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[Abstract] Objective; To observe the effects of Hedysarum polysaccharides (HPS) on the signaling
pathways of B-cell lymphoma 2 (Bcl-2) , cysteinyl aspartate-specific protease 3 (Caspase-3) , and
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Bcl-2-associated X protein (Bax) in Schwann cells (SCs) cultured in high glucose, and explore the possible
mechanism of HPS against diabetic peripheral neuropathy (DPN). Method: Four SD suckling mice aged
5-7 days were randomly divided into a normal group, a high-glucose group,an HPS + high-glucose group,and an
a-lipoic acid(a-LA)+ high-glucose group. SCs were extracted from the sciatic nerve and cultured in a 37 °C,5%
CO, incubator. After the cells reached 80% confluence, Cell Counting Kit-8 (CCK-8) was used to screen the
experimental concentrations suitable for high glucose, HPS, and «-LA interventions. Western blot and Real-time
polymerase chain reaction (Real-time PCR)were used to detect the protein and mRNA expression of Bcl-2, Bax,
and Caspase-3. The apoptosis rate of SCs was detected by flow cytometry using Annexin V-fluorescein
isothiocyanate (FITC)/propidium iodide (PI). Result: As revealed by Western blot and real-time PCR,
compared with the normal group, the high-glucose group showed reduced protein and mRNA expression of Bcl-2
and increased protein and mRNA expression of Bax and Caspase-3(P<0.01). Compared with the high-glucose
group, the HPS + high-glucose group and the a-LA + high-glucose group showed increased protein and mRNA
expression of Bcl-2 and decreased protein and mRNA expression of Bax and Caspase-3(P<0.01). As displayed
by the results of flow cytometry using Annexin V/PI, compared with the normal group, the high-glucose group
showed increased apoptosis rate; compared with the high-glucose group, the HPS + high-glucose group and the

a -LA + high-glucose group showed reduced apoptosis rate (P<0.01). Conclusion: HPS can alleviate the

apoptotic response of SCs, and its mechanism may be related to the inhibition of the activation of the Bcl-2/

Caspase-3 signaling pathway.
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SCs & 7 i fift 4% 717 2E 09 L s 1 b A — & 1 AR
FHIS . M 28 52 5, SCs il i {2 HE #h 2 TT AT %
0 4l 5 43 il B T R OR B B R OR P 2 R A2
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R AR SCs 38 i 16 1k, B8 I 20 i 4 1, = B AR 55 1A &
SCs 8 - 1] fig J& DPN & 9 i SC S AL , A 2 WL ik
J7 DPN 9 K ARS8 H b5 o B W58 DL Bl B 95 T
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A -
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1.1 Sewai HAES5~7drSDALEL 4 B B,
P A s 24 R 2 S5 2l g v SR AL R R TR
5 SYXK(H)2015-0005, M A B i 25 35 437 £ HL SCs .
SEUS I FR AT A S W A0 B AH SC 48 5 R

1.2 25k HPS, 2L AR A I A H R 2 %R
AR A BR S AL IS 160627, Y H A P BE 25 R
22k 2 B AR R R BOR AR A A OC T R, Al
87.44% . a-fii 2 (a-LA) TS (7 5 24 M1 4 141 %
0y A R F 5 H20055869) ; fif 4 1L 5 (38
Clark 2> # , it 5 JC63463) ; 0.25% J@E & H i .
DMEM-F12 }5 5 W ( 32 [& Hyclone 2A &), b5 53 51 4
J140032.26386) ; RIPA 24 fiff i (At 50 35 F 3 A =] L ik
5 C1065) ; BCA & [ & & il ) & BN U5k L 2 2
STEE(Tris) SxHEH FHEZWR HHER-HER
% W . Hank's Blanced Salt Mixture ( 3k 50 & 3¢ % A
A, #t 5 4 % ok PCO115. 408B114. 416J085,
20150321 ,0503,H1040-500) ; DAB & 3 7] & (b
PR AR WA FD L S K163323C) 5 SCs AR K
T (3% ScienCell 22 ], L5 26050) 5 T Y Jig J5i 2
1 b 1 B8 B AR W BOR A W)L 5 17100-017)
MiniBEST Universal RNA Extraction Kit & BGR 7] &
( H 7k Takara /A & , #it 5 AKG2520A) ; #i R i3 A 1k
Y (HRP) B5ic 19 L F 40 S i 3R 11 G (1gG) —
B B 40 ik B 98 -2(Bel-2) — 4t . Bel-2 M 56 X & 1
(Bax) — ¥t ( 26 B Abcam 2 & , #it & 4 B K
GR3188552-1,L.ZD14365,LZD17174) ; 3- L3 & H
(B-actin) . > Jbt 24 B2 K 4 % R & 11K % 1§ -3
(Caspase-3) — ¥t ( 3£ [ Immunoway 2 & , it 5 43 5l
“h B2804 .Y T6113) ; 4 il 3% 5 5 1 1 46 1 (CCK-8)
WA &Ll ARAE LS IQT702) B ig 45 A H A
VIR AL T E (Annexin V/P1) P8 73R 77 & ( L |
WA BR 2N 7 L 35 55654 ) 5 76 e iR & R FE
sk A & (26 F Bio-Rad 2 &, it 5 4 0l K
L006363A .L.009434B) .

1.3 {¥#% BCM-100 Bl 4 T AE & (R4 A ik &
2y Al ) 5 Allegra 64R #I & 20 & 3l B .0 AL (98 H

Dynamica /3 & ) ; Powerpac Basic 164-5050 %I i1, Jk
X . Gel Doc XR+#E i i 14 43 #7 % 4t ( 3% & Bio-Rad
/N ) ) 3 CP522C AU %% i 43 i K1 (1 B8 52 M 4
W) ) 5 88-1 BURE Iy fin At FEAL (4 I2 1E FAER A W) )
HVA-85 7l 4 [ o)) = & i 5 %8 ( B A& Hirayama 2>
7)) ; DW-86L.626 % —80 °C A {1 it vk 41 ( Hf [ I /R 2>
] ) ; CytoFLEX S #4 3t =0 40 g {) ( 55 [ D1 5 &= o 7R o
/3l ) s Histoon Lab 1-20 %4 8 4li 7K A3 (5 [F B} R i 7K
%45 BR/A ) ; WD-9405FN I 7K -4 IR (b 52 i 75 —
A% ) 5 Q5000 Y fiff £t 48 Ab 43 Hr A ( 35 & Quawell
/N7 ) ; MCO-20AI1C B — S AL B 15 32 40 ( H AR = 7
PR 25 ) ; PRO200 A 20 21 5] J¢ &% ( 32 [# Bio-Gen 24
) ) ; C1000 %Y 5 if 9 't 2 1t 28 A Wl 5% =X 2 ) (Real-
time PCR) X . Trans-Blot Turb 4> it % % |1 7% E & 4t
(% 1H Bio-Rad A 7 ) o
2 Hik
21 HPSHUHIl& T2 KLk h =it 1h,100 °C
IR I3, B 1 h, A IF 3R IEW N TE K 4 B
it £ BT 75 B 0k 20 %, B 30 min, 5.0 30 min
(3500 r-min,25 °C, & 0248 14 cm) . B L, Jm
TCK £ T 28 15 W T 3k 75% , E IR E 12 he 2
EE L BUOLTE , UK I f# 5 3 500 remin®, 25 °C & .0
30 min( 0248 14 cm) , JINJE 7K & T 22 1 T 7% T i
ik 85%, & CE 12 ho % LW HRUCIE , #OK 5 fi
Je GH B0 . Sevag vE AR 1S NS K £ B
VB T A 75% , # TR CE 12 h, o U IR UTVE L AR
WH K CEE NER 2Bk [ 2 2 W h e il vE , F
50~60 °Ciii Hs T4 , (IR PR 455 PR A7 o
2.2 SCs#thu54lifk
221 SCs#HL UM A 5~7 d 1y SD FL &L, S M
6 F1ALFE , 75% £ 3= i 10~15 min, 76 #5 TAE &
HR R A A A 2R NS Hank's T £ 5 L
oK A R 22 B B/NB L A 0.25% 1 i AR 11
1 mL A 37 °C,5% CO, %5 5 4 i 4k 15 min, 10% /it
A R AL . FERR T 25 em? 15 FRI R, WA
TOULEE i AL 8L BE i A DMEM-F12 5¢ 4 85 3%
Wi 2 mL, LA 37 °C,5% CO, 85 FR /i 55 3% o A5 /B
(i) 248 A s il 5 O A R S A M, AT AT aliAk
2.2.2 SCs#lift FIEFW, A 0.1% iy T Y fig J5
A 1 F1 0.05% Y JBR A 1l 4 1 mL, 55 40 i 72 [ T
b MO BE B8 7% I 10% Jif 4 1l 78 20k T 1k . wRAT 4
Jt AT B B R A B, RS R B SR A
37 °C,5% CO, X5 37 #f it B , 1-F 1L £F 2k 41 Ji 0 % )5
W5 T A 40 MO = TS A BT 55 95 8, il A DMEM-F12
. 73 .
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LA IR 2 mL. FANH L5 1k 80%, A DL 1
P R AAR 1~2 0 AT A i 4 SCs. LA 1.

B 1 S4ESCs (& Wi, x100)

Fig. 1 High purity Schwann cells (invert microscope,x100)

2.3 CCK-8 ik i il A [ e B /55 Bl X SCs 4 5 % 1
M 82 B B0 K U SCs, 4% 4x10° A4~ /L 322 Ff
F 96 FLA, 20 ) B B as A (R ARG 3R, IE W 4
(29 £ 17.5 mmol-L™") , 25 mmol- L™ B ik B 41,
50 mmol- L™ B ¥ B 4 , 75 mmol- L Bk B4
100 mmol- L 4k B 20 , 125 mmol- LY B dH 4%
S3 AT 43 9 i A 96 LAk, K I T 1 him A CCK-8
B B SRR R R 1 h, BEAR AL 450 nm &b i WO EE
AL EE 3, R PE AL T 5 [6) 4 e B X SCs 18
B 3 P B B2 )

2.4 CCK-8 ki illl A [7] ¥k BE HPS X SCs 44 58 1% M
B2 N8 4K A SCs, 2 4x10° AN HL 42 Fh
F 96 fLAR o 4315 A AL (TEAN B 15 3R ), I
WOH (KM 17.5 mmol- LY, B b 4 (& vk
50 mmol-L™), 6/~ i B 6 B ) HPS (2 i 1 vk i 30 .
60.20. 240, 480, 960 mg-L™) + @& k¥ 2H (& ¥k JiF
50 mmol-L™) , 3% 4 45 43 51 i A 96 FL Ak , K il Aip
1 hinm A CCK-8 X I, 55 54 W & 1 h, il br {0
450 nm &b 4 AL FE A 3R AR 4l A 2 R T AS [ ok
HPS X} SCs 14 58 1% 7E i 52 1) .

2.5 CCK-8¥E Kl AN [6] ¥k BE o-LA Xt SCs 3 5 1%
M 82 B B0 K 0T ) SCs, 4% 4x10° A~ /4L 322 Ff
F 96 fLAR o 43R B2 AL (TE AN i 15 R ) | IE
WO (VR B 17.5 mmol-L*Y) |, oBE 4 (& ik B
50 mmol-L™*), 6 ¥ B2 A B 1) a-LA(L R T 24 .48,
96, 192, 384, 768 pmol-L*) + /& B 41 (& ¥k J¥
50 mmol-L*) . 43 4% 43 5] A 96 fL AR , 46l
Hi 1 h i A CCK-8IX 7], K F2 4 0 & 1 h, i 45 AL
450 nm &b (4 AL EE A 3R, AR 4l AL R TS [ ik
a-L AT SCs 34 58 17 1 1 521

2.6 Annexin V/PI % i 2 40 g AR A5 ) 4% 4 SCs
JT-% K 42H SCsHEFh T 25 TH oI, &40 3
Mo HigRJa 1 mL 0.25% JHRTG I AL , 11 BONOR: B AE AR

. 74 .

21 it $0E % R (1~5) x10°A4N/L, B A 10 mL &5 .0 45,
1000 rmin" B0 5 min(B.O0ER 14 cm), FH 3%
W, PBS YE LUK, B0 5 min, F AR 30 1 I H R 40
Jta, 2 3R G F 15 min, B0 5 min, B 52 £E 2% v
(PBS)¥E# 11k . fin A %56 % i (SA-FLOUS) 4 °C
I8 20 min, BTN BT RSN . 7E SO g = A )
(A I T TR B A A 3RS RS 40 M« 2 2 BR
FITC/PI# i, B IE % 1% J1 4 M ; 47 N 2 BR FITC/PI
A, BN T AN A R BR FITC/PIM A i, B SE T
4

2.7 Real-time PCR % il Bcl-2., Bax . Caspase-3 H
mRNA %3k 25 SCs & RNA, # I Real-time PCR
0 SR AE BB T PCRAH HE AT I, 33 % 5% 5 A
J& , ML 4R % 31 19 Bel-2 . Bax . Caspase-3 | T i 5| 4 it
K H Bt , ¥ I SYBR Premix Ex Taq™ 11 336 8 45 i#E 47
PCR Y™ 4 J2 Jii , PCR Jz i & {4 (1A & 20 pL) : 95 °C
i A5 P 30 5595 °CAE 4 5 s, 60 °Cil & ZE fifi 34 s, It
A0 M E A . F FTC-8000 5% i 2% % i it PCRAY [ ¢
(9 43 BT JPF 8 E R B e D 1, DUAE X 2 2 RQ
(M XF R Gk & 22 AT Ge it o b o 519 ¥ 91 i
NCBI Primer-blast % i1, f1 75 M & MERT & . 5149
JPA L2 1.

x1 5l9F3
Table 1 Primer sequence
bR ¥ %1 (5-3") K B /bp
B-actin it 5-CTAAGGCCAACCGTGAAAAG-3' 64
T it 5-TACATGGCTGGGGTGTTGA-3'
Bcl-2 i 5-AAGCTGTCACAGAGGGGCTA-3' 97
T it 5-CAGGCTGGAAGGAGAAGATG-3'
Bax L #5-CTGCAGAGGATGATTGCTGA-3' 174

T 5-GATCAGCTCGGGCACTTTAG-3'
Caspase-3 |1l 5-GGACCTGTGGACCTGAAAAA-3' 159
N 5-GCATGCCATATCATCGTCAG-3'

2.8 FH [ % B ik (Western blot) £ il Bel-2 .,
Bax.Caspase-3 & 1)L $EHUSCs M & 1, il I
REHEAT K, B 5% B IE Uik =R A 2 h S
g3 Bl A & i M B — $T Bel-2 (1: 1 000) | Bax
(1:500) .Caspase-3(1:1 000),4 °CH¢ & ot % . A
AHRE —470(1:5000) . ECL A2 A G i 52 , B I I
14y BrAL R B %, Image J BIE 3 B & 4217 H 19
ST 1 BE WO BE 43 AT o

29 Hiib¥Orik R SPSS 26.0 #1748t 4 #r
B AT A IEAS 4y A J7 22 55 PE DA xes Row L 4[]
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Ll 35 SR FH B PR 28 7 22 40 i, 0L 1) R TG L R e /D
V22 5 (LSD)-tR 4 5 45 7 2 A8 5%, R AE S 8
Kruskal-Wallis H ¥ 5% , A P<0.05 /R 2 547 4112
3 £R

3.1 48 h IR B XF SC A TG PE RS2 5 1F
W % ,50.75.100,125 mmol - L™ BE ik BF 40 SCs 1
FE TG M2 T T [ (P<0.01) ; 5 50 mmol - LBk 5 40 e
A,75.100,125 mmol - L™ 4 5 21 SCs 1 58 16 14 T
(P<0.05),50 mmol- L4k BE I, SCs 3 7 7% Mo HL
TR BCR 8 2, N I 136 4% 50 mmol - L™ A = il
SCHMeEE . MR 2.

%2 REMERET SCs48 A EH T (Xts,0=3)

Table 2 Changes of proliferation activity of SCs at different sugar

concentrations at 48 h (X+s,n=3)

21 51 e ¥ /mmol - L™t A
24 h 48 h
Ew A 17.5 0.840.04 1.29+0.03
TR 25 0.81+0.05 1.27+0.04
50 0.8620.06" 0.77+0.12Y
75 0.82+0.02? 0.59+0.06%
100 0.82%0.09% 0.56+0.13%
125 0.86+0.022 0.53+0.12?

5 0F 4 L VP<0.05, 5 50 mmol - L vk B 2 1L # 2 P<
0.01; % H4HAHO

3.2 N[k BE HPS X i 0 15 57 SCs 3 78 1 P (1) 5%
M 5 IE R LA, AL S HPS 45 Mk B 41 SCs
BT PERR AR (P<0.01) . 5 B4l L85, HPS+iE bl 4%
) it 2 SCs I M b 2 44 58 (P<0.01) , fifi 5 HPS ¥k Ji
B m SCs i 1 4 5 , Mk 3 7F 60 mg- L™ B 3k B 45 K
B, A %6 5 60 mg - LRy HPS 1 98 1) 52 90 Wk 2
I3 3,

3.3 AN[AIV BE a-LA X 55 B 35 57 SCs 14 5 I 1 1Y
Fu o HIEWAH R, S o-LAK W2 SCs
5 0 PERE AR (P<0.01) . S5 R4 L5, a-LA+
1o W 4% 7] f 2H 0 SCs i M 2 1 5k (P<0.01) , Bl &
a-LAMREESE TN SCs i P3G 58 , H R EAE 192 pmol-L ™
5 8 5 KA L PR P 4% 192 wmol - LM a-LA T
M SEBG R IE . WL 4.

3.4 HPSXJ G 9% SCs A IR ME I se . 5 1F
L LA, M2 SCs 1Y BE 1 M B E BE R (P<0.01)
5 R4 H B HPS+ i B A L a- LA+ 4 3 5 0%
PR ¥ TF R (P<0.01). W5,

35 HPSXf mMER IR SCsT- M  5IiF% 4

£3 AEREHPSI HHEE T SCSAEEMMHM (X+5,n=3)
Table 3 Effects of different concentrations of HPS on proliferation

of SCs cultured in high glucose (Xts,n=3)

4151 Ji bk e B /mg - L 20 168 B8 4 1%
T 41 91.67+1.76
= B2 50 54.30+6.50"
HPS+m 54l 30+50% 63.70+7.48%
60+50% 88.49+1.84
120+50% 88.11+0.58%
240+50% 88.54+1.38%
480+50% 82.00+5.87%
960+50% 83.93+4.03%

5 IE %A % VP<0.01, 5 @20 1A 2 P<0.01; ¥ 3R b
T AL g mmol- L 23 P20 20 M B 3 Sl 100%

F4 FEARE o-LAX EHEIEFF SCSEAFE LRI (X+s,n=3)
Table 4 Effects of different concentrations of a-LA on proliferation

of SCs cultured in high glucose (x+s,n=3)

25 W /wmol - Lt 20 1 586 98 T 1 1%
IEH A 93.94+1.18
[oL 50%x10° 56.20+7.56"
a-LA+E 2 24+50x10° 61.94+6.19%
48+50%10° 84.48+4.68%
96+50x10° 88.89+3.03%
192+50x10° 92.59+1.60%
384+50%10° 92.22+0.93%
768+50x10° 91.14+0.73%

5 IE R R Y P<0.01, 5w A A P P<0.01; 28 (T 4L 4N
B4 5 35 1A 100% (F 5 [A]))

#5 HPSIIEHEIEFF SCsHHEFHMH MM (X+s,n=3)
Table 5 Effect of HPS on proliferation of SCs cultured in high

glucose (X+s,n=3)

4151 W B Immol - L™t 21 0 8 B 3 1%
ERA 100.00+0.00
[=yiE 50 47.18+2.97Y
HPS+EHE 2 60°'+50 82.67+0.99%
o-LA+E B4 0.192+50 85.25+3.63%

V3R HPS I8 L0 mg- L™ (& 6-% 8 [F])

LU 55, e A 2 A0 B O TR B S O (P<0.01) . 5
20 LA HP S+ B AL R - LA+ = 8 4 400 B 0 7~ 3%
B EFRAR(P<0.01), W6,

3.6 HPS Xf & B K% 38 SCsBax. Bcl-2, Caspase-3
MRNA E LW m HREE R /R, 5IEH 4L
B, % B 4] Bax. Caspase-3 mRNA % ik /K 7+ &
Bcl-2 mRNA R kKA, 27 B A G E X
(P<0.01), 5 @bidl lbEL , HPS+E B 4L La-LA+
B 41 Bcl-2 mRNA 3 ik i 3 F} & , Caspase-3., Bax
MRNA ) £ IX B HE MR, ZRr RARIT 2 EX
(P<0.01), W7,
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#*6 HPSXEHELEF SCSAT M
Table 6

M (X£s,n=3)
Effect of HPS on apoptosis of SCs cultured in high

glucose (X+s,n=3)

25 #e % /mmol - L AR T3 /%
W 4 6.77+0.55
TR 50 19.37+3.35Y
HPS+E fl 4l 60%+50 9.60+0.89”
a-LA+E5 41 0.192+50 10.07+1.11%

T 5IE R 4L VP<0.01; 5 i Bl 41 H P P<0.01(F£ 8 ])

3.7 HPS Xf & ME % JF SCs 41 g Bax. Bcl-2,
Caspase-3 & (&AM LM 5 1EH 4 i, b4l
Bax ., Caspase-3 4 [ % ik /K F+ 7 , Bel-2 2 (H % A
JKAFFEAR(P<0.01) . S BEAL L8, HPS+ b4l |
o-LA+ B 41 Bel-2 25 11 357K F W 3 FH i, Bax.,

#7 HPSXI & #ELEF SCs 4 Bel-2.Bax, Caspase-3 mRNA % i%

Caspase-3 75 [1 # ik /K F 5 3 AL (P<0.01) . LA 2

FIE 3,558,

A B C D

HoA IEHA B, @Al C. HPS+E M AL ; D. a-LA+F B4
(K 3[)
B2 SiEtEs SCsHM Bax.Bel-2 E A Mk
Fig. 2
cultured SCs

Electrophoresis of Bax and Bcl-2 protein in high glucose

Y80 (X£s,n=3)

Table 7 Effect of HPS on expression of Bcl-2,Bax, Caspase-3 mMRNA in high glucose cultured SCs (x+s,n=3)

21 5 W /mmol - L™ Bcl-2 Bax Caspase-3
T 4L 50 0.53+0.37Y 3.05+1.61Y 3.27+1.71Y
HPS+i B 2 60%+50 0.82+0.29% 2.62+1.39? 2.57+1.36%
a-LA+E AL 0.192+50 0.74+0.43% 2.45+1.29% 2.55+1.35?

5 IE 3 AL VP<0.01; 5 i BEAL L 4% P P<0.01; 1EH

Copuses I R — — 5

R - D aEy ey ;o
B c D
3 JiEER SCSZB]HE Caspase-3 & H B ik
Fig. 3
cultured SCs

Electrophoresis of Caspase-3 protein in high glucose

4 itig

MBS DPNGE & HA M 8 3 e AL, 5
PR T B 24 A T 1T A, DPN A ) B A < 7, S L
A & A R T R NE A R R AR i T B B
YT 5 R MObR 2 PR T IR i R S R
TR R & RS ESE T B A AN R IE T IRk
HPS Al $k B 1E <, nT 68 By 1k sk 5 08 T s 1 . BR A
20N h DPN By A J5T AT fig 5 0% IR ik A i i 2 v J]

&8 HPSX & #ERE I SCs 4l Bax.Bcl-2,.Caspase-3 & H &L
Table 8

2[1 Bcl-2 .Bax.Caspase-3 mMRNA &k f 1

it 2 4 B A 43RG 2T A IR A G, BILAAR I A8 )
0 45 453 40 P 2 200 L AF 56 8 T PR B R AR i A
M1 FRAE S AR SE 28 T Ul e 0 A B A A o A
A U A Bl 458 40 P 25 A B AH G OR T IR Y Rk L
A 28 4 M 1 A& 2 T RE , B I o 5 R 25 40 i fi
15, B 4% % DPN. i HPS“ %k 1E 7 B 75 F RE %
Ak F5 b 20 G A5 40 A B2 OF Al OE BT IE S
117 N
DPN A H 24 4 8 R 95 BF 53 110 R s R U A
SCs 1 h J BBl #4822 G0 19 = AR i B, 6 1k 405 i, W 5
Z BB MG, 1 S8, SCs Rk 4y il £ Fh i 4
TR, B 1P 28 o0 M AR BE T, A2 il 2 i B A
FLWR , SCs X R AT s A4 F IR SR B 6 2
SEAE R AR 55 51 R 4 SR Bl b2 g 47 ke ) o R
BEAVEH . B, SCs 7 Jil [ B 28055 28 & 9 MLl v

2 (Xxs,n=3)

Effect of HPS on expression of Bax,Bcl-2,Caspase-3 proteins in high glucose cultured SCs (X+s,n=3)

215 #e ¥ Immol - L™ Bax/B-actin Bcl-2/B-actin Caspase-3/B-actin

151 0.31£0.01 1.03+0.04 0.08+0.01

i bl 50 0.58+0.02" 0.27+0.02Y 0.18+0.03"
HPS+5 4 60%+50 0.50+0.01? 0.42+0.02? 0.12+0.00%’
a-LA+ES 0.192+50 0.47+0.03% 0.41%0.05% 0.12+0.00%
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YR PR TR X T AR RN L A A
A 9 g s AL 280G R L Y e R ORI Y L R R A
JiL R P P BT T b AN AT D ) — Rl 20, Horp Bel-2
ZK % Fil Caspase K5 A& 2 55 4 L 98 T~ 8 45 1) 2 22 3%
. Bax % Bcl-2 [7] & Bel-2 K% , il & 1% % T Bel-2
1 Bax P F 2 1 F 40 I P %) 3R 58 B AE N AR T
Bax it Rk B, Bl jH T AR 2 5 AL T, Y
Bel-2 @ R MW FE 2R CAEHNSE5MA
T2 Bel-2 8 15 % Gl o 412 BE LR AR A1 B T B
PE(MOMP) il I ] 42 L R0 AR 14 4 12 3% 42, MOMP
it A1 9 T PR 7 DA Ok A R Tk B M T 2D O
Caspase & [ fiff 9% Bk /2 v %', Caspase-3 J& 4L T2 2K
F1 AT B L 1 Sl Caspase 2815 H 22 Bl I T 34 428 19 Bk
G R, S5 MU T kR o e R A
Caspase-3 4 1% {1k f1 LA 4t if €2 2 C(Cyt C) Y BEJIL, 1M
Bax 1 Bel-2 1] £2 it £ b 1A i 72 7% 5 Cyt C 569 Joi ¢
B HABELE A TR A5 T RO AE R 455 4 el
PR, W I 380 Caspase-3 % i 41 JfL P 25 11, {6 4 Jifd
RAEARNTHAET ™ 154K )5 (1) Caspase-3 fiff fiff Y1) #
DINA 6 1% 25 11 I3 e 0 SRR W R A% M 22 IR Tl
(PARP) %, Wi 5 1 DNA & il i st At s & 27
Bcl-2 X Ji% Fl Caspase 2 1 76 41 A I T & 428 1) 455 k2
#HEAEH] .

A S BE R, m RS IR T SCsIE WA
Bax.Caspase-3 & [1 3R 5 Ft i, Bel-2 5 1 R A RE K .
M i HPS F #ili6 )7 J& , SCs N Bax ., Caspase-3 & [
Pk U] AR, Bel-2 2 1 R IA B B Tt e, R T
FBE IR BT R OB EE X SCs I TS AR ik I AR 22
T DPN (1 & Fe i 48 /8 HPS® #h Sk 1E "1 I ity
2R LU A o R 24 7 iR DPN 4 R 27 ik 4l K iR
7T FEB .
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