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[#E] BH - %95 2 Ik PDSORBS2 % it %8/% %, (hypoxia/heoxygenation, H/R) 75 i HOC2 #H L if T~ 400 il V6 1 LA Be VML o
FoiE - FERTHAR T AE R, B S % ok B0 LA M R % BE T L R ORT R Ik PDSORBS2  (LPASLNS) o R A1 T B 7l 4 8 (cell
counting kit-8, CCK-8) 6l 4 i Ay TGE 1, AL e 5 1 e BE 1) 2 JIR 1 H/R b B 4538 FRF 1) o B ATLA 40 M0 23 B AE 6 X B2 (NC 4D
NC+PDSORBS2 4, H/R {71 H/R+PDSORBS2 4, fd %'t . (e 4% A M A A iy A8 A, 00 P 0 e A0 T A 43 A 08 2 g R
A6 A 4, ol R TR G 40 i P9 9 4 (reactive oxygen species, ROS) B f i, il & (RSN (Western blotting, WB)
i ARAG I HOC2 411l 40 i 98 T AH 2 26 11 2R ADP BB SR A5 (poly ADP-ribose polymerase, PARP) . cleaved-caspase3. Btk 41 e
2% H (B-cell lymphoma-2, Bel-2) . BCL2-associated X (Bax) & [ DL Kl AME 55 94 75 8%  (extracellular signal-regulated kinase,
ERK) . & [I¥MFB (protein kinase B, AKT) . A& (151 % 2 (cyclin-dependent kinases 2, CDK2) . p27°"' & [ Y F ik 7K
o ZERR - G NCHIAALL, B4 6 h-S2 42 h i AL W 5 f HOC2 40 J & P R %, 1fi 50 pmol/L ) PDSORBS2 8.3 # Il T H/R ¥5 511
HOC2 4fi il i (P=0.004). 5 H/R 44, PDSORBS2 i Tk 1 H/R 15 5 i HOC2 4 IR i A58 £k, H/R 55 B9 HOC2 4l i
MR- (P=0.000), 4L JE BB 85 (P=0.000) , ZIAE AN ROS MY & HEFIE (P=0.005); {218 1 PARP, Bax, cleaved-
caspase3 Fl p27°" 2 [ A9 F K K- T8, i Bel-2. B B2 Ak 40 M5 5 96 Y B4 BE  (phospho-extracellular regulated protein kinases,
P-ERK) . R fb % (i B (phospho-protein kinase B, P-AKT). CDK2 %% (1 KA /K1 & . 4518 - Z#K PDSORBS2 nJ g i
ERK/AKT/CDK2/p27""" ({5 53 FEA il H/R 1753 () HOC2 ZH ML i P8 1~
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Effect of PDSORBS2 peptide on H9C2 cell apoptosis induced by hypoxia and reoxygenation

CHEN Lu-lu, XU Xun-long, CHEN Wan-lan, QIU Zhao-hui
Department of Cardiology, Tongren Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200336, China

[Abstract] Objective:To explore the inhibitory effect and its mechanism of the PDSORBS2 peptide on H9C2 cell apoptosis induced by hypoxia and
reoxygenation (H/R). Methods-In the previous work of this study, a new peptide PDSORBS2 (LPASLNS) was discovered from rat cardiomyocytes after
ischemia. Cell counting kit-8 (CCK-8) was used to detect cell viability to select the appropriate concentration of PDSORBS2 peptide and the appropriate
time for H/R treatment. The cells were randomly divided into normal control group (NC group), NC+PDSORBS?2 group, H/R group and H/R+PDSORBS2
group. A fluorescence microscope was used to observe the changes in the nucleus morphology. The degree of apoptosis and cell cycle was analyzed by
flow cytometry. A kit was used to detect the content of reactive oxygen species (ROS) in cells. The expression levels of apoptosis-related proteins
including poly ADP-ribose polymerase (PARP), cleaved-caspase3, B-cell lymphoma-2 (Bcl-2), and BCL2-associated X (Bax), extracellular regulated
protein kinases (ERK), protein kinase B (AKT), cyclin-dependent kinases 2 (CDK?2), and p27*"" protein were analyzed by Western blotting in HOC2 cells.
Results-Compared with the NC group, 6 h of hypoxia and 2 h of reoxygenation significantly decreased the viability of HO9C2 cells, while 50 umol/L
PDSORBS?2 significantly increased the viability of H9C2 cells induced by H/R (P=0.004). Compared with the H/R group, the pretreatment of PDSORBS2
improved the morphology of HOC2 nuclei induced by H/R and reduced the apoptotic rate of HIC2 cells (P=0.000), cell cycle arrest (P=0.000), and
intracellular ROS content (P=0.005). The expression levels of pro-apoptotic proteins (PARP, Bax and cleaved-caspase3) and p27**' protein were down-
regulated, and the expression levels of Bcl-2, phospho-extracellular regulated protein kinases (P-ERK), phospho-protein kinase B (P-AKT), CDK2 etc.
increased. Conclusion:The PDSORBS2 may inhibit H/R-induced apoptosis of H9C2 cells through the ERK/AKT/CDK2/p27%"" signaling pathway.
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20174F, CVD FE(AERZ 1 780 7 ASET- 2, i JLvhp
AL T A B 437.8 7 B, 25 it CVD BUE A%
0 1/4, BEFE CVD 1B 6 AR SR T i 5 F R #k
fik o TR g Bk ke AR B Ak 51 Ak 1 SR Bl ke A8 S B0 LA
A S THD B2 R ), Hrpub JUBESE. (myocardial
infarction, MI) 45 eIk 3 ok BHL 28 75 2 1) 56 bR 3 ok afi o
o T DA T 38000 LB L PESRBE 1, R A O LA
%€ (acute myocardial infarction, AMI), IIfi/& IR FIF
WA s O Rk B RO SE .o WL, e
£ 45 4 2 R B Bk A AR JT (percutaneous coronary
intervention, PCI) FIERsh k5% #FAH (coronary artery
bypass grafting, CABG) © 7EIf /K 145 2] T 771z i hif
A ARG R R, BN AFARKE 70
WLk, AR TR E AR, DR i
WA R, WSRO MR L, RO
WL P 4 M, W BR R B PR O 3 (ischemic
reperfusion, I/R) #i44i *, #FONMMMAT:, FEh
Ak KU WIVIREIR T 2800 3 3 08 KO O R 4 10

OHE VR B0 0 A HL A48 2R il #, 24
HH AL R . RIE ST . ok T g pe i & 0 E /R
W5 R D REhRESZ AR B R Y, A A SR
F14) A A 7 TR 5 JUL A L ) S R T — L LR A kR
O WLUR 055 0 SRR W FE O EFRREE L R,
TR MR, R A SRS TR B Sk A 4
B0 LA ML 2R R i PE 4L (reactive oxygen species,
ROS) SHEFE: MR 1. SR, 1 ROS AL 2 i
RAANB, ESBIREA R, J5BT. DNA YR
+, MESECO MM R T, IRt g ] O e
REREAT U M F VRS 2 i BEMLE] . H e X IR
PO ORISR A T A B, A R L SR AR
AR T ITBE

ZRRAER N R —REEWAEY ST, HAZHME,
I HZ IO BAEEEN AUE 501, RRBE G
(0 20 i 220 A7 R 1 L Ak, 2 KR B A AR A T T R
ANC AEPE TR . AN BN /D R R Ak R A R AT
IEREE 1T RS 2 B 22 KR 2 A A LS R A Lk
HEUEE PRI R ThAE : ORIk LL-37 REGSH 1
MR, JF FLREMSIE R M A A< ' . @Humanin Bk fE
R0 WL A G 57 AL R0 S B 5 . eAh, A
BB, f 0 BE 43 i B B AN IR K (B-type natriuretic
peptide, BNP) I AFUEHIRAK (A-type natriuretic peptide,
ANP) #fEA O ECR IR, 3xX S RTEC LB I 1Y 5 38
R, FEXF O LB i P 7 7= 2 AR E D 2 FRATTHE R
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W AR, BRI 9 K RO LR B A B T 37 45k
ik FIEMEK P oo 14 BRI T S LPASLNS, X 4%
Bk EEAEEUR 1.41, PIE}0.001, ZREASH¥E L,
i T TR % 4 9 SORBS2, 3841145 itk Bk w44
PDSORBS2. K t, AT AL T, w0 LAH
JitL 53 W 1) 22 ik PDSORBS2 W] fig XU Il A7 7E — 2 f PR 3
YEF, AT Z IR F BEAR S UR S5 R 7 (058 7 1] o

1 HHESHE

L1 BRI

TWEE G . MM I . AL 424 (Thermo
Fisher Scientific, £[E), & BH%E (Leica, f8HE), i
A4 (BD, 3R, 2iK{ (Merk Millipore, [H),
TP AR RS 268 (Bio-Rad, FEHE), GRAKFE
OHL (HITACHI, HAS), Ak Aotaet k& s b
4. (Kug, HED, BOCLRMEDME (Zeiss, FEE),
Gemini XPS 2RI RY (Molecular Devices, J5[H ),

1.2 B SR

TRV O W SFC T8 B4 HHOC2 291 it ) - 56 el 5 =X o o
% W 0> (American Type Culture Collection, ATCC); &
T2 ML 15 57 DMEM L 1% (14 55 32 /75 55 22 Fll 10% i 4
IM7E (fetal bovine serum, FBS) 34T 3 [E Gibco 2> 7l ;
ROS #i 1 7) & Fl Hoechst 33342 Je (5157 (B K,
) 40T %057 & 8 (cell counting kit-8, CCK-8)
(Dojindo, HZ); AAEYE T 5 40 f SAG I 0 & (%
D5, HED; IZAE (Solarbio, HE); Hm K
ZJ#i (polyvinylidene fluoride, PVDF) & (Millipore, 3
E ) RN M B M BB HB Ik (polyacrylamide gel
electrophoresis, PAGE) B He il 870 & CHEfiF,
E); B-Wsh®EE (B-actin) . 20 il 45 S V8 47 i B
(extracellular regulated protein kinases, ERK) . 2 1k 41
i M A% 5 P8 97 34 B (phospho-extracellular regulated
protein kinases, P-ERK) . iR fb 2 (1% B (phospho-
protein kinase B, P-AKT) M & [F#/# B (protein kinase
B, AKT) “—dl A LEK CSTAF; Frf i —Hil
F Biosharp A W) 5 A (9 AR B 1 BR IR AE P B0 R A R
A (ChED AR, IRIAEEE ST 95%.

1.3 L3Ik
1.3.1 g FE o R B0 IE R VR (1Y) HOC2 41 i $ Fh

TE10 cm (RS FRILF, 7ESA 10%EBS F1 1% 75 55 2 /4 5
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F 554 DMEM B E o Jf4E 37 °CHI 5% — S Akt i) 5%
PET SR, R d B 1 UOR Y B R 5 . HOC2 4 AR
P S 56 75 LG B AL 4> B IE B X BR AL (NC41) . NC+
PDSORBS2 4 ({X 4% 2 Z ik PDSORBS2 Zb #) . H/R 41
(Y #% % H/R 4t 3 ) F1 PDSORBS2+H/R 4 ( £ Jik
PDSORBS2 i b 3 Ji5 P4 3Z H/R Zb 3 ) .
1.3.2 i HtE/=L A (hypoxia/reoxygenation, H/R)
Pk ST IR RS IRANM, M Ak K B 60%~70%
0 B, AR G 0 TR IC LT R AR, PR B R L
WA =SEEFRH (94%N,, 5%CO,. 1%0,) 1, BH 6h
Je A AN LI, B R i o 4 8 3R BE IS R ROA I A
(95% %5 L +5%CO, IR A MAR) 42 he MRIGA LG 1
{8, BRI VEL R 50% A 4 FR A A] £ A Ji5 S AL A
fab BT
1.3.3 ZHKMENFE FH/RAFEZF, #7730 min
Jr 9% A 10, 20, 50, 100 pmol/L ¥ JEF I £ ik
PDSORBS2 4b B HOC2 4 fit . LA NC 2 AR IR, SR 5 AR 4fs
MG SIME, ek 2 ik PDSORBS2 14 2k 5 de i 35 11
TRV B A T S 250 0
1.3.4  HOC2 41y ME AR I R A CCK-8 Kl HOC2 4
JHL A 3 P o Ak S O IR ES R G B4 4 4 B AL
1 000 /™41t 4 25 2 e i F 96 FLAR T, WFF 24 h, HZ K
PDSORBS2 i &b # 30 min J&7, FiL40 Md$2% 52 H/R 4b # .
SRIGAERRL A 10 uL CCK8tH], #OE T EF 3 h, R
I8 Tt b A0 4t 450 nm R WO EEE IR I A X
T MR WS ) s AEIES = [D(450nm)fH ., -
D (450 nm ) {8, .1/ [ D (450 nm ) {E yp — D (450 nm ) HL. .. ]
x100%.,
1.3.5  ZHALPY ROS & it (RGN e HE 45 20 2SR Ab 34 41 g
Ja, BBRAUMIBEFRIL, PBSYEMR 2, MA2,7 -
AN E (2',7 -dichlorodihydrofluorescein, DCFH) ¥t
4,30 min, PBS VRSB OO GEERR R 480 nm UL
TR CHREE, IR AL AN N O
1.3.6 Hoechst 33342 Y¢{f, I rEHI5E R 4N, FH PBS
UE ¥ 5 A Hoechst 33342 44 (6 TR, iR B LEH
5 min Ji5 PBS YR 3K, 206 Wi TR .
1.8.7 20 B U8 T A0 Al R AR S TR 2K
PDSORBS2 %} H/R i 5 ) HOC2 41l Jifg i T~ 742 &£ 1 240 Jitd J7)
IR Rz, ) 3 2 40 AR X 20 At A O TR R 4
HABEAT RN o Ak T XM FLAR A B4 1 48 e 4 R LA 5
10°AN/IIL 4 28 BE R Ah 7 B 4% 6 e YR FR P, 5 24 h
Je AN B TR 5 70% , 42 B A3 4 10 B2 R 43 S A B A0 A
W 40 MR AE 1.5 mL B B0 A T, Al R TR
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TR, CRUER S T Al i ECE R T 100, RER AN 1T
W, A 195 pL &% 8 52 56 AR 92 9 Annexin V2K [
(Annexin V-fluorescein isothiocyanate, Annexin V-FITC)
SEWrREEMME, R4 A S pL Annexin V-
FITC #1110 wL 4k 75 5  (propidium iodide, PI) ¥t (%
W, EOG YL €8 20 min. AR U =X A R ASCRS I O 43 A 40
JiL PR T

P MR AE 1.5 mL (B 045 T, FH A 1Y PBS Tk
VAN, FH A0 e A A T, PRE R R A
JBCER>104 . LRI EFw, I 70% 2% 2 i
2 ho R ) PBS Mt s 2 30 CBES . FH 20 390
Yo, T A 15 O 20 M 2% 62 30 min. A O 40 A SRS )
N ORISR0 T e R 5 B R D RS S |
FlowlJo #4434 i A7 i 40 M
1.3.8 4NN E B B R IAKF R ik — SRR
JIK PDSORBS2 % H/R 5 5 14 K Bl Lo JIL 4 8 3 T 1) 52 0
K FHEE A BEED I (Western blotting, WB) 5 AR A
i rp i B R IR KO, HBRAS A EOR A R LS ,
AT B A EE LS LB LB BEA
0.1%PMSF 1) RIPA 75 il 1| 40 B 190 3E A 150045 v L) 4 B4
MR T, He R4 LI ERBI A SxSDS _RESE phifk
J& B TRk H A4 10 min.

B IR BRI VR AL B 500 HL EAETE 10% 119 PAGE
BERCTh TR, IR K, K PVDF R Y R
6 1 min 5 TR . A 45 S 1% PVDF RS T 5% 1
RS Ahh HR R & 1 h, —HiE, 4°Cidk. H
[l —40, TBSTUEME3 K, A 10 min, —H0% ik T
H 1h, TBSTYERE3 YK, K10 min, PERESSHS HIfL%
RICHCEE o RGE AT FARAF IERG, JFE 4
AR BEARL A A AR A RB 7K

14 HilFiiik

it A 12 B 48 GraphPad Prism 8.0 4543 #r ,
Phocts TR 2 4110 FLEAEFH A58, 2220 1) b AR 2 )
Jr 2. AR E A 3L I, P<0.05 KR ER
HAG L

2 B#R

2.1 %k PDSORBS2 * H/R i 3 (1§ HOC2 2i i 1% Pk (%
%)
FIH CCK-8 F I 4 A i 3 M o 25 R /R . B H/R
b BRI [R] ARG 0, HOC2 A G M B i R %, H/RZLFE 6 h

Vol.41 No.11 Nov. 2021



HEE,F 4 Jik PDSORBS2 %l 48/5 476 S g HOC2 A T-ro iz | 1449

() HOC2 4l At 1if 1 T B 28 25 (X BRAL 11 50% 247 (P= (P>0.05) (I 1B), VLHIZ IRy &0k 2 10 pmol/L,
0.000), AL+ H/R 4031 6 h3k 2 7 40 a4 5 iy ([ M 280 3 o5 W 35 0 A IRV BE O 50 pmol/L. Fifi J5 39 iF
1A); HOC2 4l i 176 4 5 22 IR B9 BE 7E 50 pmol/L {14 PDSORBS2-+H/R 44 41l i 7% Pk #2 #2 % T H/R 20 /) H9C2 4
SIEAX (P=0.000), H. 50 umol/L ¥ ¥ 5 100 umol/L ¥ JLiEPE (P=0.004) (EI1C), #F—2 0] 50 pmol/L ¥k &
J& 9 Z Ik PDSORBS2 1 19 114 40 M 1% 4 1 25 5 IF AN 1ol 3 A PDSORBS2 HENEHE il H/R 75 5 A9 HOC2 41l i 7 :

A B C
1.5+ 1.5~
L5 5
- ® T
> 1.0 - > 1.0F
g 10} = = ®
Z S =
] > >
[ = =
3 S 0.5 + S o5t
7 | H H
0 0
0 5 5 ) 3 5 HR - + + + + + HR - - + +
PDSORBS2/(umol-L™") - 10 20 30 50 100 PDSORBS2/(umol-L™") — 50 - 50

Hypoxia/h
Note: A—C. The cell viability was detected by CCK-8 in HIC2 cells. “P=0.000, *P=0.004.
El1 %Ak PDSORBS2 3t H/R i SR 40 AEE 1 I 00
Fig 1 Effect of PDSORBS2 peptide on cell viability induced by H/R
2.2 %Ik PDSORBS2 4 H/R if5 3 i1 HOC2 &Il L 54 Ak 1% 3% JATT (B 2A) () B 5k A (SO0 28 it P ROS 5 it (1 43
453 17 55 ) M ZE R Box (K 2B), £k PDSORBS2 1 T Fil W i 4 A%
P MRS R R . NC 4, NC+PDSORBS2 T H/RES A HIC2 4 N ROS 1y & (P=0.005), k&
ZH A1 H/R+PDSORBS2 £H ) HOC2 41 ifl, 4o 4% xR 2E UL £ ik PDSORBS2 fiE I8 4% H/R 75 - A9 HOC2 4Nl iy
LY 5040 A6, T H/R 41+ HOC2 41 A% B 56 45 /1N ENE=RAAR EL i
Yufo S EEAR R URDIR A, BT H/R A S HOC2 41l & 4

A B
NC+PDSORBS2
6. 0
s
oy
)
g
S 4l
50 um 50 pm <
el £
- & 3 ©
H/R+PDSORBS2 P —
n
=
~
0
NC NC+ H/R H/R+
PDSORBS2 PDSORBS2

50 um 50 um

Note: A. The viability of HOC2 cells was detected by Hoechst 33342 staining. B. ROS content in HOC2 cells. The data were analyzed by using one-way ANOVA. “P=0.005.

E2 %Ak PDSORBS2 *f H/R % S/ HOC2 4A A S 4L K2 B H9 % 1

Fig 2 Effect of PDSORBS?2 peptide on H/R-induced oxidative stress in H9C2 cells

2.3 % )ik PDSORBS2 *f H/R i 1 HOC2 & JitL % 1~ Fn 2 PDSORBS2 1 14k T G1 1A it 24t it %5 2 1 &l A% T H/R 4 v
JHEL 10 100 B8 £ 5% AT G A M s, AL T S 100 40 i gl B s T
I 2 200 B AR 43 A 4 L) O T 0 4 R 0 4 HR 41 (P=0.000) (& 3B, D). X245 4R £k

JHTR I ZE B PR . 5 H/RZAHLL, PDSORBS2+H/R 4 PDSORBS2 iy 1 A] LA B Ik H/R 755 14 HOC2 4H g i) 9 1~

FINC+PDSORBS 41 1) 4 it 07 T2 i f E F&AIX (P=0.000) 8 O EL AT DL o) H/R 375 S 000 200 it ) S0 BEL o, 0 4 i

(K 3A. C); 200 J3 W/ 20 B 45 R B Jx . HR+ 5 ASHIL
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A A B
NC+PDSORBS2
7 TE
106- 106 Ql Q2
10°F2. 10°F2.10 7,70
10°} 10°F a
104 10* = 50 - @
10° w0ty g —
g [ 8930 3 0.87 a5
10%F 107+ - r
=~
10'f 10'F e
I R Y B S 30} o
< 0 10'10°10°10*10°10°10” 0 10'10*10°10*10°10°107 §
) H/R H/R+PDSORBS2 g 20t
1071 < —_
10 10k
10°T
10* 0
10°F NC NC+ H/R H/R+
12h PDSORBS2 PDSORBS2
10'f
0 10'10210°10*10°10°107 0 10'10%10°10*10° 10°10’
FITC-A
A C D
NC NC+PDSORBS2
500
4740 400
400r gl G1:47.4%
S0l Go: 19.4% 300} S:31.7%
S G2:19.7% 150 -
200 LGz
200+ s
100 100 S OaGt o
§ L(x10%) (x10%) E 100
§ 020 40 60 80 100 020 40 60 80 100 3
D
o0
H/R H/R+PDSORBS2 2 ol
400F g
800} &
Gl1: 62.7% 300k Gl1:49.5%
600l S: 8.5% S:26.7% 0
. . 0,

G2:29.0% ool G2:22.7% NC  NC+ /R H/R:
400+ PDSORBS2 PDSORBS2
200f 100r

(x10%) L(x10%)
0 50 100 150 020 40 60 80 100 -
PE-A

Note: A. The apoptosis of the HOC2 cells was analyzed by using flow cytometer. B. The apoptosis rate of the HOC2 cells. C. The cell cycle was analyzed by using flow

cytometer. D. Proportion of cells distributed in the G1 and S phases. TP=0.000.
3 %Ak PDSORBS2 X} H/R 59 HOC2 41 AL 18 T F0 20 A ) 4 BELith 69 22 M

Fig 3 Effect of PDSORBS2 peptide on H/R-induced apoptosis and cell cycle arrest in H9C2 cells

2.4 %Ik PDSORBS2 Af H/R i 3 i) HOC2 &1 L I8 1~ fi1 5

AR E3LY, SR (A ]

WB Kl 45 S @ x (Kl 4) . 78 NC+PDSORBS2 41
L4l i gy R 98 10 & 11 (PARP. Bax Al cleaved-
caspase3) YR ILE W] WALT H/R AL, 1 Bel-2 (%5 &
HP B &ETHRA (¥ P<0.05), ZEHRER: 5HR
LA, Z Ik PDSORBS2 ¥ T #il GE % T 8 4 1 1~ 2 11
(PARP, Bax /I cleaved-caspase3) By & iA/KF¥E, i
Bel-2 3B K-
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2.5 %Ik PDSORBS2 *f H/R i (¥ HOC2 4l ifs P ERK/

AKT/CDK2/p27%" & F1 K °F- Ity 5% Wi

WB % /5 . H/R+PDSORBS2 4 1Y) P-AKT Fl
P-ERK /) ik i ik i T HR 4 (& 5A~C) (¥ P<
0.05), XULW 5 HRAIM I, £ ik PDSORBS2 iy 1 Hil
RE % il P-AKT FI P-ERK 1) R Ik 7K V-3 5 . Ik 4k, 78 H/
R+PDSORBS2 4, CDK2 Wik W& T H/R AL, 1
p27™ B KA EHY BALT HR 4 (& SD~F) (¥
P<0.05) .
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A B
20 ® 4
PARP - g
= = T g
& st 8 3
E g
Cleaved- R < o
caspase3 A D
2 L0k g 2
] 2 g
\ 3 B
Bax * o ]
S 05} o
E 3
= o
Bel2 - Y B s B 0
NC NC+ HR  HR+
PDSORBS2 PDSORBS2
Actin
-— e = e D
4 ® E
HR - - + +
PDSORBS2/(umol-L™") - 50 - 350 "
8 £ 2
= =
g 27 5
3 5
| 2 1
1 ’__‘ ’__L‘
0 0
NC NC+ HR  HR+
PDSORBS2 PDSORBS2

Z Ik PDSORBS2 Xif il 5/ & 1755 (1 HOC2 41 A 1~ (19 52 i

| 1451

H/R
PDSORBS2

H/R+
PDSORBS2

E

@
@

NC

NC+
PDSORBS2

H/R

H/R+
PDSORBS2

Note: A. WB analysis of the PARP, cleaved-caspase3, Bcl-2 and Bax. B. The ratio of cleaved-PARP and PARP. C. The expression of cleaved-caspase3. D The expression of

Bcl-2. E The expression of Bax. “P=0.017, ®P=0.003, ®P=0.000, *P=0.005.
4 WBH&INHIC2 EIEHIET X EBMRIE
Fig4 Detection of the expression of apoptosis-related proteins in HOC2 cells by WB

A B C
P-AKT | S— . 08 15 - 2
0) T
AKT | o s— s— s— ; 06 é
< 10} —— -
=
5 — T %
- — e — i 04 - ‘i
P-ERK | o S sw | o =
2 g 03¢
= 02 f G T
— — — — = >
ERK | o s— a— —
0 0
NC NC+  H/R  HR+ NC NC+ HR  HR+
Actin | W — — — PDSORBS2 PDSORBS2 PDSORBS2 PDSORBS2
HR - - + +
PDSORBS2/(umol-L™") - it -+
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