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[(# ZE] B®: HIHUNRNA (miR)-378 760 ILHL I - #E 1 (1/R) 51 (9.0 ULAH B 453 43 v i) £
L, IF AR AL . T B3R AGOULATIE ACT6 A B H W4 i THP-1, 14 55K miR-378 B4l
Y (mimics) FHBIPEXTIE (miR-NC) 4335 Ye 2= THP-1 400, 2 BXHR4L . miR-NC 41l miR-378
mimics 21, XJ M40 THP-1 400 iE % 85 5%, R AH LR 286 & PCR (RT-qPCR) % A I 4% 4% )5 45 41
THP-1 48}l 1 miR-378 F ik K F-LL X M1 B B W 40 e 3 b ¥y [ 2 8 — A AL A G B ((NOS) . Mg IR
FEHF o (TNF-o) . HAMEAZE 13 (IL-18) MHMMEA R 6 (IL-6)] M2 R E Vg0 i/ [ &
Rl 1 (Arg-1), ¥AEERKRKNFBRL (TGF-1) ., HAMMANE4 (IL-4) AN E 10 (IL-10) ]
mRNA £ kK ¥, Western blotting 3 4 4% 20 THP-1 20 g v M1 &Y 5 W 41 j 3 it by 75 25 A 40 1L 7% 86
(CD86) HI M2 A [ W 40 ity 2 1 b o 25 (A 2016 75 206 (CD206) FiAKFE. ACL6 40 i k17 B4 /2 A
(H/R) AhHAMT/ROPMEI G, IS5 ANFEAFA THP-1 a7 I 7k R, s X igd]l (L=
K ACL6 40, %= THP-1410) . H/RH (EENH/RIFEFHACI64E, =N THP-1410) .
miR-NC+H/R#H ( EZEHH/RFEFHACIOHMIE, T = A5 Y miR-NC 1y THP-1 4 g) Al miR-378
mimics+H/R4 ( LE R H/RIFEFH ACLI6 401, T % R # Y miR-378 mimics () THP-1 41 /1) . R H
20 M3 ERX R & 8 (CCK-8) Ml 4% 20 AC16 40 A 15 Pk, 3 57 & K6 I 4% 20 AC16 40 g vh 79 — 1%
(MDA) g & (ROS) 7K Kol & AP B AL (SOD) 1 o4 DL K 40 i 1 3% W b 2L 2 i & il
(LDH) it . & H . RT-qPCR & Ml Western blotting ¥ , 5 X} i 41 Al miR-NC 41 k£ %, miR-378
mimics 2 THP-1 4 i th miR-378 &k KB JH& (P<<0.05), THP-14iMfirh iNOS. TNF-a. IL-15
FIIL-6 mRNA 35KV H1 CD86 # 1132 15 K F- B B AL (P<<0.05), THP-140Mfih Arg-1. TGF-p1,
IL-4 F1IL-10 mRNA ik KDL K CD206 8 H & A AKCEW B 7b s (P<<0.05); CCK-8 3k Rkl &k
XA R, H/RA ACL6 40 i i ¥ W] W BE K (P<<0.05), 4t MDA F1 ROS /K7 W] & I+ &
(P<<0.05), SOD{HEMEM BEEAL (P<<0.05), 4 LW+ LDH G W 7 (P<<0.05); 5 H/R
A, miR-378 mimics+H/R 2 AC16 40 ML i% W] B FH s (P<<0.05), 4 MDA 1 ROS 7K - B
B (P<C0.05), SODGHEME IR (P<<0.05), 400 i h LDH % ¢ 0 B %% (P<<0.05).
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Protective effect of miR-378 on myocardial cell injury induced
by hypoxia/reoxygenation and its mechanism

ZHAO Liang, CHEN Yun, XIE Wei
(Heart Center, Xinjiang Production and Construction Corps Hospital, Urumgi 830002, China)

ABSTRACT Objective: To discuss the role of microRNA (miR)-378 in cardiomyocyte injury induced
by myocardial ischemia reperfusion (I/R), and to clarify its mechanism. Methods: The human
cardiomyocytes AC16 and human monocyte macrophages THP-1 were cultured. Firstly, miR-378 mimics
and its negative control (miR-NC) were transfected into the THP-1 cells respectively. The cells were
divided into control group, miR-NC group and miR-378 mimics group, the THP-1 cells in control group
were cultured normally. Real-time fluorescence quantitative PCR (RT-qPCR) method was used to detect
the expression level of miR-378 and the expression levels of M1 macrophage secreted factors [inducible
nitric oxide synthase (iNOS), tumor necrosis factor-a (TNF-a), interleukin-13 (IL.-18) and interleukin-6
(IL-6)] and M2 macrophage secreted factors [arginase-1 (Arg-1), transforming growth factor-pl
(TGF-B1), interleukin-4 (IL.-4) and interleukin-10 (IL.-10) ] in the THP-1 cells after transfected ; Western
blotting method was used to detect the expression levels of M1 macrophage surface marker protein cluster
of differentiation 86 (CD86) and M2 macrophage surface marker protein cluster of differentiation
206 (CD206). The AC16 cells underwent hypoxia/reoxygenation (H/R) treatment to simulate I/R
cardiomyocyte injury, and were co-cultured with differently treated THP-1 cells. The cells were divided
into control group (upper chamber containing AC16 cells, lower chamber containing THP-1 cells) , H/R
group (upper chamber containing H/R-induced AC16 cells, lower chamber containing THP-1 cells),
miR-NC+H/R group (upper chamber containing H/R-induced AC16 cells, lower chamber containing
THP-1 cells transfected with miR-NC) and miR-378 mimics+H/R group (upper chamber containing
H/R-induced AC16 cells, lower chamber containing THP-1 cells transfected with miR-378 mimics). Cell
counting kit-8 (CCK-8) method was used to detect the activities of the AC16 cells in various groups; kits
were used to detect the levels of malondialdehyde (MDA) and reactive oxygen species (ROS) and the
activity of superoxide dismutase (SOD) in the ACI16 cells in various groups as well as the lactate
dehydrogenase (LLDH) activity in the cell supernatant. Results: The RT-qPCR method and Western
blotting method results showed that compared with control group and miR-NC group, the expression
level of miR-378 in the THP-1 cells in miR-378 mimics group was significantly increased (P<C0.05) ;
the expression levels of INOS, TNF-a, IL-13, and IL-6 mRNA and the expression level of CD86 protein
in the THP-1 cells were significantly decreased (P<C0. 05) ; the expression levels of Arg-1, TGF-p1, IL-4,
and IL-10 mRNA and the expression level of CD206 protein in the THP-1 cells were significantly
increased (P<C0.05). The CCK-8 method and kit method results showed that compared with control
group, the activity of the AC16 cells in H/R group was significantly decreased (P<C0.05), the levels of
MDA and ROS in the cells were significantly increased (P<C0.05) , the activity of SOD was significantly
decreased (P<C0.05), and the LDH activity in the cell supernatant was significantly increased (P<C0.05).
Compared with H/R group, the activity of the AC16 cells in miR-378 mimics+H/R group was
significantly increased (P<C0.05) , the levels of MDA and ROS in the cells were significantly decreased
(P<C0.05), the activity of SOD was significantly increased (P<C0.05), and the LDH activity in the cell
supernatant was significantly decreased (P<C0.05). Conclusion: miR-378 can alleviate H/R-induced
cardiomyocyte injury, and its mechanism may be related to regulating macrophage polarization towards the

M2 phenotype.
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B AR J7 AR S Y i AR A,
AR Bl Jiik I 72 T R CA 4 R L A A NS R Y 2
BEPIR Z — o AR Bl kA 7 P A P A 2E AT g
FHECC USRI = O NURSE, g, RS0 L
Bl 1L P E (ischemia reperfusion, I/R) IR97 LAYk
=Ry | NI S TR S TS R T 1= A /N (T
FET/RIGYT oL A rf e i O L it A2 1 P stk &2 08 R
e C A2 R 2L, S AT R I O SE O LR
A s, X R B BERR O /R B4 Y H T
B Z A IR ST T ER R O L T/R G o BN
RNA (microRNA, miRNA) J&— KK 5K
SF- 8 4 B0 PR 2 0k 1 A IR S Y RNA 7> 1, KRJE
R 21~24 M RAT R . miRNA JZAF7E T A [ 26
HIARRE T, JFTE 2R AR b R E AR . R
ok, WEZE Y KW miRNA7E.0WLT/R A b &
PESEHEAE R, H2 miRNA 0] BE1E M I BRIG 7 19 3
s BF5E Y WoR s R AL E TR T 0 LA R
0 miR-378 F K KA, 4 o LR R /K P ]
i e A R B R A &R A K
(cysteinyl aspartate specific proteinase, Caspase) 3/9
W, Bl AR S B0 WUAR R T R E
20 M DR . A 25 L/ BR 7 R SRR 3 bk
SEH AL/ RAGIBE L, 38 323K miR-378 BEAE Ik
0 LB A3 0 B ikl S R ' SRTMT, miR-378 1
O WUT/R 4505 b 59 B AR AR B A7 oK 58 4 1 B .
W, 7 BF 78 38 i miR-378 1 1k 4 it %/ E A
(hypoxia/reoxygenation, H/R) 1 T 1.0 AL 4 i
R BIVE, JF 400 M B LA L, il
PRIG ST O JILT/ R A5 475 i (1t 52 36 AR 4

1 #MREFE

1.1 @R 2Z2XANAE AONgEACI6H
H BV A YR A R w) L N A% 40 i i
S 20 L THP-1 1 7 a3 B AW H R A R A A .
Ji& A I3 W T VLR B A BB R A BR A A
1% -5 % E BB . RPMI-1640 555 56 # DMEM
K 9% £ W A 3¢ [E HyClone /A #l, Lipofectamine
RNAIMAX 5 B 3 [ Invitrogen 23 F, TRIzol fil X
ik H & H H A TaKaRa 2y @, miRcute 3 5%
T miRNA %€ 6 72 A 1 7 & Fn = o ok BT R
(bicinchoninic acid, BCA) & H Fi & &7 & A

MicroRNA-378;

Cardiomyocytes; Macrophages;

b mt R AR A R 2\, PowerUp SYBR
Green Master I{ ) & W H 22 & ABIA A, P& H
W B B AR R R A A,
Transwell i f 3L 5 R F W B Ll &L EYRHLA
PRy |, 40T 2 7 & 8 (cell counting kit-8,
CCK-8) iy A Fig AR AR A, N
T (malondialdehyde, MDA) Fl# & 1k ¥y 5 1k
fiti (superoxide dismutase, SOD) £ 5] &4 A
il B AR EARA A, WA (reactive
oxygen species, ROS) il i 7 & W [ L i 8 A
BrAamBt¥ARA A, LRI A M (lactate
dehydrogenase, LDH) & il 7 £ W 7 Jb 57 4+ 3%
AR AR AR, fbi 16K 86 (cluster of
differentiation 86, CD86) £ silEHiik . Hbisrib
#% 206 (cluster of differentiation 206, CD206) £ 7
Wt B0 A R0 B e H Il R - 3- 1t 1R I U (glyceraldehyde-
3-phosphate dehydrogenase, GAPDH) £ 7 [ it /4 Iy
H % [ Abcam 23 v . FEKBIY) ¥ 5 £ TAEY T
(W) B ABRA RGN, miR-378 B Y
(mimics) M HFIPEXT I (miR-NC) i P13
A R Bt IF G . BSC-180C B 41 i 45 7% 46
AR SR AR H, THZ-24-S B4
PR UL 95008 22 B AU A IR A W), AU680 #Y
Jig A5 AL B 2% E Beckman Coulter A &, CFX96 #
S5omb %% ot E & PCR
quantitative PCR, RT-qPCR) F 4 H 3 [# Bio-
Rad A Hl, EPS-200 2 f1 5 {0 [ 4 500 JE ¥ 52 5
A PR ] .

1.2 AC16 @ A= THP-1 40 #3235  AC16 4l 55
FTEHAL0% JBF MG . 10 F -85 RPN
DMEM #5553, THP-1 403 5= T &% A 10% B
LT 126 T -BE R RSP AY RPMI-1640 £ 57
e, bR 2R AEMIE T 37 °CL 5% CO, MRS FRA
FE IR, YA A K 2 A I I, A
17 J5 SL 52 56 B 5T

1.3 THP-1 @ J& % 3 miR-378 #& % # (miR-378
W 15 7R 00 B A0 M R T 6 FL A A R R
M, %R R RAL S} 1040, A Yy il 4 i @l A
H 80, sy SHLHEATHEYE . XIRAL . miR-NC 417
miR-378 mimics 41 . K H Lipofectamine RNAIMAX
R BEAT R e, B Opti-MEM 43 91 5 miR-NC Fl

(real-time fluorescence

mimics)
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miR-378 mimics IR &, ¥R G %W 3| THP-1
40 M, 4 42 S miR-NC 2H Fl miR-378 mimics
M, UURSGEY | IE W 5370 THP-1 40 M A S %)
W2 B 5l E T 37 °CL 5% CO M348 T,
4 h 5 T Ry R S SR R AR AL G AR, A8 hE W A 4
i, BEATIE S .

1.4 RT-qPCR & # M 228 THP-1 %8 J& ¥ miR-378
Fo B 8 M5 36 mRNA Rk KF WEHLE
M4 41 THP-1 4 ffd, SR FH TRIzol 3 M 41 i v 43 25
BRNA, R H % 5% cDNA, R 47 F —20 °C
VKA. R RT-qPCR LIP3 HAY LN, A I
miR-378 h Jif5 2 1 — A AL A & B (inducible nitric

iINOS) . Mg IEH F o« (tumor
necrosis factor-a, TNF-a) . H 40 Mg i+ £ 1p
(interleukin-18, IL-18) . F1 40 il 4 & 6 (interleukin-6,
IL-6) . fAMREE 1 (arginase-1, Arg-1). ¥ib4
£ A ¥ p1 (transforming growth factor-g1, TGF-31) .
M1/ % 4 (interleukin-4, IL-4) R 40HIA % 10
(interleukin-10, IL-10) mRNA F£ik/KF, LI U6
YER miR-378 W%, H miRcute #58 % miRNA 7t
JE A R & #EAT AR I s DL GAPDHAE g Hian ik
BINZ, i PowerUp SYBR Green Master i 5] £
HATREI . RN ARG, R 2RI RS B
FEH mRNA RIRKF- o 5175 LR 1,

oxide synthase,

#1 RT-qPCR3|YF3)
Tab.1 Primer sequences of RT-gPCR

Gene Forword 5'—3'

Reverse 5'—3'

MiR-378 CTGAGACTGGACTTGGAGTC
U6 TGCGGGTGCTCGCTTCGGCAGC

iINOS GGACTAGCACAGACACACGGA
TNF-a GAGGCCAAGCCCTGGTATG
IL-18 TGCCACCTTTTGACAGTGATG
IL-6 ATCTGGATTCAATGAGGAGA
Arg-1 TCATCTGGGTGGATGCTCACAC
TGF-p1 ATGGACCAGTATAAGGCAAGC
IL-4 AAAACTTTGAACAGCCTACAG
IL-10 GTTGTTAAAGGAGTCCTTGCTG
GAPDH CCACTCCTCCACCTTTGAC

GTGCAGGGTCCGAGGT
CCAGTGCAGGGTCCGAGGT
CTTCAGAGGAGCAGCACCAGA
CGGGCCGATTGATCTCAGC
TGATGTGCTGCAGATT
TCTGGCTTGTTCCTCACTAC
GAGAATCCTGGCACATCGGGAA
GCTCTGGATGAGCCTATATTG
GGTTTCCTTCTCAGTTGTGTTC
TTCACAGGGAAGAAATCGATGA
ACCCTGTTGCTGTAGCCA

1.5 Western blotting # # | & 22 THP-1 %8 J& 7
MIREXmiek @izE&%E CD86f» M2 A E o 2
ek @A EF G CD206 R &K i I 2L i
ARG YL 5 45 4l THP-1 4 28 H, I BCA
R G e B R B R AL
12 10% = e Jk 4 R 64 - 2R TN M T iz R R H YK
(sodium  dodecyl  sulfate-polyacrylamide  gel
electrophoresis, SDS-PAGE) L i#frH Ik, o8&
A E A% ERWM M LM (polyvinylidene
fluoride, PVDF) [, WAEWI &M 1 h)s, Kk
AR B 5 1 G bt CD86 Z sekedifk (1:1.000) .
L CD206 £ 5 BEHL & (1:1.000) , LA
GAPDH Z s Bedifk (1:1000) fENNS, &F
4°CHR, ¥PURSBEILME . H, ImAREDR
ZHt (1:5000), BTERTFMHE Lh, 4505,
K e k2% & ¢ (enhanced chemiluminescence,

ECL) #iAR B0, BEKARGEMAIE, Image T4

oy B8 A K AR, JF 1T CD86 Al CD206 £
HZFRBAKF . BEAREKE=HMEAFE K
BEAE /N2 GAPDH & [ 4545 K {1 .

1.6 £EFAhAGHE . AP LE (HH
Transwell 20 }fg 3 5% 3% = #£ 17 THP-1 41 8 5 AC16
AR LR 35, B ACL6 41 LU 4 L 2 X 1074 il 3%
FERE R B LR R E W L E, ¥ THP-1 40 M DL 45 fL
2XICA W E MBI RENTE, PHEHA
0.4 pm G FLBRE, B OR 35 3% W e n] i 1 4 A T L i
oo STE R AH, BARSH KA TR
OxXF 4L, E=HRHACI64IHE, T = THP-14
ffi; @QH/R4L, E=ENH/RIFEFHACIO4IE,
% THP-141 1 ; @ miR-NC+H/RH, %N
H/RE 30 ACL6 41 L, T % R % Y miR-NC 1)
THP-120/0; @miR-378 mimics+H/R4, L%
H/R 5 5 89 AC16 4l ffe , & % N ¥ J2 miR-378
mimics i THP-1 4, T 37°C. 5% CO,HI R F 4
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LR 24 h, AEALEEIRAT, SH Bk (7] ik
X ACT6 4l i 247 H/R Ab BEAL L 1/R O UL 40 i 45
B s KA SRR B9 DMEM 8 35 3 2804 95% N,
5% CORASMFMr 2 h, 1E R AEER, b
Xif B8 2] A0 i Hi A 3 41 ACT6 20 it 47 46 F 1 4 A i 4
W, BT 37°C, 95% N, M 5% CO, Ry B A K 3746
RS S h, PEATHRAE AL IR RSB R I T Y
DMEM ¥; 323, & F 37 °C. 5% CO, [ IE % & 3%
KRS 8 h, AT AL

1.7 CCK-8#&#&m %4 AC16 @ M &R W4
“1.27 RbFS ) ACL6 4K, IR R 4 i DL fL 5 X
1O B %% BE 3 b T 96 AL A B 35 2 d b, ML 1R
WiFha, mAEfLAEhimA 10 ul CCK-8XH],
B E T 37 °C. 5% COMBREFAh S E 2 he
K F AR AAE 450 nm 4 A0 0 G (A) A,
THR A PE . A= (LAl A — = H4L
AfE) / CGFALAME—=HILAME) X100%.
1.8 KARXFMNEXMBZ4HACL6 48 F MDA Fo
ROS K F & SOD # M A & %4 #& L 7% % ¥ LDH
EH O OACIOYNIE IR “1.2" A s, 45
W S i R RN A B B SR R LU MR, ¥k R MDA
ROS. SOD F1 LDH £l i 57 & U6 W] 5 845, D
41 40 B MDA F1 ROS 7K 3 & SOD i #: LA K 41
Ji b P LDH % 1

1.9 %t F45 4 R SPSS 23. 0 K fF #4748 11
oYM . 454l THP-1 40 i of miR-378 3% ik /K,
M1 % F kg 40 5 W 4 iINOS . TNF-a, IL-13
IL-6 mRNA 2 ik 7K %, M2 &5 W 4 i 5 W 4
Arg-1. TGF-p1, IL-4 F1IL-10 mRNA % ik /K F ,
F 5 40 i 6 T A 75 2 11 CD86 At CD206 2 ik 7K -,
A4 ACI6 40 i 3G M, AC16 41 g MDA F1 ROS
IR F SOD 1 M DL K 20 M 135 W h LDH & 14 ¥4
HIESSA, UatsEox, 240 FEAR BRI &
KR 3R Ty 2257 A, A )RR A 2 500 P e AR T
LSD-r# 8. L P<<0.05 N ZERAG G iT¥HE L.

2 %5 R

2.1 ZBWATHP-1#e¥ miR-378 k& KF THP-1
LY S, RT-qPCRIER M ZE K R . 5Xf
4 (1.0040.04) FImiR-NC4 (1.0240.08) It
%, miR-378 mimics 41 THP-1 4 il tf miR-378 33k
K (3.7540.39) BB FE (P<0.05),

2.2 &R THP-1% ¥ E & 28 i85 564 mRNA &
EAKF  RT-qPCRIERMZE R o 5 X 4R
miR-NC 4 FL %, miR-378 mimics 41 THP-1 40 i b
M 18 [ 4 50 ) iNOS . TNF-a, IL-18 F1IL-6
mRNA FkKFB B (P<<0.05), M2AIE W
Y4y W) Arg-1., TGF-B1, IL-4 M IL-10 mRNA
FEACEH TR (P<<0.05). WLFE 2.

F2 K4 THP-140HE M1 E S B4 WY iNOS . TNF-a  IL-13 R IL-6 D)L Fr M2 B B g 40 fa 438 9 Arg-1,TGF-B1,1L-4

F1IL-10 mRNA FEikKFE

Tab. 2 Expression levels of iNOS, TNF-a,IL-1f3, and IL-6 mRNA secreted by M1 macrophages and Arg-1, TGF-B1,IL-4

and /L-10 mRNA secreted by M2 macrophages in THP-1 cells in various groups (n=6, x+s)
Group iNOS TNF-a IL-18 -6 Arg-1 TGF-p1 IL-4 IL-10
Control 1.0040.07 1.0040.05 1.00£0.06 1.0040.08 1.0040.05 1.0040.07  1.00£0.08 1.00£0.10
MiR-NC 1.02£0.09  0.98+0.08  0.994+0.10 1.01+0.11 1.01+0.09 1.02+0.11  1.01+0.10 0.994-0.11
MiR-378 mimics ~ 0.340.04"  0.45+0.05" 0.41+0.05" 0.5240.05" 2.464+0.26"" 3.034+0.32"" 3.484+0.41*" 2.3240.25"

"P<C0.05 compared with control group; ~P<C0.05 compared with miR-NC group.

2.3 RATHP-l1ERYELA @B EEHRIESG
CD86 #= CD206 % A K+ Western blotting 32 #;
£ 5K . miR-378 mimics 41 THP-1 44 il CDS86
B R IE K B A T X BB 41 R miR-NC 4 (P<<
0.05), T CD206 £ [ 2 1% 7K - B . & T % HE 20 Al
miR-NC#4 (P<<0.05), W& 1,

2.4 BAACI6@mMER CCK-8LK 4R i
AR SXFEEA (100.00% +9.29%) HA, H/R4

AC16 40 M 7% T (62.56%+6.70%) B & [& ik
(P<<0.05); 5 H/R 4 %, miR-378 mimics+
H/R 41 AC16 41 g 15 ¥ (83.95% +8.67%) B &k
JhE (P<<0.05), miR-NC-+H/R 4 AC16 2 Jig 7%
PE (64.68%+6.68%) KKEWEBAEL, E5TE
Giit#E X (P>0.05),

2.5 %4 AC16 @@+ MDA # ROS & F & SOD
EH O S5XFMA L, H/R4 ACL6 40+ MDA
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1 2 3 M,
CDS6 |- S S0 000
CD206  “— — W |5 )0

Bactin | W W—— 2 000

CD86 protein

Expression level of

Control miR-NC miR-378

A

—
(e}
T

o
o
T

Expression level of
CD206 protein
¥

Control miR-NC miR-378
mimics mimics

B ©

Lane 1: Control group; Lane 2: MiR-NC group; Lane 3: MiR-378 mimics group. "P<<0.05 compared with control group; “P<C0.05

compared with miR-NC group.

B1 3 miR-378)5 THP-148 i+ CD86 fl CD206 & HR B IKE (A) X H&ZE (B, C)
Fig.1 Electrophoregram (A) and histograms (B, C) of expressions of CD86 and CD206 proteins in THP-1 cells after

transfected with miR-378

FMROS /K- ETE (P<<0.05), SODEM:HE
FEAR(P<<0.05); 5 H/RAHH, miR-378 mimics+
H/R 20 AC16 40 il tff MDA #1 ROS 7K ¥ B i [ ik
(P<<0.05), SOD & 85 (P<<0.05), 1
miR-NC+H/R 41 AC16 4l jg ' MDA 1 ROS 7k ¥
K SOD i PEH R &AW Bk, 2R LG IT%E
X (P>0.05), W3,

£3 FBAACI64IHEH MDA F ROS KK SOD ¥
Tab. 3 Levels of MDA and ROS and activities of SOD in

AC16 cells in various groups (n=6, x+s)
MDA ROS SOD
Group . .
[,/ (pmol-g )] (/%) [A,/(U-mg )]
Control 7.65+0.77 8.45+0.86 180.34+19.46
H/R 16.67+1.53" 36.73+£3.69" 114.56+12.36"
MiR-NC+H/R 17.05+1.86 35.864+3.87 116.834+13.62
MiR-378 mimics . R
10.86+1.13"  22.59+2.38" 143.80+15.29"
+H/R

"P<<0.05 compared with control group; “P<(0.05 compared with
H/R group.

26 BAACI6@mMBEEFRY LDHER K4
AC16 4 ffi | 3% W vh LDH 3% ¥ & 0 45 3 5 os .
H/RZH ACL6 4 -3 LDH & 1 (185. 56 U-L '+
19.09 U-L™") B & & F X4 (32.57 U-L '+
3.54 U-L') (P<0.05); 5 H/RA LK, miR-
378 mimics+H/R 41 AC16 40 Jfd -3 % F LDH 1% 7
(97.14U-L '£9.88 U-L ") BB FEAL (P<<0.05),
miR-NC-+H/R 41 AC16 40 jg I+ 3% ¥ * LDH i %
(187.08 U-L '#+19.21 U-L ") &K & 4 M & 245 1k,
ZRTGITFE L (P>0.05),

3 W i

A UT/R AT A 2008 /0 e AR 2l ok A1 28 e 51 5
0 WUREZE S R, kst A I G IR 25 . (R A2 il
AT RE XSO ILRE B R, R LA 2L TR
FERF IS0, FEBURFHEARE TR Y. DILU/R
PO KL B A, W R Z R AR AR . K
I, PO T/R G G WU 5 0 S B R 1 LR, % OF
K TR 5 /R Ja 0 LR 05 TR T SR I E G E
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