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[Abstract] Objective

ventricular cells(NRVCs)injury and its related signaling pathways. Methods

To evaluate the effects of apolipoprotein-J (ApoJ)on hypoxia/reoxygenation(H/R)induced neonatal rat
Apo] high expression was achieved by infection with
recombinant adenovirus in NRVCs. The three gas incubator was used to establish H/R model, SOD mimetic Mn ([[] ) tetrakis (4-
benzoic acid) porphyrin chloride and elF2« dephosphory inhibitor Salubrinal were performed the pretreatment. The NRVCs were di-
vided into four groups:normal control group, H/R, Apo] group, ApoJ+H/R group, Mn([ll ) TBAP+ H/R group and Salubrinal
+ H/R group. The cell viability was measured by MTT assay; the leakages of LDH, the expression of SOD and caspase-3/7 activ-
ity were detected by ELISA. The protein expression levels of ApoJ, Nox2/gp91phox, caspase-12, CHOP, and the phosphoryla-
tion level of eukaryotic initiation factor 2a(elF2a) were determined by Western blot. Results Apo] protein in myocardial cells was
highly expressed after infection by recombinant adenoviru. Compared with the control group, the cell viability and the activity of
SOD were significantly decreased, the leakages of LDH and the activity of caspase-3/7 were increased in the H/R group. the pro-
tein expression level of Nox2/gp91phox,caspase-12 and CHOP and the phosphorylation level of elF2¢ were increased. Compared
with the H/R group, the leakages of LDH and the activity of caspase-3/7 in the Apo] overexpression group, Mn([[[ ) TBAP group
and Salubirnal group were significantly decreased. Apo] overexpression significantly increased the cell viability and the activity of
SOD. Moreover, the protein expression level of Nox2/gp91phox, caspase-12 and CHOP were significantly decreased, while the
phosphorylation level of elF2a was markedly increased. Conclusion Apo] alleviates H/R induced myocardial cellular injury by anti-
oxidative stress and endoplasmic reticulum stress.
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B gt, #aF Apo] HEF A E A MM T W A Invitro-
gen; Apo] $i{& g § EterLife, Birmingham; CHOP, caspase-12.
Nox2/gp91phox $IL & Wy | ABcam; elF2q. p-elF2a M [ Cell
Signaling Technology; GAPDH , tublin 1 {A& 4 | Sigma; LDH.
SOD, caspase-3/7 1G4 & 7 77 & W H Promega /23 #) ;s PVDF
JEE B Santa Cruz; 338 7% ECL & B H Vazyme; i & H
Filg . 1120 J6g B 25 & W L = B DMEM 85 5% 5680 4 iR 4 i v
(FBS) A Gibcos MTT, — H B WA (DMSO) N M Bt 1 —
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TS N AGE Y 58 4 5 35 (R DMEML 10 % 14 iR 4= 1
WM ERERE R EEO N, R E 100 cm® #3E 1L,
37°C,5%CO, R 537 1.5 h Rhglifb .0 WL 40 (25 7 G RE
PO LRGP T 60 cm® IR, WS E S,
#e 5X10° /mL 480 & 24 fLAR . B4l 6 L. 3L 6 A4, 4X10"/
mlL H R E 96 LAk .4 6 fL.3k 6 MEAH.
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DMEM (9 2 i 3¢ XUPLD 1 23 5 Apol e 4 20 fin A3 it I s 2
Fm A DMEM (3R 51 W . oK #5417 Apol e DX % 1l 93 55 4 S X
B4, 37°C 5%CO, EFfBEFE 4~6 h Jg B K &5
W55 Y 36~48 h 5 32U I 25 [ 34T Western blot £ .
L4 DA EECE/E R BBy K ad Hair (N L
1 L/min #4502 5843 16 FAS & 116 28 17 B9 DMEM 8 % %, 30
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95N, F 520 CO, R A A BREUE IR 4 h 5 T 40 1 B
FEIEH T & 95 %053 M 5260 CO, BE M A H 9% 12 h,
g L BREAR O LA B Bk 4/ R R TR L S 43 2« A R CFE
ER A 95% 2K M 5%CO, 37 CHFHRM PRI JH/R H (%
AR G T E/ SEAEAE BD L Apo) A (R Apo) ZEIN Y
2 2 AR g 3L B0 LA L Apo] i 3k fEIE T & 952
ZE M 50CO, 37°C K FR A P 3R L Apo] + H/R 41 (45 7
Apo] He A 11 T 21 M 9 7 JEk g 3L B0 UL 4 M Apol w5 3k,
RIG % TR/ 2 AL FD , Mn (D TBAP+H/R 41 [ MnC D
TBAP $2H AL 1 h 5145 78R/ 2 A T # ], Salubrinal +-
H/R %41 (Salubrinal $2 Fi BB 1 h 5 F4 T8/ /T8 .
1.5 MTT il 40 i ) A7 38 3 BUE KRS R AP 2L R AR
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O LA L 3 Pl T 96 FLAR rh o JF 42 20 4 43 S0l b 3 45 20 448 L
FRAERGHEAFLIMA 20 pL # MTT ¥ (5 mg/mL) , 7647 IR
FAEA 1 min 857,76 37 CTFRLIEHFFHR 4 h 5.5 LIER
Ja & FLIMA 150 pL /) DMSO. AL ER AT 5 () =) J5
TERG AR AL B AT 570 nm b £ fL A R OE M, AR E 6 4
AL,

1.6 ELISA 3% 40 g+ 7L B M U i (LDTD B s i 2 . 40 g
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R R AT 0920 B A LR I3 Bl T 24 fLAR IR 3% A0 4
G5 AL B 2 2 L L B R 5 R B A LA TS . 3 000 1/
min B0 15 min, B_E 35 IR Fe RER I 3 70 65 i) 150 T 20 3R L A
FALONLANI B35 P LDH A9 4w & . W AF A PBS of Pk
BE I 20 M 2 36 A AR (0. 25 %0) 4k 3~ 5 min, 3 EE T W
ZEWMALAREE A S8 2 B SR W4 R A 8 BRI AR 1500 1/
min B0 5 min, FF_E I PBS W 138 )5 H A 59 PBS H A
200 i 1) PR 7 SR 200 B (40~ 60 W, 30 s, [l 10 s, T & 2
YO, WAEE T AN 2 2% .5 000 r/min 8.0 15 min J5 K
R VE R i IR R N 3K N e 15 ) A R R A% H 0 LA R
SOD. caspase-3/7 By 3G 1 o

1.7 Western blot ¥ # il ApoJ. CHOP, caspase-12, Nox2/
gp9lphox.elF2a.p-elF2a H I RIE 435l HUA5 240 WLAD M, $2
WEE L BCA B € & AR AR A Bk B2, HEAR L BEIR
kB L B AL I A — Pt (ApoJ. CHOP, caspase-12., Nox2/
gp91phox.elF2a. p-elF2a) Fl =i, F GBOX 4%, K E H
Image J 340 H7 .
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Fo L H/R FU4 )5 O LA B A7 06 R B0 8 F B 5 H/R X)L,
Apo] R 235 W] A0 JILAH B A7 3 2 B 8 F & (P<<0. 05), DL &
1B, SXFIRAAAH LG H/R #3455, o WLA0 I B3 & LDH /9w
H B M caspase-3/7 BTG M B T+ (P<<0. 05) ;35 H/R @ *t
ke, Apo] & #3A5 MnC ) TBAP Hl Salubirnal af {fi 41 Jifd - 3%
LDH i i & M caspase-3/7 0 3% 4 B 2 F B (P<<0. 05), UL
& 1C #1 1D,

2.2 Apo) i PERK-elF2a i B % H/R #5145 55 5 19 N T
WINE S5 XF R4 AH Eb 3, H/R #8245 )5 -0 WL AN B P9 5 ) R 3%
FE T2 B caspase-12 il CHOP [ £ X M B F & (P <
0.05), %1% Apo] J& . 5 H/R 415} b, Apo] + H/R 41.0 JJL4H
M -8 [ caspase-12 F1 CHOP 23k i 2 F [ (P<<0. 05)
DLIE 2A F0 2B, 5 BRI AL HY/R $i45 )5 O LA i eIF2q
BB B A K7 TH 5 (P<<0. 05) . /3R 38 Apo] J& .55 H/R A Xf
tb, APOJ+H/R A0 WLARHE eIF2a BB IR fL K S #F — 25 T &
(P<<0.05), WK 2C,
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R i 15 )5 0 LA i SOD 1 1 £ B B N F% . Nox2/gp91phox 1
FRW B F 5 (P<<0. 05), Apo] miRikJa. 5 H/R 4 xf Lk,
Apo]+ H/R 41 .0 WL 40 ffs SOD #y & % Bl & F+ & » Nox2/
gp91phox HY KW T FE(P<C0. 05) . ILIAL 3.,
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