I8 20K 8
/B BMMSCs 288 B A6 1k 22 378 S )5 L 46 00 -5 1 107 40
i1 43 4k 55 1) M 5 9 PPARy , C/EBPa K S 7 41 s 1Al
T ARVT AA /N BMMSCs i 17 1k i 72 op 28 0 3

AT R T AL
1 #FHE

1.1 Zi% SPF 2% BALB/c /NEL 70 5., M #f 45 2F

6 ~8 JEIS KT (20 £2) ¢;DBA/2 R 2 B

7,6 ~ 8 JE S AR BT (20 £2) g; ¥ [ b 5 4k

FIHE SIS S B AR A FR 2 |, A 4 ik SCXK (5)
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2009-0004 3 i MEMR TR 1 JE . SE g R R R R A
S S WA B2 5t s e, SEER T S AT G v AR B
AT S YR 5 R

L2 W ol gl ERe i v (R MR K
A PR L4t 201502018) s 3141 3% 7 (AR AL 24
B AT BR 2> 7, 4t 45 100501 ) 5 85 2 Bk 2 11 v (#i 7L
3 PR 25 47 BR 23 7], 4L 5 1007119) 5 /1y BRI E2 48
JH 53 B W (RN 3 R EAT FR S /L 4165 p8630) ;
Jif: A= 1 3 , RPMI 1640 15 3% 5, DMEM 3% 5% & ( 3£ [H
Gibco 2y |, it 5 4 % & REF10270-106,
C11875500BT, C11885500BT) ; FITC #5ic 1Y % it K
CD34,CD45,CD90, PE #5ic 421 B CD105, 40 %
BREF (1g) G(E£E BD 2w, #L5 433 2 553733,
553080,553004,562759,550083 ) ; yli£L O Yk ( k-
{3 ES 2 i I e W 1 S /A1 I { A =7
WSI1G201408032 ) ; J5 A 38 (b 50 R TE B 50 A IR
AN LS 21i-9606) ;trizol i RNA $2 B A, Sybr
gper mix, SuperScript Il RT Jz % F il 7 & (3£ &
Invitrogen 2\ &), #tt 5 4> # K 5596026, 4472920,
11752050) ; = 54 W k¢ (3¢ & MDL 2w, #t 5
MDI10113) ; 54 B, Jo 7K 20 B ([ 25 48 A 250 i £
AR AL 5 43 50y 40064360, 10009218 ) ;5 2 fif
W ,5% BSA Ef P g, BCA 48 11 i B2 i) & ( B
M = RAEWE AL A, #5725 S P0013,
BF06089-P-100,P0009 ) ; PVDF fiX ( 3£ [# Millipore 2y
7l 42 HATF00010) ; %4/ Bl C/EBPa, PPARy,
Leptin, H il 1 -3 - 2 Jiid %0 B ( GAPDH) 22 3¢ P Bt A
(ZE Abcam A &), {5 43 )~ ab40764 , ab23673 ,
ab3583,ab9485) ; faHi /)N fl. Adiponectin £ TF [ P {4
([ CST A4t C45B10) ;4= 1) ZARiC EHi
IgG (Fe & MDL 24w, 4t 5 MD912526) ; ECL {44
) & (DU A8 A= W) 0 | L4 ab3583)

1.3 &% 0262 B Coy 4 MEAX (v [ B2 22 Bk 2 B
MLY% 7 F 55 0T 0009 96 = Be ) 5 ZHJH-C1109B 71 8 1
B (L8 AL B & T ) 5 S427R B AR IR 2 0 B,
5424FG967792 AU JE B .0 Hl (7% [E Eppendorf 2
) s XT-2000iv #4 5l 97 ifin 40 i 3 A A ( H A A 2% 36
FRNE]) ;311 #Y CO, ¥ 5248 ( £ [ Thermo Fisher 2
Al) 5 D-35578 7 Wetziar {8 8 56 7 2 5 82 (18 [H
Leica 2 7] ) ; Millipak Expressd40 %Y 2= 88 77K A% ( 36 [H
Milipore /A &) ) ; EPICS ALTRA %Y i =X 410 i A% ( 24 =
Beckman Coulter 2\ &) ) ;48011 384 H 5C I} 2¢ )6 E &
R A a5 (Real-time PCR) f (% [G Roche 24
Al) s JY-ZYS BUAL PR AN, B B AR (b5 7 Al A W) R
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A B 7] ) 5 InfiniteF50 % il 475 A ( % + Thermo 22
) 5 SY-1220 R R 7K 7 R (i B I A A A PR A
Ao

2 Ak

2.1 AA JNRUBE RSB 4 BTG B Rk 7
Bl g AA JNEUBCRL, 4 DBA/2 /)N BRI I 40 i
B, ¥ DBA/2 N BUWT AL AE, 5% £ IR
3 min, JC B £ BN BN R L 300558 B T A5 Ak bk B 4
g B Rk 25 40 12 2 R A, /b AR B R OK R
IS I 3k 0, o o A B 8 VA 5 £ g i e 0 65 0 OO
Pk 95% L b HHBOFECACEE N 5 x 10” A~/L %
o BT RPEA T 0 P BE /N BB AD R /N BB HIL 53
W 1E Hy 4RI R 20 B0 4 /N B ™ Coy B4R 140 IR
S4B FIEEN 6 Gy, MR K 1 Gy-min~', 4 h [§
J& i ki ok D DBA/2 /)N BRI B 40 VR R 1 x
10° A~/ Ho IE % 407 I IR 5 (Y68 R i) |, 2 Ik 7
SR SRR AR R K o BRI M, 25 2 R AT
RUPEA | 3 A5 B ) b o A 1 A58 BRUAM R I %2 = &R 31
BOF B BEA0 M TR Fos B RE AR R BT o

2.2 SYlS5AbE BRI RIS R UCOR B/
FUBENL oy BT 28 e B B K P L A
KR, FAML A, G4 10 X, HEHHZY
14 d, 8 H 1K, ZFkEH2HAK. b gl
B 4y Ok 37.44,74.88,149.76 mg-kg ' -d !,
WAl R 23.5 mg- kg - d, WA E A4
9.36 mg-kg ™' -d ", IEH 4L R B R 4 T[] SRR
) 7818 K o

2.3 MRS K15 K, S/ RGE T B NI ER
I 100 L, i 2 i 53 A ASCAS I il 5 R, PF- 4 25 9 %t
1 I AR 5 T

2.4 NEUBBEANIE IR AULEE  IRITAS S R A S
HE N F 75 AR FE /N B, TC TR 250 T 40 B M B, 1k it 4 e
VA B P B, B QU 0 O S AR
T3 A 1 O o

2.5 £ 41/NEL BMMSCs (9405 R 32 % /)
R BMMSCs 194385, JC I 45 11 T 4 B3 425 2 /DN BROXUA
JBe B, B T IR A g, FH 1640 B 3R R A vk i R
Ji A4 WA e B B A TR S 0 A W, RO KT
B . PR R L 1 1 B A T O 4 i A
W1 ,2 000 r-min " B0 10 min, 43 B BN 40 i
EIFREA S mL B0 N, IR £5 22 vl (PBS) 1)
2 mL,1 000 r-min ' Z.0> 10 min, 2% I3, %2 k. I
1640 1 5% Wi (10% Jif 24 If. 3% , 7 %% 20.073 7 g-L ',
HERE R 0.1717 g- L7 BRFRAMN 2 g- L") BIF VLT
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S ML, B W 0 G €0 A 00 20 B TR MEAE 95% LA E . /R
BMMSCs 13577, 4 B 2 25 mL 555 AE 37 C
5% CO, T FNIR BT 5597 24 h J5 30, 55 oK I BE 240
M, UAE R 2 ~3 d 4l 1 kAP A K 2 90% 1Y
25 7 S 4L 2 min, 036 G 4R 0038 14 1% 35
HAIEHEMA EEU LSRR ES 3 MR DR
BMMSCs [ %528 , U K R 47 A9 45 3 48 BMMSCs Jif
B A5 PBS #1000 r-min ' B0 3 min, 4i
HE T PBS 100 plrr, 3 %< 28 50 4 b, 0 4 i 43
5 41,4 B A CD34,CD45,CD105,CD90 % [A] 4
X HE4410 pLo37 C W% A 30 min 5 PBS ik,
2 000 r-min 'Z.0> 10 min, F 35, iIn A PBS 1 mL
RN b A A0 M A BT WA/ Bl BMMSCs
B,
2.6 K4/ BMMSCs iR 1615 5 a4l O e o
A=K BLAE A 3 A BMMSCs $:8h 2 15 32, %5 i
H 2 x 10" A/em® fiLA BRI F & R [ DMEM (L) 5
FEW + B H0h 10% 5 2R s +5 x 10 7> mol - L'
3-5 T H-1-H L BTN +2 x 107 mol - L7 5[ 3
% +1x107° mol- L™" M ZEK# + 10 mg- L™ I 5
F]. MWAES, BIAESF3 dH 10 g LTS R4 R
3d, RS WSS, 37 do IR 4% 2
BHEEFE 10 ~15 min, M2 O L& 7K (3:2)
Wi BG4 10 min, JR R ZE Y4 5 min, PBS #h k)5
BT ULER
2.7 Real-time PCR # M %& #H /N B, BMMSCs
PPARy, C/EBPa, Adiponectin, Leptin mRNA % ik
WA 2 R AR R 35 1 /N Bl BMMSCs, JE 1§
PBS YEi% 3 ¥k, 58 41 A I A trizol , T 311 IR. 4 1 41 8
ARV M = E R IR A 2 ~3 min,4 C4
££7F 12 000 r-min "' &0 15 min, B2 KM & T8
BB MR R B FE 10 min, 4 CHKMT
12 000 r-min "B .0> 10 min, 7 3, N 80% &
B2, 4 C4TF 17 remin” ' B0 10 min, 2 iR X
T Ui ¥, in A DEPC 7k 20 pL % fig Ui &, it &
Ao/ Asso THTE 1.8 ~2. 0, HURNA 1 g e 3 % 55 it
F & UL 4 % cDNA, PCR #1441k & 20 pL, HW
FEWGI Y F A R 1,588 S0 94 °C 1A M
5 min,94 C A5 30 5,56 ~59 CiR k& 30 5,72 C
FEAH 30 s, 3t 40 NPEI . DL B-WL 3N & 11 (B-actin)
ERWN S 515 ¥ A TAY TR (LK) K
Uy A BRZS A A A, SR 2 74k X H R JE N kAT A
XJE 3T o

&1 PCR3|¥F
Table 1 Primer sequences of PCR

Sk 91 TR

/bp
C/EBPa % 5-GGTTTCGGGTCGCTGGAT-3" 290
K 5'-CGGCCTGACTCCCTCATCT-3’

PPARYy F3i# 5'-CTGTGGGCTCACTGTTCT-3' 441
T 5'-AGGGCTCATCCTGTCTTT-3'

Leptin 9% 5'-CACAGTCTGGAGCGAAGG-3 259
NiiF 5'-CACAATCTGGGAACAAGC-3'

Adiponnetin " 3}# 5'-ATGCCTATAACACCAATACC-3’ 149
T 5'-TCAGTTCTAAGACAGCCAAT-3'

B-actin i 5'-GAGGCCCAGAGCAAGAGAGGT-3’ 162

N 5'-TTCACGGTTGGCCTTAGGGTT-3'

2.8 HHRPBLENIL L (Western blot) £ Il % 21 /)M [
BMMSCs PPARy, C/EBPa, Adiponectin, Leptin £ [
Fik WA 2 IR R R U5 S R/ Bl BMMSCs
B SR AR R AL 2 min, IACE A iR AR L
R BE 2 AL WO SR A0, Jin T4 A A ORI 3
Mg 4 00, vk b R 30 min, 4 C KR
12.000 r+min""#.0> 10 min, W |3 W08 24 ) B
O, A BSA BRAES B 0.5 ¢ L7 AT
VEWE A F2 IR 50 1 /Y L8 BCA 350 A Fiat 71
BiR& . HHEAE R INA PBS Fi e S £, 73 5k bn
HEH FIREA AN 96 FLAR Y, 25 FLAN A o ot A F66 VR A
AFE] 20 pL, 55 m BCA TAE# 200 pL,37 Cl &
30 min, PRy 562 K I ML EE A, AR A5 o il £t
REARE, REEEERS R, BEEAENS
Loading buffer 4: 1 J8%47,95 C 284 10 min, 5 2%
Z m A BE B L, SDS-PAGE H 3k (R
8 Veem ') ;L BE(65 V,2 h) ] 5% BSA B W B
M1 he ITA—40(1:3000),4 C /g, TBST
VeI 3 B —HTH 1 x TBST ik 3 000 1, 4 S hif
BN AW P % & 2 b, TBST PEJR , ECL 3k B 52,
I FH Image J 5445347, LA GAPDH 1 4 9 243 #1 IK
JEMH .
2.9 GEibsrHr R SPSS 19.0 X 4 47 4y
Pro b EEBERER ] & x5 o, 22 4 0] e ARk B A
R ES, UL P <0.05 B ERGHITFE L,
3 &R
301 X AA N B BOIR AS  Ah A i iffl R A 5
5 IEH A TR, A A )N BURS P 22 BE 0 B R R AR
PR T B, K BB R IRAR  JE T R . AIRYT
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IR BN R R BE G2 i o 5 1E # 4L HE B, B4 /)
BN I WBC, HGB, PLT 31403 2.3 T [ (P <

x2 FREHEEX AAMRIMEIMMRAEIE(x£5,n=6)

0.01) . SRIRIA LLEL, 25367 4/ B R AR
[e] f JE [l (P <0.05) o W32,

Table 2 Effect of diosgenin on peripheral blood hemogram in AA mice(x £s,n=6)

Flkey

20 51 0 WBC/( x10°)4~/L~! HGB/g-L ™! PLT/( x10°)4~/L"!
/mg-kg
E# - 10.62 £1.43 170.98 +16.79 892.17 £93.16
LAY - 3.11 £0.94" 104.91 £21.05" 347.36 £76.84")
o U A 37.44 4.16 £1.09 114.38 £15.91 388.08 +59.85
74.88 9.38 +1.25% 127.25 £16.59% 525.63 £72.65%
149.76 8.25 +0.64% 119.67 +4.26 485.27 +82.54%
2 23.5 8.57 +£1.23% 121.23 +13.42 527.47 +76.90%
FEAMEZA 9.36 6.22 +0.80% 108.27 +14.36 414.85 £47.58

FSIEWA " P <0.01; SEBL D P <0.05(F3,4 ),

3.2 X AANREBERA W 5 A b, A
H/NRUE B AT B RE AN B e D, SRR

FA, 3007 )R, A5 A/ BRUR B AR IR RO 2, B B
AR, FEERUE PR EARCR T WL L

AVIER A B B Co o B H R RN 2 D, o e R P R AL B o e R R

(s [
Bl FEEHREHEN AANREBWROM(HiIT, x100)

Fig.1 Effect of diosgenin on bone marrow in AA mice( Wright’s, x 100)

3.3 /NEUBMMSCs Jii s f R ALY EIBR 5
Jit B ZH 0T 20 2% 5L 43 S E MSCs AR I F bR
HEEE 52 N, MSCs H. 25 W BE R¢ M 5 38 o i =&,
MSCs ik CD73,CD90,CD105 Btk il it 95% , H.
CD34,CD45, CD114 %5 [ 4 % < 5% ; MSCs H. 47 [i]
BCE AN R AN AR oy AR BE T . AIF R AR B
7 B8R AT UL/ B BMMSCs W BE AR K 41 I e - B2
£, R sk g5 R A, fa BERE O HES . D R
- 130 -

I
il

hl

Hs . AR 6 HAMZHA

BMMSCs CD90,CD105 & ik BH 4, CD34, CD45 33k
Btk WLE 2,3,

3.4 /Bl BMMSCs 35 [0 J8 G 40 M 2346 AE 3
ZL 0 Qe 2 MF T, i A i A% 5 R €, MR SR AL
@, 4278 BMMSCs Y37 S UG 07 4 i . 5 155 41 1
BB NR T A B 2, WLIRT 4,

3.5 X AA /N L BMMSCs PPARy, C/EBPa,
Adiponectin, Leptin mRNA ik SIEH AL,
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B2 REAZEMBETIREHEEXRTHARERESR GI(HE
B, x200)
Fig.2 Primary culture of mouse BMMSCs under inverted phase

contrast microscope G3 ( inverted microscope, x200)

A2 PPARy, C/EBPa, Adiponectin, Leptin mRNA
RIBKFRZETHRE (P <0.01) s SEBA A, %R
J7 ¢4l PPARy, C/EBPa, Adiponectin, Leptin mRNA &
BRI R (P <0.05) , Ho UZF Je 38 #i e
T AR TR R, & T RBHE R
R W3R 3,

3.6 Xf AA /N Bl BMMSCs PPARy, C/EBPa,
Adiponectin, Leptin # H &M 5 IEW 41
B, 4 PPARy, C/EBPa, Adiponectin, Leptin 4§
HRIKEETE (P <0.01) s 5RO L, #3677

200 200 200
160 4 160 4 160
15 3.04% : 91.02%
120 I— 120 I— 120 7 I M2
] 9s.45% M2 M2 o
96.98% 9.32%
g0 M1 80] Mt 804 mi
40 40 40
0 0 04
10° 10! 102 10° 104 10° 10! 102 10° 10* 10° 10! 102 10° 104
CD34 CD45 CD9%0
200 200
160 A 160
| 76.24% | 0.65%
120 4 e | = 120 I o
— 99.35%
80 M1 80 A
M1
40 ] 40 3
0 -FA——wwq———ww 0 T T
10° 10! 10? 10° 10* 10° 10! 102 10% 104
CD105 IgGl

3 MREHEBERTARRERESRE

Fig.3 Expression of surface marker antigen of mouse BMMSCs

*3 FREHESEI/NE BMMSCs PPARy,C/EBPa,Adiponectin, Leptin mRNA FiEHI B (2 5,1 =6)
Table 3 Effect of diosgenin on expression of PPAR, C/EBP, Adiponectin and Leptin mRNA in BMMSCs of AA mice(x +s,n=6)

2 1) # 4t/ mg-kg ™! PPARYy C/EBP« Adiponection Leptin
iEH# - 1.00 0. 20 1.00 0. 18 1.00 0. 17 1.00 0. 12
LAY - 5.29 +0.22" 1.71 £0.23" 2.04 0. 18" 4.81 £0.23"
W R 37. 44 4.37 +0.21% 1.31 £0.20% 1.71 £0. 15 3.98 +0.29%
74. 88 1.85 +0. 147 0.81 +£0.21% 0.95 +0.19% 1.57 0. 15%
149.76 3.62 +0.26% 0.94 £0.17% 0.79 £0.19% 3.34 +£0.22%
HfE 23.5 3.10 =0.20% 0.33 +0.10% 0.64 +0. 16 2.48 +0.24%
FAMELAY 9.36 4.68 +0.26% 0.69 +0.15% 1.19 20.21% 4.26 +0.22%

4l PPARy,C/EBPa, Adiponectin, Leptin & 4 3 ik 7K
F-IGWIR TR (P <0.05) , Hov g g 88 B2 1 )
AT IR A& E A RBW R TR, LT
HEABLHH(P<0.05), FREFHBH Pl

25 3 1 5 4 PPARy, Leptin A R WL W] 1 22 53

ULE5,% 4,
4 itig

AT A o A TS B LA
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ACIEH ;B BRI

4 FERARERANREEOXRRTERFSABEERS K
(4L 0, x400)

Fig.4 Mouse bone marrow mesenchymal stem cells induced into

adipocytes in model group and normal group( Oil red O, x400)

e - -~

C/EBPC Wi SR S s SN S S 16 kDa

GAPDH 37 kDa

Leptin M . A e . S 5D
Adiponeetin - - - — — - - 27 kDa
aaron D D - -

A B C D E F G
B5 SHMNREERTKRTHE PPARy, C/EBPa, Leptin,
Adiponectin F [ & % B ik
Fig.5 Electrophoresis of PPARy, C/EBP«, Leptin, Adiponectin

protein expression in bone marrow mesenchymal stem cells of each

group of mice

R4 FLEHREEXN AA/NRBHEE XK THAM PPARy,C/EBPa, Adiponectin, Leptin EHRIEHW MM (v +5,n=6)
Table 4 Effect of diosgenin on of PPARy, C/EBP, Adiponectin and Leptin proteins in bone marrow mesenchymal stem cells of AA mice

(x+s,n=6)
bilh s
21 5 , R PPARy/GAPDH C/EBPa/GAPDH Adiponection/GAPDH Leptin/ GAPDH
mg-kg °

I - 1.00 +0.22 1.00 0. 20 1.00 +0. 32 1.00 +0.32
[y - 2.95 +0.32" 3.47 £0. 32" 6.14 £0.52" 7.12 £0.52"
S R 37. 44 2.3220.27% 2.69 £0.27% 5.57 £0.30 2.96 £0.30%
74. 88 1.21 £0.28% 1.74 +0.30% 2.98 +0.40% 2.33 +0.40%
149.76 1.47 £0.24% 1.88 +0.10% 3.58 £0.35% 4.47 £0.35%
T E 23.5 1.17 £0.20% 1.14 £0.20% 1.79 £0.32% 2.83 £0.32%
TAMELAF 9.36 2.05 +0.25% 2.26 +0.30% 5.15 +0. 43% 4.84 +0.43%

V1 W, L 57 7 1 AR AE B A 4, A U R
B o ARSI, B R O B 1 s
1 BMMSCs 55 16 2 A< i B 2 HL ] 2 — o BLAUHT
RER G REHRAAH R POE T R M
Jg R e AR BT AN g A e
S
7401 52 36 O 28 I 5 32 AT RO o3 2 e 2 e
AT PR G R D RE AL, X P B LA B R
SPAERS S AR i e A Ik B AA MR
BEAY, 45 5 R AN B R I = R ECT B B R
A0 MU P s B A DU R RN AR . &
FREB R RITIE, AA DN RSN E I = RN R R
JETH OF B dE A M o 3 2, b U e 2 e
R R AORBE
BMMSCs J&—Fh 2 B 70 b 40 g, 2 5 B 36
358 1) LA R Ay, 5 A P A S A I TN T S T A
S F W AR ELAE T R0 3 1 200 B S 2R A IS0 i X
e ML 200 D 4 39 B L O B A e % EE B i . BMMSCs
=132 -

BN 2 M 7 T A 200 A0 K 4 B Y 3 R A4 4
i, 3 R MO v R 2 AL B R 1
R SR AT AR AR H AT E A
TR R 1 BMMSCs B . BN 22 18 1 43 £ 26 47
If B AA B 19 BMMSCs 5 7 5 4 1L 4 Bg 7 40
7 R 0 4 B 1 22 X 1 40 B A By
PHEEAE R AR 92 3 1 g A0 R e S B B
FeE A 3 MR ML, BB Gk T 0 M bR CDYo,
CD105 , 7] i A% 3 35 38 1 7 44 240 4 35 CD34 , 11 4
it 2 T bR 25 CD4S i B 7 43 285 194 400 0 LA o 260 1 44
A o T A )T Ok U A A B, R AT S
FRUED! . 2355 5 1 4% 4L/ B BMMSCs 47 i g
Wi 5, 3 i IS A 56 mRNA K% 2 11 60 4 0 0 1
BMMSCs 1) i g 7 fL BE 77 -

BMMSCs NG fb i 72 5% % 4% 7 5 3 B 1 98 422
(R 488 % R A X PPARy (9945 . PPARy 2
PPAR 5% 1% i f5 L g 1 20 g & — 1 L B S i g
(IR B, B S AR S 5 T S B e A
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Ja B b AR S A W R S TS AR
e SRR AR A AW PPARy 9 32 3K, A
S Akt AR 2 A AR T . PR T BMMSCs B 43
PR RE 1 i 1y otk 5 v 38 PPARy B UTAHESC, S e 41
R R AA /B PPARy 335 (4 BH 4 20 g 22 B . 4%
It AR b if B b, PPARy 5 C/EBPa 45 4
J5 T Bl e AR A0 U7 A 20 1 2 1k S i 07 4
B AHE ST R Ay B R AA K &R T 4/ W
BMMSCs #t:17 MR 15E T )5, K BB B4 PPARy,
C/EBPa mRNA I FH KKK 7% T, i,
PPARy i+ SR IIE MG 525 AA B &0 #2 .
9 PPARy, C/EBPa 7] {2 i i 7 40 i 14 734k, X
AIAESE AA B35 BMMSCs i B i Jig 1k B9 BL ) =2 — o
RSB SR BN, F I E RS LRI 2 M5 ]
i % T = 19 PPARy, C/EBPa mRNA I H 3 ik
BN B, R W e B AT R A
PPARy,C/EBP 2 ik 1 #il #] BMMSCs [w] fig Jifj 40 iy
3.

Adiponectin I Leptin & PPARy 1 8 #% T
JIE 17 440 JL 53 0 ) 32 S X, X6 g s 40 A B
20 W AR . PPARy BTG 5 T 4 B TE
Adiponectin J:[H ) J5 3 F {7 B %} Adiponectin j= A=
IEE £ A4F 0, B AT PPARy HF 5 45 50 W] [ AR
Adiponectin mRNA % ik /K 72 16 1k 4 5% &
BMMSCs J g J& 7T 76 35 77 18 W b il sy 338 1Y
Adiponectin“ﬂ o Adiponectin 1 Leptin 7EAZ 1 AA H
# BMMSCs fig 5 fb b 72 o & 4% 8 2 E o Tripathy
HUOHRR B AN B 5 IE W AN L, BMMSCs 15
o3 Ak B0 R % RE S v LR U 40 BE K, Adiponectin
FakOKFH R, TREMES " U5 & B AL B
Adiponectin kKTt &, H -5 B 86 & 1 2 58 2 7
G AA BE BBt IR W7 165 B0 Adiponectin 73
ARG, T 9 Adiponectin i 3 41 i - B 6 1M 40
JL 34 B8 A4k, TN EE R S ) RE R R . AR AT
% W AR A 240 /N L BMMSCs Adiponectin 2 35 7K 3 B
TBINICT PSSt S G

Leptin 738 Il \ARAE , 450 2 S 58 I 15 v i 45 T
FER AW RN . 9T R Leptin 2 5845 T 410
3 A e A L TR 5 16 3 0, T S TFN -y L 20 i
P R I R S 1 i I N ST A R = ¢
B T bk A0 L A K RGO AT R T, B4 i A A
T2, [A) B AT 3G T 9k B 46 Jf o] Thi, Th17 20 ffg 53
ARG X T 4N M A JE A 40 B il R % A
. % —7J7 M, Laharrague s 129) o gy Leptin 7] 7£ &

HEAR U7 40 B 4 Ak vh o B R Gk AR IR BIF Y R
Leptin 7] 1@ 1 55 BMMSCs 3 18] i Leptin 321K 454,
WG JAK2/STAT3 3 it , fie JF BMMSCs Jlig 5 20 1 (9
I A0 ) 1 M AT B AT 5T R R R 2
fX. BMMSCs Leptin FIRKEH BT, UL Leptin
o3 U 5K A RE AL 2 AA /L BMMSCs T fE S
MEEEHNZ —, & E B LT AYHEE IR
J& ,/INEL Adiponectin Fl Leptin 28 3k 7K M- 3 46 7Y 40 i
F R, X % U o e E w0 Al 4 Leptin,
Adiponectin 7E AA /]y fR, BMMSCs |9 2 ik 7K, #1146l
AA /B BMMSCs g Il AL £ 72

zi | Bt &, PPARy, C/EBPa, Adiponectin I
Leptin 25 7 AA B #E& MYy pe vy o #2 . 5 e
FHHUEATREIN #] PPARy, C/EBPa mRNA J2 2 11 3%
ik, B A AR U7 4h L 43 W5 19 Adiponectin I Leptin 7K
-, 35 B 22 fige A0 40 ) BMMSCs Jig 105 16 59 7 HT, A 3%
B I I, % AA B B IR E R .
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