2B T AT BN R 0 B KR BV IRTP1E R
e, TR, FHHh, =, HLok, BRI aMioERGMERRIRER), ¥t 44 318000]
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BF R4, BA4F 25, 50, 100 mgkg ' FFH L, H4 15 2, RBAN SR RTHEGLSE TR, RARR &G
T KRS B A AL RS, 3R R A G LA R B R o AT IR SR FHE 240 )5,
M AU LRI 2 Rk RAT L K48 R AT R B, A K AL S8 )5 8 S b R B Sk o 05 I 47, ELISA BAbm &
20 B 1A I 44 P 69 8 B AL B AL ER(SOD) . A —BE(MDA). $LER L ABE(LDH). @ 4A-% 1B(IL-1B). @ A-% 6(IL-6).
MEFRTEF o(TNF-a)#9 45, 5R SR MM, £F 50, 100 mgkg ' F FFH TG, KA EA/H LR, 42
I B AR F 5 B EAR(P<0.01), SRR BT 2 AR F B LR mERERERY, HhFETimasf SOD 4%
2 #9F%(P<0.01), MDA, LDH. IL-1B. IL-6 ¥A% TNF-a &% 24&(P<0.01); %F 25 mgke'FFH 1B, KA
Se kA B KM 4m o4k % . LDH.IL-1B.IL-6 A& TNF-0 4% 5 A A 4 bk £ f+ L4t 5 & L, SOD 4% 2 %(P<0.05),
MDA 4% 8 B EAK(P<0.05), Z5if F FFTAEMF AN S 7 K F @ L IEx T b fo B E K R AR AER

EEIE: FEFA; REhFiEE; RAEHR; KEAR

FESES: R285.5 XRKARARS: A NEHRS: 1007-7693(2020)15-1830-05
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Protective Effects of Arctigenin on Rats with Cerebral Ischemia Reperfusion

XU Shanshan, WANG Wenjie, ZHANG Lingling, HE Ren, XU Hongyan, CHEN Saizhen'[Taizhou Central
Hospital (Taizhou University Hospital), Taizhou 318000, China]

ABSTRACT: OBJECTIVE To study the protective effect of arctigenin on rats with cerebral ischemia reperfusion.
METHODS Ninety SD rats were randomly divided into 6 groups: blank control group, sham operation group, model group,
and arctigenin groups(25, 50 and 100 mg-kg™); 15 rats in each group, and different medication intervention were given
according to the groups. An improved line-bolt method was used to establish a rat cerebral ischemia-reperfusion model, after the
rats’ model established successfully, the survival condition and nerve function defect score of the rats were evaluated. After 24 h of
cerebral ischemia-reperfusion, two rats were randomly selected and sacrificed for pathological examination of their brain tissue, the
ischemic penumbra of the rest rats was stripped off and the levels of SOD, MDA, LDH, IL-1p, IL-6 and TNF-a were detected.
RESULTS Compared with the model group, the survival condition of the rats was better and the scores of nerve function defect
were significantly lower after intervened with 50, 100 mg-kg™' of arctigenin(P<0.01), the number of inflammatory cells around the
infarct were significantly decreased, the level of SOD in ischemic penumbra were significantly increased(P<0.01), while the levels
of MDA, LDH, IL-1B, IL-6 and TNF-a were significantly decreased. After administration of 25 mg-kg™! arctigenin, the number of
inflammatory cells around the infarct and the levels of LDH, IL-1pB, IL-6, TNF-o were not statistically different from those in the
model group, the level of SOD increased significantly(P<0.05), and the levels of MDA was decreased significantly(P<0.05).
CONCLUSION  Arctigenin can protect cerebral ischemia reperfusion rats through anti-oxidation and anti-inflammatory effects.
KEYWORDS: arctigenin; cerebral ischemia reperfusion; oxidative stress; inflammatory reaction
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HE R EEHUR, B R T AR 3R 0 S
FE AR LE] i JCR ARG, R A58 BT &
FPTEAAL 2 AST7 TS A8 25 T 50 % I R i 73 1
KRR ER
1 XE5RF
1.1 3

SD K 90 H, SPF %, @, i (300+20)g,
Biy A Ao i@ Al ARG BRA R, SEE sy A e
AJHES . SCXK(3E)2012-0001, DA K UL )l i
F%, HBROK, 12h BRI, KEIWAJS#E SPF
B B I N R SE 1E
1.2 R 5ER

FEF(HMBERPYKFHRAR, #t5:
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TGRS, PEHIHTIT . SR E A
il 25 7 vA S ISR, R R R A vk R B 1K
fif 35+ . H R CBRAEHUT B AR B 2B >T5% 1)
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Waters-Cs A, Ak 30 'C, Rt N LHE-/K
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(37 = 63), KKKy 283 nm] 46 H4l i =98%.,
ALY AL BF(SOD, #ik% : 100 45/96 ¥ b5 .
20180511). PN (MDA, #iA%: 100 45/96 #f;
fit5: 20180517). FLERMLABFH(LDH, #A%: 100
/48 ¥E; LS. 20180517). AR 1B(IL-1p, #K
F: 96T; 5 20180523). FASEK 4(IL-4, k.
96T; L5 : 20180509)FIIRIIRFEH F a( TNF-ar)
K7 & kS . 96T; L5 20180521)1I H
L E A RAFL,

UV8500 RIEEAM BT H( i R 2R 1
FHAMRAT); FC AIEGIRY(FEER ®); DKZ-2 #fH
HBAKEIRG 28 (LIRS 2 LR A ABRAA);
Waters 2695 AU = OB AH G35 (-1 Waters A FR
A
2 HE
2.1 4

BEALKE 90 HAR R4 has A IR AT AR 4 .
BERIZH AN 25, 50, 100 mg-kg ' 2F25 17 040 6 4.,
A BE T T FAR N R G 25 T30 X 25 IR RERA
s A LRSS A 2 K B 18 453 4 [ 5] o A 2 3
#hok, #EHEN 0.0l mL-g™, HEEHEF 425 2 .
a1 KRG 25T TG R R G vk X A A 2 DA
KA T R BT AL, B RS H BRI
GRAETIR SR, RHIETF AR R FRUCR AR IRy XA 7
FAR, HHALWIHANRECH 0.5~1 cm, A%}
R B3 ol S Jo P P A B
2.2 ML YIRESIPE o

FREDE 240 J5, S8 5 6l 2T R B 7
W bR 25 2 K FREEA T 4l 2 D RE BB P40 1), 4
PRdfE: 0 - RICHTCREWR; 1 4 RINRESE 2
SHURTI 2 43 B R [ HEE E 5 3 4333k n]
XHueE ; 4 R IABEA LITE, Bk,
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AR N AT IR B
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F B i DX IR AL IR O R I 2 20, i e k)
SRME R 2 mm IR R Z, BT 2 mL
BAEE T, —80 CARAFLARFRLIN o 25 1% R L A
TFE AR BURF X6 17 354 8 i 2L 2R A T 48 A A 0
HABEYLE 8 HAKRMAL, RHAAA
PEVEAGI 25 20 K UG 2H 24 SOD, MDA, LDH,
ELISA JEK I fKiZH 41+ TNF-a, IL-1p, IL-6 H97
i, BRI IR S BOAR S U A B, X gk R
HATGE 53T -
2.5 Stk
BAESIR A X £ 5 7R, FH SPSS 16.0 # %}
)2 F TR R I 200, P<0.05 RIHES
Aot E X,
3 %R
3.1 RE RS
3.0 AEfFEN SRS, UESHREDE 24 h ]
KEWEAEN, PR RRIET 5 H,
25 mg-kg M EFH LT 4 H, 50 mg-kg ! il
100 mg-kg '3 ouH 4501 2 Ho S XTI
FRFARAKRBENERARL, HRKREA
A OGEE, BRI 25 mg-kg RS ICA K R
Wb, B IO, 50, 100 mg-kg™!
A= FEAF JOAL K RS s X g/, (HTE 3l R W I o
TR,
3.1.2 MADIREEEAY  PRER 24 h 5, &4
KB ETI BB T Gt a5 R R 1, 4588
N, 52 PR IRA AR TR A, HAth 4 R
S T RE R0 P43 1 35 T (P<0.01), R
RIS ; SRV AHLE, 45T 50, 100 mg-kg™
AFEFILT IR, KEAZDIRE BT B R
flk(P<0.01), 45T 25 mg-kg FEH 0T, K
ST RE B P4 I C I B A 1k

R1 FEHRTTHELAARWEH KR TN (XLs)
Tab. 1 Neurological deficit score of rats in each group after
burdock glycoside intervention(x % s)

4 n B2 SRS
25 X R 15 0.00+0.00
BFAH 15 0.00+0.00
R 10 2.78+0.6612)
25 mg-kg 434 LA 11 2.57+0.7812)
50 mg-kg 4 3E T4 13 1.59+0.5212%
100 mg-kg 4= 351 JLAH 13 1.43+0.48123)

3.2 ARZEAT IONT NG i PR AR K U 2 21
FRAF AL B 52

25 0 IR ST AR LR U4 2K WL 58 5
A5E Y 28 K BRUAG 41 2 DAL e i P Y AL PR BE L B Ry 3
B RS, AT LR R R AR 25 mg-kg™!
A 35T U2 K U 2 21 S5 RS2 K RO A f
XH], 50, 100 mg-kg 4 3E1 Jodl K BG4 LU
FUAE XS e WA PR Ge, (H SRR A L,
T P 3 25 A8 2 H A A L ) T R R I R ek A
B K U ZH 2L B 25 R LR 1

o T

25 1 0 B

R

B FAL -

25 mg-kg éﬂ 50 mg-kg 4351 /E 100 mg-kg 42404

B 1 &2 A U ok i o 4 S0 2 B (HE, 200%)
Fig. 1 Pathological map of penumbra tissue of rats with
cerebral ischemia in each group(HE, 200x)

3.3 RSO Mk PR BT A E R

525 [ B AR F AR 4L A L, HoAb s 41k
Bl I 2 s 5 k241 LDH 5 MDA &+ i & TF
F(P<0.01), SOD i ¥ FRE(P<0.01); S
HAME, 50, 100 mg-kg 43 oL K Rk 2
G2l LDH 5 MDA & it i 3 BRIk (P<
0.01), SOD &&= (P<0.01), 25 mgkg'4
FE TR R SOD & i i3 T =1 1 MDA 7 i B 3%
FAK(P<0.05), LDH S #2557, 45003 2,

®2 FEFHUTHUEG MR E AL T LDH, SOD,
MDA 4 &(x*s, n=8)

Tab. 2 Content of LDH, SOD, MDA in brain tissue of
ischemic penumbra after treatment with burdock glycoside
(xts,n=8)

g LDH/ SOD/ MDA/
Umg!prot Umg!prot U-mg!prot
25 A% IR 17.4+1.2 112.145.1 40.243 .4
BFERA 16.8+2.3 109.1%7.5 40.144.2
R 42144392 36.9+53D2  99.7+6.512)
25 mg-kg MEBETT T4l 40.8£5.5D9 44,947,199 89 5+8.1D93)

50 mg-kg RS IEAL 25.1£3.1999  78.3+9.410D4  60.2+4.4129
100 mg-kg 4 3EHIT4]  19.9£4.0099  89.6+£5.7999  56.3+4.5099

T S AX B, DP<0.01; SEFARANLE, YP<0.01; S
R L, YP<0.01,

Note: Compared with blank control group, "P<0.01; compared with sham
operation group, ?P<0.01; compared with model group, ¥P<0.01.

- 1832 - Chin J Mod Appl Pharm, 2020 August, Vol.37 No.15

T HAa PR AL, DP<0.01; SRFARLILE, 2P<0.01; HHL
BILH LL#E, DP<0.05, YP<0.01,

Note: Compared with blank control group, "P<0.01; compared with sham
operation group, 2P<0.01; compared with model group, ¥P<0.05, ¥P<0.01.
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3.4 AR BT T ik R P AR AR KRR T R
YEH

Loz (e A AR F ARG, HAbS 4R
SRR I T i 2 40 IL-1B8 L IL-6 LA 2 TNF-a
R TR @E<0.01); SHEBALE, 50,
100 mg-kg "4 25 11 J0 4 K BRI 1~ I 45 figi 2H 22
IL-1B. IL-6. TNF-a &t W] B FEfK(P<0.01), 47T
25 mg-kg 'S I0 AR AR SE 5 AR I T I B 2k
e, RN 3,

T3 FEHUT UG MR AR P IL-18. 1L-6.
TNF-a #74 €(X s, n=8)

Tab.3 Content of IL-1B, IL-6 and TNF-o in ischemic
penumbra brain tissue after burdock glycoside intervention
(xts,n=g)

IL-1p/ IL-6/ TNF-o/
41 ) o 5
U-mg™! prot U-mg™! prot U-mg™! prot
2 XTIRAL 280.02439.11 160.02+19.12 301.18434.43
BRFARA  303.22441.12 159.14+30.22 311.01+40.17
FETRIZH 889.21+104.22DY  318.34+70.54D2  785.23+98.44D2)
3ETF Tl

25mg-kg!  876.05£91.07"2 312.44+69.6492  778.21£79.51V2
50 mg-kg™!  532.14178.24123  245.12+43.91DY3 564.21+61.19D23

100 mg-kg™! 465.14+67.38DY%  214.38+37.24DY3 464.72+40.07Y23)
I HaEpxRALE, YP<0.01; S5BFARLA LK, PP<0.01; S
B e, YP<0.01,

Note: Compared with blank control group, 'P<0.01; compared with sham
operation group, ?P<0.01; compared with model group, ¥P<0.01.

4 g
HTEEEE. MBERRU R EEBIR, ik
FEAE 28 32 2 I il A o8 B 01 v BE E A, i
e L P S A7 A G I G I 1) o B A
PEAIFE, 7 v M ot P 4 — LR A I R
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R EB 4SS u R L FE A IE Y2
—, AT R4 3T O RE A 2 R B i 4540 10 1
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REBL PE 3 M BREE Sk L 45T 50, 100 mg-kg™!
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FUAH B F RS ; LDH 2 b i 455290 s i
2 AU e R — U214 AR gE R B
o 7 PR 2 3% T T Rtk 2 B 10 I B el i 2 2
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TOCHAPUEAIER, ReIM I 4 A 2R 4,
AT (R4 i Bt i FE-VRE 3 3 s P kg 163473

EFEOT, UM S S AR 2
Mrfy, YIGENFEES, B RS
H & NIEMST AL R A IERREE S, R SOD
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ik Z, g1 kNGB A LB AR, 1 A
15— ZR N RAE RN, T 9 HE S50 A2 i e 1 35 FER
AR HLA A, R XU JRURS: PR 2R R fiok 2 A
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ARHFGE B L R Y A 35 T O RE B R I G
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3 W 45 35 17 0 B8 38 2k 40 1] e 1t > 5 A g 4 2 rp
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