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HE B, &3 C2CI2 M4 4 bk B & 340 (C2CI12-TR) B A | R 3% 3R K B w1 fLBk 85 (MIC—1) 2+ C2C12 WL 4 fe ke ) 4
WA How ik AR AR AR ER (PA) 5§ C2C12 L& 2 e, 3 548 5% 49 C2C12-TR #£A , 5F A R Bl sk & MIC-1(0,2,4,8,16
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2 3-8 (PI3K)/ % @ ¥t 8 B(AKT) /2 Sl FAR A B Ak T, &R . HE T C2CI2-TR AL R R E AL &4, B A
0.5 mmol/L. PA #:32 C2C12 AU 29 fe 16 h; 5 C2C12-IR 8483k MIC—1 2 7 Sk sl X, 2 F 8w T C2C12-1R 29 Je 3
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WS4y, HARfL2=45 0 5B R EmER S
WA — 7 DX R 5 SR TR (MIC-1) 2R
& i 0 — A SRR R, O A RS IE ]
BATRAM T 5 R f A TG PEDY A R UE 4
7 MIC—1 AT fig 2 R A 8 45 0 g A 35 A9 3 220 1
Py R0 AHIESE L MIC—1 A6 Akt F 5 Hoxt
5 HE % (Palmitic acid,PA)i% S 89 C2C12 L 41
g & 2 HRHT 0 e A T, W B MIC—1 s 5 A X
W AR

1 MRERE®
1.1 ##E5iEH

C2C12 JR LA M\ FE R~ e B 1 3l ) F 5
Frafits . MK, mEROFHEIT R ARAF .,
DMEM 15 7% 3  TCW 41 DMEM 5% 3% % | Hyclone 2>
7l 6 2F 1L 7 (Fetal bovine serum,FBS) . I Ifi. 14
(Horse serum,HS),BI A#], HERX-ER . 10%
SDS .1 mol/L. Tris—HCl (pH 6.8).1.5 mol/L. Tris—
HCl (pH 8.8) BCA & &, BHaRA
] 3 248 5% & (Insulin, INS) , YL I8 7 FR 4= 9 B2 245 %
A7 BR 2N 7] 5 R -EDTA 5 £k W 40 M 24 v 4
1L 125 1 (Bovine serum albumin, BSA) A7 A B2
(PA) . BEMEWE (MTT), —%fL%& (Nitric oxide,
NO) {9 (MDA ), solarbio 2\ ) ; % %) B 4
A i I 5 100 A R I s 1R & A e H ke
A ALY (GSH) W 7 1250 &, m at i i 2k ) AR
WEGE T 5 P TR R A 0 6 38 1] T/ 1 (Phospho-
inositide —dependent protein kinase —1,PDK1) | &
F i B B (Protein kinase B,AKT). ®Bif2fk AKT
(p—AKT) (Serd07) 7% %) #% 4% iz #5 H 4 (Glucose
transporter 4,GLUT4) B-Tubulin HTfk, J524EY)
BHEZ A R 2w s 4T HRp Rabbit Anti-Goat 1gG .
HRp Mouse Anti-Goat lgG,ABclonal 23],
12 UHFE5EE

ZIIREME bR AL, SE A 23 FALAS (B ) A BRA
Al TARARBRIG SRS, OO DL B BT SR A BR A
A5 ST, Invitrogen A R 2> Al 5 8] ¥ 56 6
B, RO A RA R RSB, LilE—1E
RHEA BRZ ] 5 7 23 K F FA2004, U BH e
B A RA T %4t T, H AR Shimodzu
3 Al 34 CCOKAR —80 CYKAE , /R AWl ;Z36HK %Y

i AR HE DAL, fEE Hermle Labortechnik
GmbH 24 7],
1.3 REH*
1.3.1 MIC-1 il & BRACKE By 0 J5 A T Tk
Z, LR HE (g¢/mL)1:60, 35 30 °C,pH 5, i
(] O b F) £ A% A4 AR A5 il A 442 BB, >R FH AR L 9
JE e 45 K B 45 AR B Al Ak &R, 4l E A
98911,
1.3.2 C2CI2 4o, MBS bAEK 4
AR . C2C12 ALY B T 37 °C .5%CO, K5 7= H4
HBE R A0 NG BE A K E 809%~90% i it 17 5 il
THAL , 21k T AR IR 0 A K 8 5 B PR AN D, 4 b £
R

R Ak . AN RE A K & 0% ity , el
29%HS DMEM b 35 35 SL 4k 22 15 77 5~7 d, B K fk
W, C2C12 J LA L 909% 434k M WLAE 240 Mo I k47
Ja SR B
1.3.3  C2C12-IR BERLd 7 ¥ % B KB
C2C12 S ALAN A LA 1x10* 4> 20 g/ fL /Y % )% B T
96 fLA ., 4 M54k R LA A JS 7 B A
2%FBS ol £l DMEM #5552 | # T 37 °C .5%CO,
KA R 3% 12 h, B4 8 AT, RIEHEAR
[7) ¥ B PA (0.25,0.5,0.75 mmol/L) X% 100 nmol/L
INS 1Y 2%FBS TG 4L DMEM 1% 75 3L 15 3% 16 hi'S,
BTSRRI, SR P M SRl ok 0 e )
o0 A A =, DA S L 2 B R R
FL A 25 W ik, VTR AL A W T AR A T A
PERE R B
1.3.4  C2CI2-IR 4 MO A7 15 AR ke xh Bk &
WY C2C12 HLULARME A 1x10* A~/FL Y 25 FE $5 i
96 LA, 1 4 JfL 73 Ak A LA 4L J5 48 5% 2%FBS
FIJCEY £ DMEM 15 38 355 55 12 h, SR )5 F & A W)
e MIC -1 (0,0.5,1,2,4,8,16 wmol/L), 100
nmol/L. INS #1 0.5 mmol/L. PA f¥) 2%FBS JG iy £1.
DMEM R 5L 52400 16 h, #& b3, HEfLIMA
100 WL 9 0.5 mg/mL MTT §J35 973 4 h, FLH;
FeHE LA 100 WL DMSO, 7E 492 nm i K &b
D WA, 53 A M A7 1 %
1.3.5  C2C12-TR 4 jitd %5 25 B 08 AE BEAG I XF
BRI C2C12 BLLAN B LA 1x10% AN/L 10 %
FEHER 96 FLAR , 17 240 M 4k S LS Al B )5, e 5



34 hoE B

M

2023 455 1 #

2%FBS W) T 4T DMEM Y532 34555 12 h, #% ik
Jr i 2 A BRI 16 h, BT R A 2 b A Ak
it 30k 00 a0 S, A U 2 L R A S i, O
A 30 2 4 VS R
1.3.6  C2C12-TR ZH A A e & sk il R X %50 2E
KW C2C12 LA L 5x10° /N/10L 1 25 5 422
FiF 5 mm BEFEIL, 15400 5310 0 U 4 it s, e
5 29%FBS ()L 2T DMEM 55 38 2215 3% 12 h, &
Ja i & S TRl e B MIC-1 (0,2,4,8 wmol/L) 100
nmol/L. INS 1 0.5 mmol/l. PA 1Y) 2% FBS JC i £1.
DMEM 35 F85E 55 55 40 16 h, B4 3 8 E &
B 3W, 425 16 h 5 WS LA, FH Wk e £k 22
PRVE Y 2 Wk, A AT S 4% BCA 360 8 1 &
e, I FH B 1 AL 92 000 2 45 2L 40 A PN B I o
HRA S (1) THE VR B 5 ik

Hﬂﬁﬁ@%(mg/mg prO)Z(ﬁélﬁl oD {H /%5 #E
0D 18 )x0.01x10+1.1 (1)
1.3.7 C2C12-IR 4 g MDA NO % & &% GSH i
JIRI R B KR C2C12 BULAE L 5x
10° AN/IIL A4 28 FE 3 AP T 5 mm 55 35 AP | 15 40 g 43
A NEMME, & 2%FBS () G 21 DMEM
KGRI % 12 h, 4% 1.3.6 170945 25 )7 X 4k B 41
M, A3 ANER,HEE 3K, 25 16h J5,1K
LA, PSR Eh 22 whyl e 4% 2 WK, AL 50 3%
J5 ¥ BCA 35l & & 1 & & MDA NO & & J
GSH 11 7 1y I 422 B 791 & 10 BH 5 454
1.3.8  C2CI12-IR 408 PI3K/AKT i % H 56 & A
FIRREI T BCE R IIR C2C12 B LA L
5x10° /AL R T 5 mm 85 3R 0L 75 40 i
SHAC RV A IS 7% 2%FBS 9 G E 21 DMEM
REFRILREFE 12 h, % 1.3.6 17 A9 25 25 7 A Ak # 40
M, A 3AER,EE 3K, 525 16h 5, H
PV 1 PBS FE VR4 A, B MLANA 100 WL 2 1 5 ¢
iR, 7E UK [ 2467 30 min, KR40 M E) R 0CEE T 1.5
mL B0 H 12 000xg,4 CES L 10 min, BUE A
JT b8 W, BCA 3050 & AR 5t 9 35 1 VR 2 2
K RE EH G 4 CHOROE —dt, Wik E —
o1 h, @A, E i Image J 42047 8 AR
T, A R IR T IR KT
1.4 HESIT

56 £ B 4 Graphpad  prism Image] 45 %X

PFHERT 3 BT Beal , 45 0 b 14 DL F ¥ B b 227
Fon, LA HBOR LR R O 2290, % 30K P<
0.05,** /K P<0.01,*** £/’ P<0.001,

2 #ERERH
2.1 C2C12-IR MR BRI pY 32 51

T WIRE C2C12-1R BRI a7 i, R
] 9 £ 9 PA (0.25,0.5,0.75 mmol/L I 100 nmol/L
INS JE[EAbBE C2C12 LA AHA 16 h, I L) % B
THFE R IR bR o G5 R WA 1 s, 5 B2 AH
L INS 21 5 % B 9 #6 12 2 3 1 (P<0.01); 5
INS ZH M e, AN T 75 B PA 20 4 28 i I FE 2 B 3%
R AL (P<0.001) , L7 25 4 1 #€ 5 D\ INS 41119 8.07
mmol/L 73 5 B A ] 4.75 mmol/L. (P<0.001),2.87
mmol/L(P<0.001),3.82 mmol/L(P<0.001), #5H%
B1,0.5 mmol/L iy PA 551 C2C12 2 U JiE &5 = 4%
YU B o, N EEPE 0.5 mmol/L ) PA 1E M
C2C12 LN 16 h 1 M fe R A 214,
2.2 MIC-1 3t C2C12-IR M 7FiE X B 820

ST MIC-1 %} C2C12-IR 40 A7 35 R 1) 52
W, A TRk E B9 MIC -1 (0,0.5,1,2,4,8,16
pwmol/L) 4b ¥ C2C12-1R 40l 16 h, #XJ5 >k H MTT
TR A AR R SR 2 s S0 RE A A
Fb INS 39 7 4 A7 225 5 INS dAH [, PA
WEREAL T MM NG %, SRS C2C12-1R 4
A, MIC—1 XF C2C12-TR 40 MO () 77 35 R % A 5
Wi, 5 SR MIC-1 %F C2C12-IR 41 i % A &
P
2.3 MIC-1 %t C2C12-IR A E A HEEEEW
B

ST Wl MIC-1 J2& 7 B oA oot i & 2 48t
B 18, R TR e R MIC-1(0,0.5,1,2,4,8,16
mol/L)4b # C2C12-IR 4 /il 16 h, >R FH 75 % B 421k
Pl ok G 00 2 B A B 5 R AN IR 3 BToR AR
ZHRH LE INS S 25 38 i AL AS" &40 s 6 28 4 3 #E i (P<
0.001); 5 INS 20 ,C2C12-TR £H 4 %5 4 1 k€
i BRI (P<0.001) s 4R 1 5 C2C12-1R 4AH I,
MIC-1 2 71 A 114 75 =X 5 3 18 C2C12-1R 4
JE 7 2 R T AR, HL A AT FE & L C2C12-1R
20 ) 4.48 mmol/L 43 5 ¥4 i 2] 6.33 mmol/L
(P<0.001),6.47 mmol/L. (P<0.001),7.05 mmol/L
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(P<0.001),9.43 mmol/L(P<0.001), LI |45 5% W
MIC-1 HA M IR FEH],
2.4 MIC-1 ¥} C2C12-IR AR TR & B2
i T B MIC-1 /& 75 figfid i C2C12-1R 40 i
XA B AEBE 1, G X C2C12-TR 40 A J &
St 100 S A R TR B LR L, AnIEl 4 TR S
X HEZH AH LE  INS S 2538 1 JULAS 200 BB D % o
(P<0.001) ;5 INS 2140 Lt ,C2C12-1R 21 0% i 5

N
=)
d

7 W R =
mmol - ™!

Glucose consumption/

INS (100 nmol/L) - + +
PA (mmol/L) - - 0.25 0.5 0.75

X IR . P<0.001; 5 INS 41 . P<0.001,
B 1 AERE PAX C2C12 ALE 4 A
HERERENTN
Fig.1 Effects of different concentrations of PA

on glucose consumption of C2C12 myotube cells

?5 15
i ‘%
® N &8&8
wz? "
A~ g8 =
% 8 é = sa &8s 8&&
E g
=
=
€
ol
INS (100 nmol/L) - + + + + + + + +
PA (0.5 mmol/L) - -+ + o+ o+ o+ o+ o+
MIC-1 (umol/L) - - - 051 2 4 8 16

W S X IR #HE. P<0.001 ;5 INS 41, *##%. P<0.001;
5 C2C12-1R 4 1L, &&. P<0.01,&&&. P<0.001,
B3 MIC-13f C2C12-IR A & # H s EMH M
Fig.3 Effect of MIC-1 on glucose consumption
in C2C12-IR cells

2.5 MIC-1 3t C2C12-IR 4B E 4 5 35 B 220
wE s Fros, 5XFRAUH H L INS X C2C12 AL
0L MDA 7K \NO /K F-F1 GSH i 11 %A %
M, 5 INS 24 e, C2C12-1R 41 MDA /K F (P<
0.01) 1 NO 7K (P<0.05) 2. % T , GSH 7 11 (P<
0.05) % & T M, 2B C2C12-TR 40 g & Ak 1 5 3
5, SRS C2C12-1R 4LAH b, MIC—1 DL & 4t

I AR (P<0.01) 5 SR T, FAS ] ¢ 52 f) MIC—1
(2,4,8 wmol/L) 4t 3 C2CI12-IR 4/ 16 h )5,
C2CI12-IR Z0 M J5L 2 ik S 5 0 , LR AT WS Y
F AR, BRS8N C2C12-1R 4119 0.089
mg/mg pro 7353 N F] 0.094 mg/mg pro(P<0.05),
0.109 mg/mg pro(P<0.001),0.14 mg/mg pro(P<
0.001), 455 H], MIC-1 Wi b fie BE B 5L A il 3
1 C2C12—TR 20 i Xof 4 46 Wl 1) B IBCRI I

150
1N
=
i)
# =
o —
£
=z
= @
\N\_‘
©
o
0!
INS (100nmoVL) -+ + + 4+ o+ o+ o+ o+
PA (0.5 mmol/L) - -+ 4+ o+ o+ o+ O+ o+
MIC-1 (qgmolLy - = - 05 1 2 4 16

W SR #HHE. P<0.001 ;5 INS 41 H , ##%. P<0.001

B2 AEKER MIC-13 C2C12-IR HiEFiE XM
Fig.2 Effects of different concentrations of MIC-1
on the survival rate of C2C12-IR cells

0.20,
0.15

b

0.10

mg-mg” pro

0.05

Bl R
Glycogen content/

0.00
INS (100 nmoV/L) - + + + + +
PA (0.5 mmol/L)
MIC-1 (umolL)  ~ - - 2 4 8

0 BALLL . P<0.001; 15 INS 411L , **. P<0.01;
15 C2C12-TR 411t ,&. P<0.05,&&&. P<0.001,
4 MIC-1 3 C2C12-IR M #E R & B K #0m
Fig4 Effect of MIC-1 on C2CI2-IR cells

glycogen content

(1) 77 0 0 BRI T 408 MDA AT NO ZKF, H 24
MIC -1 5] & & 8 pwmol/L Bf ,C2C12-IR 40 il (1)
MDA 7KF- M 2.13 nmol/mg pro F&AK E] 0.63 nmol/
mg pro (P<0.01),NO 7KF- M 1.08 pmol/L [ 1% 5]
0.19 wmol/L. (P<0.05),GSH 1% /1 M\ 0.14 wmol/mg
pro H4 N E] 0.24 wmol/mg pro(P<0.05), 45 %M
MIC-1 BEX3E IR B4 Ak 47 .
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|5 w2 = 02
EE, T2 o € §
= E % 2 o
a = )
= o 0.0 O oo
INS (100 nmol/L) - + + + + + INS (100 nmol/L) - + + + + + INS (100 nmol/L.) - + + + + +
PA (0.5 mmol/l) - - + + + + PA (0.5 mmol/L) - - + + + + PA (0.5 mmol/L) . - + * * +
MICT (umoll)  * = 2 4 8 MIC-1 (imol/L) 4 8 MIC-1 (molL)  * - - 2 4
(a)MDA 5 # (b)NO %4 (c)GSH & 7

.5 INS 4l ik, *. P<0.05,**P. <0.01;5 C2C12-IR 41 1t,&. P<0.05,&&. P<0.01,&&&. P<0.001,

5 MIC-1 3t C2C12-IR 4 i & 4k Bz i B9 52 i
Fig.5 Effect of MIC-1 on oxidative stress of C2CI12-IR cells

2.6 MIC-1 xf C2C12-IR 4 ff1 PIBK/AKT 15 &
WEEEXEARIEKENZM

mE 6 firn, 5 INS 44 ,C2C12-IR 41
PDK1 (P<0.05) .p—AKT (P<0.001) F1 GLUT4 (P<
0.05) & 1 Rk K | BEAL; 4R T 5 C2C12-1R
AR EE ,MIC=1 &4 8 wmol/L B, &3 fin T

PDK1

PDK1 (P<0.05) .p—AKT (P<0.05) #l GLUT4 (P<
0.05) i H &Ik K P 45 /& W] MIC-1 Xf IR 19
M T RE S 40 AKT 25 1 B R 1L R 5 5%
JF H MIC-1 38 i3 {2 UF GLUT4 Ay 2 3k 41 i 40 ity X
FE A HE G R DT 8RR 1t %

— . —— —

P-AKT

— — — — — — —

W R - -
CLUTY s s S Sy S S’

p-Tubulin S
INS (100 nmol/L) - + + + + +
+ + + +

PA (0.5 mmol/L)
MIC-1 (umol/L)

2 4 8

(a)PDK1 .p—AKT GLUT4 fy L Ik [

=
1
T
& =
& i
=
4
-
=
3
=
INS (100 nmolL) - + + + + + INS (100 nmolL) -
PA (0.5 mmol/L) - N + ™ + + PA (0.5 mmol/L)
MIC-1 (MmolL)  ~ = * 2 4 8 MIC-1 (Hmol/L)

14 15
+ =
E wx
15
= i 3 S &
293 19
u¥ g s
-4
£ 3 0.5
-
'/ Z
£ o0
+ + + INS (100 nmoVl/L) - + + + + +
+ . + PA (0.5 mmol/L) - ® + + + +
2 MIC1 (umolL)  * - = 2 4 8

(d)GLUT4 f A X 2 3%

(b)PDK1 YA X} ik 5

(c)p—AKT RYARXT ik

5 INS 4LE % P <0.05, %% P<0.001;5 C2C12-1R 411, &. P<0.05,
B 6 MIC-13f C2C12-IR 4 PIBK/AKT =SB EHEX BB RIZKFEHZ M

Fig.6  Effects of MIC-1 on the expression of PI3K/AKT signaling pathway related proteins in C2C12-IR cells

WGP, AE W% 1SN HepG2 40 i ) %4 1 1) 18 #E
B PO BB B IR Y S R R
AT WAV R R Bl TR , 470 ) 05 3R IR, ol o e

3 itip
BIF 5 5 BUBROA 25358 57 19 $2 B S /s i AN [
WML 1. DE55 552 LA o 2 B LA g
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S DI RE R VE FH o Ndong 45U B 5% K IR PRI K BR
ORI 2K I B o B AR, 2 B i ]
DA oA 1 2 W T o, () B A R IR B, RO KR S
PEWCH AT — 2 0 I IR DR, AE B R %) BT A
IRYT 7 I EA B RBEFEE 12 SR R B
R MR BIF 5 359 LIRS0 Sk SRR R, B I I AR 1 0
PER AT AE

WF5E & B a2 S5 5UIR G 1) BROAR AT 42 B i
AT AL INOS T NQOT 253 R 3k, il & 15
U A D TS TR S AR T D R A
FE R 2% 38 RGNt AU A I R 2R K VR Y, DO
i A o A5 1 R B R R Y B OR Mk 4R
(& 19~3% 5B SR BR ) AT i 2 B AT G W 4 5+
Az R FE R A AT AR AR A 1 K, R
AR GENT T BRA S B 5 e A 5 A A B A P
T, DA S SR HUN = 4 MIC-1 Ry il 4
B, # 57 C2C12-1R A | B A MIC-1 )
il ST 7 K A i B R AP AR T, O HLHAEH]
ML ] fig 5 PIBK/AKT {5538 A 5%

T2DM J& — Fl 5 &5 1% AH 5C i &2 22 AR 2
BLAE DGRBS, R IR 2 S5 B R iR 7 AR R
PEA MR EA RS, FE A A
F(0*) F H M (OH) AL A (H0,) . — &
LA (NO™) i S AL WA 2 55 (ONOO~) 4, iF 1 7E
AN [ % R AR ) 8 e LA 47, 5 | e A 1z 9
F R SR AR N SRS 1 R S PR RRAE O R A
(Reactive oxygen species, ROS) 7K -1 F+ & ,ROS
b2 B U, R 5 BRI MDA J& ROS & E i
SR BN A B R sk AR, KO AR
AT DL 2 S AL 32 ROS Mg oy A 7 B o 55 LA J%
AALIKOF 1 B AR, A8 A 2 1 A0 N L EE A
MDA & &2 n] DL B 42 I WAL g 5 3 441k 3 5 A
58 % GSH 5 SOD A LA 7 MUK B T Ak 5 5
4 02 2 W D Bk 17 SO O 1 2 AR A, R R
FH T PEA HLAAR 1 S A B IR S, R AR5
MIC—1 REFEAR 4 ALY MDA NO 14 & &, [F) i 42 v
GSH My 1, #55R£ 0 MIC-1 BB IR 1Y & 1k
i,

IR 2 2 BUBH PRI B9 £ ZARAE, REHMIR &
A= TE I IE i WUAN R U 2 20 )-8 LS £ 5%
Gk AN S S N e R A S T i i | i ok

2 WH T AR B I S B I SR B AR bR, LRSI = L
PR rPoRE R — A g AR S, — o B R T B
DA IR A A0 L . AR BIESE LA C2C12 WILAS 40 B A
A FHCPUBE R R T MIC-1 2035 R 5 R KT
FIFE R, N4 9E MIC—1 RO RFEBEVE T . 98 & 30
MIC—1 LA AR 14 7 =34 i C2C12-1R 40 Y
WA BN AR R . JF H MIC-1 4bH C2C12-1R 40/
Ji % W20 MR DB B R, Rk T MIC-1 i i
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Abstract Objective: A C2C12 myotube cell insulin resistance (C2C12-IR) model was established to explore the effect
of isothiocyanate extracted from Moringa oleifera (MIC-1) on C2C12 myotube cell insulin resistance. Methods: Palmitic
acid (PA) was used to induce C2C12 myotube cells to establish a stable C2C12-IR model, and the cells were treated
with different concentrations of MIC-1 (0, 2, 4, 8, 16 pwmol/L) for 16 h. The cell viability of C2C12-IR cells was de-
tected by MTT assay, and the effect of MIC-1 on glucose metabolism of C2C12-IR cells was observed. Cellular oxidative
damage [nitric oxide (NO), malondialdehyde (MDA) and glutathione peroxidase (GSH)| were tested. The expression lev-
els of related proteins in the phosphatidylinositol 3—kinase (PI3K)/protein kinase B (AKT) signaling pathway were de-
tected by using Western blot assay. Results: The optimal modeling conditions for the C2C12-IR model were determined,
that is, C2CI12 myotube cells were treated with 0.5 mmol/LL. PA for 16 h. Compared with the C2CI12-IR group, MIC-1
significantly increased the glucose consumption and glycogen content of C2C12-IR cells in a dose-dependent manner.
MIC-1 significantly decreased the level of MDA and NO, and significantly increased the level of GSH in C2C12-IR
cells. In addition, MIC-1 significantly increased the expression levels of phosphoinositide ~dependent protein kinase —1
(PDK1), p-AKT, and glucose transporter 4 (GLUT4). Conclusion: MIC—1 improves insulin resistance by inhibiting ox-
idative stress.

Keywords Moringa oleifera isothiocyanate; C2C12 cells; insulin resistance; oxidative stress; insulin signaling pathway



