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Effect of MCI-186 against oxidative damage and antiapoptosis in a rat model of diabetic encephalopathy
Wang Xuan
( Department of Neurology, the First Affiliated Hospital of Jiamusi University, Heilongjiang, Jiamusi 154003 )

[Abstract] Objective To explore the effect of MCI-186 on antioxidant damage and antiapoptosis in MCI. Methods Male SD rats were

randomly divided into four groups: MCI-186, b, MCI-186, blank control and normal control, DE model construction for
MCI-186-scrambled and blank control rats. Thereafter, MCI-186 ( 2.5 mg / kg ) and rats in the blank and normal control groups
were routinely bred for a two-week period. After that, all rat plasma was removed and tested for the activity of casaminase-3
( Caspase-3 ) and B-cell lymphoma-2 ( Bal-2 ), superoxygen dismutase enzyme ( SOD ) activity, glutathione ( GSH ) and lipid
oxidation ( MDA ) . Results After the course of treatment, Compared to the normal control rats, A significant increase in
Caspase-3 expression in the blank control group, The decreased expression of Bal-2, SOD activity, Significant decrease in GSH
and MDA levels, The degree of oxidative damage and apoptosis was higher than that of normal control rats; After the
interference with MCI-186, Rising expression of Caspase-3 and Bal-2 in rats, The decrease in SOD activity, GSH ascent,
MDA slide in standards, And with the increasing concentration of MCI-186 by injection, The degree of rise / decline of the
above indicators increases, The degree of oxidative damage and apoptosis decreased compared with the blank control rats.
Conclusion The free radical scavenger MCI-186 can effectively remove reactive oxygen species and reduce the level of

oxidative damage in DE model rats.
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AL T A8 A A P E AR A R A FIASE 40 HAE SD it
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DNA i BAbRMH & (FEE I /RBHE AR ), Bal-2.
caspase-3 A7 & (L DA YRHARAF ). MDA
Keliatinl & . GSH AR & LA BB S /L ¥ (SOD ) 7
PERIAR & (B a KA ARFBRAF ).

1.2 Jjik

1.2.1 #9% DE K RAR R

HeX MCI-186 T4 (a. b) 41f=s Fx} AL Rt
TTRBEIRVER R, 12 R LRI 8 . 22 5 Xt 4L K B4t STZ,
WRIE N 50 mg/kgo WS —JEG, A RKEBIE—# (£98h)
IR, 5 BB = 15 mmol/L, JIZE W] DE A7 s,

1.2.2 RRIHK R

MCI-186 4 : fifi F/E BEERACK MCI-186 ik Wk %0 1
mg/mL FFESTR, FHHFEPHRR, T a HRBREFRE R 6
mg/kg, T b HREUESHEEE R 10 mg/kg, TN 2 w,
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(DCaspase=3 TE MR :  FHI 5] &5 v 14 240 22 W
AAFRK BRI , VK EIFE 30 434h. i gL A E
KIS YU SE M M Y, caspase=3 AT LI AL K )
Ac-DEVD-pNA 7= A B0 [ pNA o e Je fift FF Al (500 52
415nm A I E A LIS H caspase—3 it

@Bal-2 FE /KR : ZEFLHIA 100 p L REUMIE,
37°CHEIEATIFE 90 min JSEIHFLATA, A 100 w1
WA TR, BT 37°CHE 60 min FHIHHFLAWT
K, ¥EBR 3K A 100 L HRP 4559 TAER, 37°C
JFE 30 min, FEAEERAWIA, VERR 5 G RALIMA 90 L

VIR, 37°CIFE 15 min 2475 BFLINA 50 wL 200,
it P B RRSCI RE 450 nm KIS

1.2.5 PR B E AR5 AR O PTG

DSOD A : KB K BRUM K AE 4 CHBE T LA
600 x g 5B 10 2805, FHA B KIS Y ke L Vs PR
HRFINIRES o 22 Je 4 B B A U I A Z 96 FLAR
78 37 CHABE T RGFEIR 20 min, i FEGHRGIE 450 nm &b
WG EEAE 5 3 4541 SOD g 77

QGSH AN A5 SO I I3 A S AR 3] —
4°C, 8000 x g 0> 10 min, $f LIERAFRE HICET 4
CHRM, ZJFEL 20 W LA, 140 w1 A1 40 pLik
FI=IRA), WHEEE 2 min 5, MHEARGNE 412 nm 4t
WG R (5 AR A ol ARG 1 4 20 GSH MR

GMDA ZKFAGI « 45K BT 5 MDA &0 TAE IR S)
Ji, 100°CHA 15 min, ZJE/KBRHEZHR, HEERETU
1000 xg #.0> 10 min, B 200 wL i AZR] 96 fLARH, W
Je FABGERR S RE 7E 532 nm AR ARG

13 gl Jiik

Z AR R PRI R 220007, 45 P < 0.05 1K
Bt EE X, St Graphpad Prism 9.
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2.1 Caspase-3 {&Th/KF-: W3R 3, SIiEHXRAAHLL,
75 AR IR KA LR caspase-3 76 TE AP LS, i
MCI-186 THAL S UK B L T caspase-3 1G4 .35 FEAIK
IS, JLHDE MCI-186 4T E T R K B caspase-3
PR TR BRAR S 4 (P=0.086 ).

23 Caspase—3 Jifi MK

el TEH X IR 73 X IR 2 MCI-186 T# a 2H MCI-186 T3t b 4H
oD 1 0.218 0.487 0.331 0.286
P{E —_— 0.004 0.023 0.086

2.2 Bal-2 FIAKF: N5 4, SIEFXBAMIL, 25H
Sof B 2H K BLIM 3E 0 Bal-2 VREF S E FREMIBML S, M
MCI-186 THLALEE )5 19K AR T 25 P HEAE 2 B0 T

Bal-2 ¥ & IS, JLHIE MCI-186 1SR BT =
RO R AT Bal-2 WS IE X IEAN) Bal-2 W R ONIZIT
(P=0.814 ),

# 4 Bal-2 Rk KA

G| 1E T R e =popiEl MCI-186 T3 a 4 MCI-186 13t b 41
WelE (ng/mlL) 5.166 2314 4.374 4.891
P {H — 0.004 0.633 0.814

2.3 SOD IEMEAKSE: gk s, SIEWXTRAML, 53
Xt R K B SOD TR 3G, 1 MCI-186 T4t 5
B AR Fas A BRI BT SOD 1751 B 5 FAIK )

B4, JUHSE MCI-186 JEHR T & K Y SOD &S
IEH BRI KRG SOD & AR L B 2255 (P=0.063 ),

25 SOD 1GPEKEAI

axs| TEH X IR 23 X IR 2 MCI-186 T4 a 2H MCI-186 T3t b 4H
figE 1 (U/mL) 40.537 76.342 49.633 44.342
P{H —_— 0.009 0.048 0.063

2.4 GSH K. k6, SIEWXTHRAMLEL, 25X iR
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MM RKRHBIT GSH KFBF LFAMMSE, HHE R GSH KPPk 5% (P=0.152 ),
MCI-186 JEHHR BT =AY R B GSH K5 1E# % fRZH K
# 6 GSH KM
i 1EH N R 2 =papiEl MCI-186 T3J; a 41 MCI-186 T4t b 41
WerE (mg/mL) 0.312 0.217 0.288 0.304
P 1 — 0.023 0.061 0.152
2.5 MDA /K 403k 7, SIEFXTRAMLIL, 25 AXHE VR EE SR I R B MDA 7K1 1E 0 BRZE R By MDA 7K

AR PG MDA K25 LF, 1 MCI-186 T-Htab B PR EES (P=0.241),
J& AR B /9 MDA 7KSF-BH 8 R R, JUHUE: MCI-186 5T
%£7 MDA KA

ot IR TR 25 I A ZH MCI-186 13 a 41 MCI-186 T3 b 4H
W (uM) 2221 6.742 3.643 2911
P A —_— 0.001 0.042 0.241
3 e Krgs S0, MCI-186 45, KR SOD MG R,

GSH & LFt, MDA &t FFE, 1ERH T MCI-186 BEMEA AL
FEARRBEIEH, AT HSCHR PRI 25 5 K1, MCI-186 PR DE KEUARN A 3o, FRIRARREE, Bk kit
TG, KREHETIHESEN caspase-3 T8 TR, LTS ikt &L, BHEEERER MCI-186 RERZIEAE DM KR
I Bal-2 ki B, IESCT MCI-186 BEfgA %M DE BT I TG P A S B R TR
KEJAT HCE AL, BLIERAT- &4 . St hr
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