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# E HE SRR Esd AL A (HO.) #5698 WU I BAL B8 AR A5 69 %37 VE A DA BT B4 T 48 itz B T c4 (NFATe4) &
EeGHee . JTE RSPEIRCILHIC2 i, A = G 48 H.O 4842 = R 350,100,150 wmol/L 28, = R 34 m fe 2 2 R BLR JE = R
FAHERA 120 )5, B 5 HO. 40— F £ H0.(200 wmol/L) i ik 12 h, # ) & 28 40 Jg 69 48 3¢ 47 | 20 0o £ i A8 B AL 4 AL B
(SOD) .iT &AL &85 (CAT) . 8 =85 (MDA ) /K-, 2 it b 7% M 8 (ROS) K F |, w4 B fm i o 8 T 48 3% % & [B 8 bk 258 2(Bel-2) .
Bel-2 48 % X %& & (Bax) . 3] b7 69 Bk X % & B 3 (cleaved caspase-3)]. 4% % & NFATc4 %9 & iAW 0L, 45 % NFATc4 F#H 57, HF K
NFATc4 3¢ H.O. 3 F- 69 5 L2 I B RS Is i fe A T X RO Ra, SR 55 94K HO.A a4t 47 % ,SOD .,
CAT 7K-F,Bcl-2 #9485 & ik &3 B F 44K ; MDA .ROS 7/K-F , Bax .cleaved caspase-3 #n4% % & NFATc4 #9485 & i 539 B &7 &5 (P<
0.053% P<<0.01), %5 H.0.2B5b4%, 3R 100,150 wmol/L 28 21 itLeY b i F5 473513 vA B %1% 45 (P<<0.05), 454 NFATcd F#H/551)5,
4% & NFATc4 9 & ik 2 2% F 8, MDA .ROS 7K -F#= Bax .cleaved caspase-3 % & %9 % ik 3% 22 H.0.20 % % 54K/ T 8, SOD .CAT /KT Fo
Bel-2 % & #9438 ¥ HO.40 2 %703/ LA (P<0.05) . Z5i8 =R AE4% 42 HO. #5549 HIc2 28 R AAL B3, i,V 4a JL 8 ==, 37 k)
NFATc4 & & AAZ, 3T 25 i L dm B354 s A NFATc4 & & 6942 MR- 15 8 22 HoO.35 549 AL B8 4 IR T %

KR TRIF;HOIc24mh; B AL AT FLT ez B F cd

Protective effects of mangiferin against myocardial cell damage and its effects on the expression of NFATc4
WEI Qigiu, GAO Si, FENG Yiping, PEI Shicheng, LIU Xueping (Dept. of Pharmacy, School of Medicine,
Guangxi University of Science and Technology, Guangxi Liuzhou 545005, China)

ABSTRACT OBJECTIVE To study the protective effects of mangiferin against oxidative stress injury of myocardial cells
induced by hydrogen peroxide (H.O.), and its effects on the expression of nuclear factor of activated T cell cytoplasmic 4 (NFATc4).
METHODS H9c2 myocardial cells were cultured in vitro and divided into blank group, H:O.group, and 50, 100, 150 pwmol/L
mangiferin groups. Mangiferin groups were treated with different concentrations of mangiferin for 12 h, and then were subjected to
H:0: (200 pmol/L) stimulation for 12 hours together with the H.O. group; relative survival rate was detected in each group, and
the levels of superoxide dismutase (SOD), catalase (CAT) and malondialdehyde (MDA) in cell supernatant and reactive oxygen
species (ROS) in H9¢c2 cells were measured. Meanwhile, the expressions of apoptosis-related proteins [B cell lymphoma 2 (Bcl-
2), Bcl-2 associated X protein (Bax), cleaved caspase-3] and nuclear protein NFATc4 were determined. Furthermore, the NFATc4
interference sequence was transfected, and the effects of NFATc4 on oxidant stress indexes and apoptosis-related proteins in H.O:-
induced myocardial cells were investigated. RESULTS Compared with blank group, relative cell viability, the levels of SOD and
CAT, relative expression of Bcl-2 were decreased significantly, while the levels of MDA and ROS, relative expressions of Bax,
cleaved caspase-3 and nuclear protein NFATc4 were increased significantly (P<<0.05 or P<<0.01). Compared with the H.O:group,
the above indexes of 100 and 150 wmol/L mangiferin groups were reversed significantly (P<<0.05). After the transfection of the
NFATc4 interference sequence, the expression of nuclear protein NFATc4 was down-regulated significantly; the levels of MDA and
SOD, the protein expressions of Bax and cleaved caspase-3 were all decreased/down-regulated significantly, while the levels of
SOD and CAT, and the protein expression of Bcl-2 were all increased/up-regulated significantly, compared with H.O. group (P<<
0.05). CONCLUSIONS Mangiferin can relieve H:O:-induced oxidative stress of H9¢2 cells, reduce the apoptosis and inhibit the
nuclear translocation of NFATc4, thereby alleviating myocardial cell damage; reducing the nuclear level of NFATc4 protein is
related to reducing H:O.-induced oxidative stress and cell apoptosis.
KEYWORDS mangiferin; H9c2 cells; oxidative stress;
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TR SR ) SR sl AR A A i KT AR AR
L HASRR S A R UG % U0AOCY, SR s i
KM TR i A A HERR AT A M
S ZFh I Re ZE L , A o JUUEE ) R R O I AT R 1)
& IF | Kt 1t ABGERIR S WIAE DU I 2540
BRI RGP BT R E R, SR T AR O U AR OC
P TP W A T A A 5 IR, 7 COMEAE R AL A 2%
IRITITIENE T, $8 R AR I R R e vh
HIFEFIDLE] SRR RIR ) S A 52 25 5 T
TR BRI RS A5, AP R 4R
MiAs, BA BEPUa e SiREH, B EA R0
2 PETTBE )2 T 05 R W2 R S I R G AR
W5 TE 2 R L R S A% S AR 2 AHOC
F 2 (nuclear factor-erythroid 2-related factor 2, Nrf2)/47t
F Ak i oo (antioxidant response element, ARE )3 % |
PR T A ARG 2% 3K S B AR o 28 22 i it PR3 B 1 451
N A RS AE TS AL T 40 A% T c4
(nuclear factor of activated T cells cytoplasmic 4, NFATc4 )
S PR AT O 1Y) B L SR IR, s Je ml 255 3
O AR R K (atrial natriuretic factor, ANF) B B R 40 K
(B-type natriuretic peptide, BNP) ) 3 2+ I+, AT i i#F
NERFEH 1Y ZRIB"Y R Z I 58 UE S , NFATe4 75175 5
AL BRI AR g T bl B BRI AR
ALK B HIe2 Ay XF 42, Dt Ak & (H.0.) h 757
ST, S o A I T A DG R 1 L3 PR 4R (reactive oxygen
species, ROS) FHT £ ALl 15 P 09 22 4k , FRT 15 S H %)
H.O. BUE AL B 52w, JF W1 b B 52 E 2 6 5
NFATc4 A7 5K, LA oAk 572 o4 R o S A L 9 ) 5 e
SRR , S DRI IR P2 B L A 2R g

1 ##
L1 FEMEH

A5 i FH 32 A AL 4G 3111 2 4 j 35 7= 4
Model-450 4 fiff 5 % , Multiskan MK3 £ iff b5 1% ( 5% [
Thermo Fisher Scientific 23 7] ) , Power/Pac300 # & [ fa
I VKA \ Trans-Blot SD %% 54 (3£ [E] Bio-Rad 22 H] ) ,
Image Quant 800 %Y ¥%E i HL Uk L5 73BT & 4t (3£ E Cytiva
AIDEN
1.2 FEHREIRXF

PR JFURIZE (4115 20220203 , 46 98% ) I [ 5 T
Y e 5 25 BHE A PR ] s DMEM 85 35 45 (45 8122609)
i A 3% [E Thermo Fisher Scientific 23 7] ; ff4F ML .CCK-
87 . Lipo8000 4 L1 3) \ROS K i3l &2 [ % 2, 7-—
AP E T WS (DCFH-DA) #8415 B 4 At ik ©2
J&4 2(B cell lymphoma 2, Bel-2) 2 58 FEHUAR A HAR 17 41
L (HRP) ARic 19 E 4T B 1gG —ht FE P % 1gG 4t

%S4t 5 4> B 4 C0232, C0041, C0533, S0033S .
AB112,A0192,A0239) ¥ {4 28 = KRAEDHARA R
) 5 # A AL ) I AL B (superoxide dismutase, SOD) | i1 48
LS (catalase, CAT) N % (malondialdehyde , MDA )
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K 77 & (454351 4 A001-1-2 . A007-1-1,A003-1-2)
o0 A R R R R Y TR A BT 5 SR Bel-2 A6 X 2R
F1 (Bcl-2 associated X protein, Bax) . B Y] %) Jjit K 25 1 il
3 (cleaved caspase-3) 2 i FEHTAA (4L -5 43 1] 2y 27728
9661S) ¥4 F FE[E CST 24 Al 5 FLUJE NFATc4 2 5 Bt i4
(#t5 sc-271597) I [ £ [E Santa Cruz A7) 5 RIS &
1 (tubulin ) B g FEPUIR SRR AZ £F )2 45 (1 B1 (lamin B1)
£ ElEHUAR (543 51 T6199 . SAB2101352) 1 [ 35
Sigma A H] .
1.3 ZmAatk

KL LA HOe2 20 ik A A i B2 B LA
HBE A L B I 0
2 Ak
2.1 ZHRELESE

HUHIC2 4l , &2 75 J5 55 97 T 1% 10% Ji 4 1l i /)
DMEM 5 553, 1 il & 2 80% 2o A HEATARAC s AL AR
J5 B 4R Mk 2 5 55 T 109% JIG2F 1135 A9 DMEM B 93 3
o RERLG 28 80% ZE AT B KR SRR R 2% R AR Il
5 ) DMEM 85573, gk 24557
2.2 A EERE

OB A: KA A 40 M, # 6 X 10°AS/FL R T 96 FL
Merf, BE Rt i o FRAN G BE J5 B FL 53R 28 14 HLO.
ZH F1HE B 4F 50,100, 150 wmol/L 4H (¥ Ji 2 2% A 56 5
MR RAC R A A TS B A Rk ) A 3R
flo HLPHEARRIEE R EFEM 12 05, 55 HO.
20— [F) 22 H.0.(200 wmol/L , ¥ J& 2 25 AH 5 SCRR" R A R
AL T TS B A5 R ) K 12 h S LA
CCK-8i#] 10 pL F1DMEM }5553£ 90 wL, 4k4:155% 1 h,
i AR AT 450 nm P ARG 45 FL 1) 6% (optical
density, OD)H., I3 I =554 21 240 B0 A A X A2 005 %
ARG % = SE G ZH 41 i OD /%5 141 ODAE X 100%
2.3 4HAE_EiE R SOD . CAT .MDA 7K F4&i)

OB A: KA A 40 M, $2 5 X 10° A FL R T 96 FL
M, %28 4 H0. 40 R SR 44 50,100, 150 wmol/L
BB AN E L. A A “2.2" R ik AabH
W AR £ LA M B35, T 4 °CF LA 3 000 r/min 5.0 10
min, f FH A ORI 4% 25 40 e 1 3 W SOD |, CAT .
MDA 7K. A e B A e B0 Bl B 5 U 7 -
2.4 ZHAEROS 7K &M

OB A KA i M, #2 5X 10°ANFL4ERD T 96 4L
M, %25 4 H.0. 4R S 4 50,100, 150 wmol/L
L BEHBEANE L. SN “2.2" R i ab B,
W £E 40 B, 7F 5 10 wmol/L DCFH-DA £ % ) 7t I %
DMEM 15 3% 3 dh i 75 20 min, JF 85 92 35 28 vl 3% Uk 3
AT AR T3 & I K 488 nm K HF K 525 nm R
R 45 FL 98 6 B, FH DL 267K ROS 7K (45 3R D23 1
ZMFRUEVE I —fb b3 ) .
2.5 YHREAT-#H%E B A% E H NFATc4 RiZ RN

O A K B 4, #2 1X 10 4S/ALEERD T 6 FLAR
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o, RS U CHLO. 4RI 2R 50,100,150 wmol/L 4,
R 3NRAL, SA AN 2.2” W N kb B, Ik
LRI, N RIPA 2%, SR LS A . T B vk B
J& A B X & H B M, I 7E 100 °CF & ¥ 5 min
AP ISR R B AR S A, 48T b A R -
SR TR T BTG JC FEL K 93 53 0 T B 3 PAT 5 RS, 43l
A Bel-2 ., Bax . cleaved caspase-3 . NFATc4 . tubulin , lamin
Bl 4 (FEBEREYI R 1:1 000), T4 °CF & 1% ; Ve
Je  IMAKER. —He (R R EYIN 1:5 000) , T FIFE
L h YIRS , DA ECL & G o 6 (i FHE e f ik A% 45
Mr &8 if% . K GraphPad Prism 5.0 #4115 Bel-2.,
Bax cleaved caspase-3 15 N2 tubulin DA M A% 25 11 NFATc4
52 lamin B1 WK BE(E FLE, AR LA A9
X Fek e (S5 LAZS A AUPREFE IS —fb b B o
2.6 NFATc4 Xf H9¢2 40 Bt S 4k Rz i3 K B - HE R 38 AR 0
ALl

AHWFSE 8 it T3t NFATc4 25 [ 9 2635 I 46 11 H9c2
1A H A R JRCFE B RO T AR 56 2 A AR AR DE Y
NFATc4 & (% LR TE bR A 520 . NFATe4 38751 t
VA B 2 AR A BR A R, L R 400
5'-GGAGUCUGAACUUAAUGAATT-3" .5'-UUCAUU-
AAGUUCAGACUCCTT-3" . HUxH &4 K109 4n i , 13
25 14 H.0.4H . siNFATc4 21 \H.O-+siNFATc4 4 , 54115
3N AL, S BREL L 6T 45, 4 Lipo8000 4% Yk
A 4 WL, T4 51 100 pmol H1JC IfiL I Jo 4t = 2 1Y
DMEM 5574 125 pLiR A, Il A % siNFATc4 4 \H.O.+
siNFATc4 2l AL, B FH & 2% B 2F 1007 ) DMEM K 5%
FAME 2 2 mL; HAHAIMATHFH, Ab B ] A
YN RS FE 36 h )5, H.O. 2 Al H.O.+siNFATc4 41 41 /ity
F H.0: (200 wmol/L) #1312 h, FfJ5 , W4E 25 (141 fl
SINFATc4 41 40 i , $& “2.5” 301 F J5 ¥k K I H A% 2 A
NFATc4 ZRIMEIL , TN JeiCR s W4 28 i i A
Y, S5 ) 4% “2.37 ~ “2.57 3 N J7 ¥ I SOD ., CAT,
MDA .ROS /KF-#1Bcl-2 .Bax .cleaved caspase-3 £ [ A5
ISHEDL, A T4 NFATcA 25 [ F20A%F EIRFRARIIRE
2.7 HFitFEFHE

K FH SPSS 17.0 S X Edlt A T g it oA o ik e
BELLx +5 R, ZULA BRI 7 2000, i — 20 W
SR LSD-e K. K /K i =0.05,
3 HER
3.1 TEREX HIc2 4BRaEXT 77 iE R IR NE

525 U2 O3, HoO 21 200 A AF DG A7 23R B 2 R
(P<<0.05) ; 5 H.O. A 4%, P25 1 100, 150 wmol/L ZH 4
JHL R AR R A R 34 2 T 1 (P<<0.05) o S5 ILER 1,
3.2 TEREX HIc2 4HAa S R EFEFR A R M

5235 A e, H.O. 41 40 L (%) SOD . CAT 7K~F- 34 1
£ FEAK, MDA, ROS 7K V-3 1 2 7t /& (P<0.01) . 5
H.O0. 2H H 48, 5 54 100, 150 wmol/L 2H 41 Jifg 4 SOD .
CAT /K F2 5 T , MDA \ROS /K -1 i FFEAK (P<
0.05). Z5RWFEK 1,
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F1 TREX HIc2 4 BHE X 7718 R AL N BIE IR

BB (x £ 5)
1l HWHEEE  SOD(n=4)/  CAT(n=4)/  MDA(n=4)/ RO8(=4)
(1=3)1% (Ulmg) (Umg) (nmol/mg)
A4 10000£0.03 30214133 3304£215 8514120 1.00%0.03
H.0,41 50028053 14073087 1210%138 24328439 4555040°
ERFOumolLA  S3ATELI3 17205102 15031192 20084215 4141022
ERFL00 pmolL 4L 79081103 20051114 2LI7H205 18544197 3034022
TR IS0 pmol/L A 94672087 2307£129° 25784301 1407£201°  197+0.17¢

a: 575 FIALIEE, P<0.053b: 525 FIALHAR, P<0.01;0: 5H,0.41
M, P<<0.05,
33 EREFXNHICHMABATHXEAMZER
NFATc4 3% R840

525 A I HO 2 4 Bel-2 (AR R R 35 i

2 FRAIL , Bax . cleaved caspase-3 F14% & F1 NFATc4 Y4
X FE ki B T (P<<0.05) . 5 HO.ZH i, 12501
1 100,150 wmol/L 414 H Bel-2 (1) AH X 2Rk i 44 b 3%
T . Bax . cleaved caspase-3 1% 45 4 NFATc4 f{) A X &
SRR AR (P<<0.05) . Z5R LK1 .3E2,

Bel-2

o -

28 kDa
20 kDa

cleaved caspase-3 17 kDa

g S 2o B T e P A e 2 Lo SR
et o - % LR .

tubulin 55 kDa

IS E:| HO.41 AR50 R 100 T 150

pmol/L4  pmol/L#Zl  pmol/L4H

A AT AR A

NFATc4

ZH4l HOMAL  #F50  #RF 100 #4150
pmol/LZl  pmol/LZl  pmol/L4

B. #4E 1 NFATc4
Bl #=REXNHICHAMATHAZEANZEAD
NFATc4 3R i 2 Mm A FE ik
K2 EREHEMNHRCHABRABATHXEANMZES
NFATc4 RIZHI M (x £ 5,n=3)

§ 140 kDa

66 kDa

i Bel-2tubulin ~ Bax/tubulin ~ cleaved caspase-3/tubulin ~ NFATc4/lamin B
A4 1.00+003 1.00+0,04 1.00£0.02 1.00+003
H0,4 0314005 2734018 2594019 2671017
TR0 pmolL4 0422011 2361032 22840.15 2414032
ERFI00pmol L4 07520040 1372013 184017 1552014
ERF IS0 pmol L4 0872009 LISH0.10° 137£0.12° 127£0.19°

a: 575 4L H#, P<<0.05;b: 5H,0,41 b4, P<0.05,
3.4 NFATc4 Xt H9c2 40 i S 4 R i B o = #E X 48 AR
A1)
3.4.1  4NAEA%EE 11 NFATcA Fik 1281k
THUA% 1 NFATe4 Y 3RIK )5 , A% xR Y
TR FETH(P<0.01), Z5RILE2,
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NFATc4 §| 140 kDa

g s AL S

SHA siNFATc4 2H
A. NFATcA i AR IA Y LK 5]

I AR DG ik i

S

24 siNFATcA 41
B. NFATc4 & IR TR &

(x+s,n=3)
a: 5 HA EP<0.01,

B2 FHiNFATc4 541 E B NFATc4 RiAKFIL

3.4.2  AMEAL N AR AR AR 1L

525 A AR, HLO. 41411 SOD . CAT /K V-3 ik 25
i, MDA \ROS 7K~ 34 8 2 Ft =5 (P<<0.05) , 1M siNFATc4
ZH AN A R HE AR 3 JC I B A8 Ak (P>0.05) ; 5 H.0.
21 AR, HoOo+siNFATc4 4141 ifl SOD  CAT /K F-34) &g 3 7
= , MDA, ROS 7K °F ¥ 1 3 B# % (P<<0.05) . 4%
L3,
£3 THIXE B NFATcA Rk x40 B S0 R E R0

2 (xts,n=3)

Eibl SOD/(Ufmg) CAT/(Umg) ~ MDA/(nmolimg) ROS

ZHA 28361117 35184237 9.16%1.17 1.00£0.03
H0.4 13241071 1329£1.16° 2451348 4541027
SINFATeA ] 27394103 33.26+2.89 2524219 1.00£0.06
H,0,+siNFATe4 44 2005+ 114 2597230 1663 111° 2034022

a: 555 HAL L, P<0.05;b: SHO.41 L4, P<<0.05,

3.4.3 ML T AHOCER RN ARk

575 FU LR, Ho O ZH 41 Bel-2 I AR X R ik 1 1
13 P, Bax  cleaved caspase-3 [t AH X & ik B 14 g &
FHim (P<<0.05) , siNFATc4 20 241 il (1 1 iR 45 45 1 91 TS W]
BAFE(P>0.05) ; 55 H.O.2H HLAE , H.O-+siNFATc4 ZH 411 i
Bel-2 (YA X 3R ik it 35 i 35 7+ 7 , Bax . cleaved caspase-3
Y RH X 2% 3k 8 0 2 IR (P<<0.05) o &5 SR UL A
3.3 4,

Bel-2

o | " D

28 kDa

17 kDa

cleaved caspase-3

EHAH H.0,2H SINFATc42H  H,0,+siNFATc4 41

B3 FTHZEFEANFATA KL AMABATHXELDER
1A SN A Rk
R4 TFHZEENFATA RIETHABATHEZEL R

ERIRME (x£s,n=3)

55 kDa

A5 Bel-2/tubulin Bax/tubulin cleaved caspase-3/tubulin
GLEE 1.00£0.03 1.00£0.05 1.00£0.04
H0,4 0474007 2874037 2651029
SINFATe4 44 098+0.08 096+0.12 1.08£0.11

H.0.#sINFATe4 41 0774114 13507 1752018
a: G HALHEL, P<0.05;5b: SH.O0.41 AL, P<0.05,
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4 iFig

SR PR AL Sl L/ A 0 O R R LG
T U SR PN i I PR EE AR, i AR
IRV R Al e AR AN ™ R A R R T bR Ak
WX e O i i A5 HA 2 ™, ROS MDA %5
i A S A T S B0 LR A5 B FR A T A
P AL SOD , CAT W Ay 38 14 ¥ B ok 44k 4 9 il g Jo
1 A O A T O G2 A AR AR R D O LR s, 2
B4 245 0 A 0 A I 0 1) R AR, HLOL R AR
AV ST (1) L ) i o FHAVE AR S S A R b 493 1)
U5, ] S8 L AR R T A A T A 35 40 P
AU ARHFSE S R B, 7E HOL R , HOc2 41 i i
MDA .ROS 7K F- 1 2 TH 5, SOD . CAT /K F- W i 3%
F% 3100, 150 wmol/L 15 41 BE @ 3 g s 4i e o SOD
CAT 7 ¥ , A 2 il ROS A9 A W T F# Ik MDA 7K F ; [H]
A, 100,150 pmol/L F 1 S 1 16 7] {8 H.O. 175 i H9c2
S IR P AFDGS 705 R A TR s R SR T HLOL 1 T
AR A — & ANEIE R, X 5 A R g R A
_Aii[lﬂo

A 1 B 2SO IR A AR B B, O LA B 25
AP0 il J b E R i AR A 9 T B
PR T 1 O LA B 25 2 i S L SR R, R 9E 48
HTHXEASS TAFEREN T4 IE T
Bel-2 fig 5 Bax FUHAM M T8 1454, Bel-2 ik Il > Fl
Bax F A IR 2R AR RS S A ) TR B ARG, T e i
IR T K P B S T R TS LT, Bel-2/Bax L
1 1) °F BéE 0T 5 X caspase-3 1 1t , 1 1K 1) caspase-3 ( R
cleaved caspase-3) # A 4l Bd A% J W30 A% e PN DI, 5
 DNA Wi, e &R AN T~ A& A" ik, AHE
FEREIN T P SR H.0.175 519 H9e2 41 vh A T4 56 2R
[ Bel-2 . Bax .cleaved caspase-3 2 A5 . 5B R,
7E HO0 403 T, AM rp R T2 8 1 Bel-2 (R A W T
VA A PR T2 1 Bax R 3K 0 i 3 9, cleaved cas-
pase-3 2 1Y FRIB TR T 5 28 100,150 pumol/L F
AT B, LR AW FRB 0k 7 R4 T
BRG] X AR T R HLOL BN i A A R
P05 A T e E A 4R S A T AR KT AR O
TR 7K, DI 4 AR T S

NFATcA4 2 5 B 1) 4 S5 DR 1, 76 9l 05 8 1l 18 IR
JEFEN AR, S SRR K IER | RAEAH I F R IA T
8 SR T 2ok A A i 5 22 o A B B AR, F
AR, BRIE T AL R SE R 3Rk 6 L LT BB A, NFATc4 i
ALl 2R RS ST R, AR R SRS
a KT RS T R A Y, AR AR BN, 7
H.O.YEI N , B 46 4 NFATc4 [ 263k B 2 R IR A o
AL ROS . MDA 7K1 F 15 , $ 48 fL B SOD . CAT 7K
ST B R U8 T AR 11 Bax 223k B BN 5 £5 100, 150
pmol/L iy = S T Wi , A R H5 b i 43I/ 3k
Brplifs
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RNA T2 B 3 1 2h i H 25 320, AT 50 i
U T IF A I NFATeA (3635, 45 R iR i H
NFATc4 (12 15 W0 F R, 3575 5 G40l 5 48 HLO. i34
J&i » HO-+siNFATc4 4 2 Jiid fY) ROS . MDA JK *F- I Bax
cleaved caspase-3 £ [1 /% F ik ) i K& I/ T 15 , SOD
CAT 7K1 Bel-2 4 F A9 R K 1 8 2% T/ B3, 5o
NFATc4 3 1Y N K F-5 HO. 1555 1Y S8 AL BEEL 40
FTEUIAH O . S5 G0 SCAE R £ R g 35
NFATc4 5 F AR, 3% — 1 AT & 1% 73 8035 H.0.
20 B A LK ST AR D U T R R E E RS 1 T
=BT LASRIE .

25 L 2R BRI DA HoO. U5 5 Y H9c2 41 i
SR, W AR R T, 30 NFATe4 85 AR, HETT
2% 0o LA A5 495 5 3K NFATe4 28 1 19 4% K750
D H0. 5 T B RN AR T A O PR O
2R ML HAT R OR AP AR T, 7RG O IR 458 R] BE H.
AT EHIIETT
S 3k
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