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Study on Mechanism of Chuanxiong( Chuanxiong Rhizoma) on Nervous System Diseases

YAN Shaoho' ,LIU Xia' ,WANG Yongli',DU Yan',LU Ye*,PEI Lin’
(1. Zhangjiakou Institute of Traditional Chinese Medicine ,Zhangjiakou 075000, Hebei, China;
2. Hebei Academy of Chinese Medicine Sciences, Shijiazhuang 050000, Hebei , China)

Abstract: As a traditional medicinal material in China, Chuanxiong ( Chuanxiong Rhizoma) has a long history of medicinal
use. It can promote blood circulation, promote Qi,dispel wind,relieve pain,etc. It is a traditional Chinese medicine of promoting
blood circulation and removing blood stasis. The pathogenesis of neurological diseases is complex and the symptoms are linger-
ing, which seriously affects the health and quality of life of the patients. Modern pharmacological research has found that Chuanx-
iong( Chuanxiong Rhizoma) and its active ingredients, volatile oil and alkaloids, have the pharmacological effects of enhancing
vascular endothelial function,improving coronary blood flow, lowering blood pressures, antioxidant free radicals, anti — inflamma-
tion, anti — platelet aggregation,anti — thrombosis, anti — cerebral ischemia, protecting nerve and other aspects. The inhibition of
neuronal apoptosis, antioxidant , inhibition of nerve cell inflammation, protection of neurons and other effects have a good preven-
tion and treatment effect on central nervous system diseases. This paper summarized the researches on the treatment of migraine,
ischemic stroke, Alzheimer’ s disease and epilepsy in order to provide a scientific basis for the clinical application and basic re-
search of Chuanxiong( Chuanxiong Rhizoma) in nervous system diseases.
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I R A AR A b 0 T 2 AR A B, 15 8 5 o 1) s A P 24
BB RESS 3 BLA 2GRS AL - I AT LGE
BUAA AR TR T 22 5T 30 1) 200 0 T S PR e i A 4
T BIIA .

L1 iR AN e O 2 2 vk Bl PR A A b 21 2145
Pan B J5 R, & RS AU i i A v 0 )5 R 2 S B0 di i A
BEIN . A HTFER, B A 25 R ZH 2 3 k)
AR AR 2 18] BB A TR, Ak 5 R ™ ) e A U
I o R PR A A T 40 R R 1o
154 (robot operating system, ROS) , 7EXi 2~ H1 & 4 )5 , B Tk
LR T BN A RE A A A i, ROS o 74, 51— &
GG SN, DT S 385000 7857 ) 308 3 398, A 2 i 2 27K e 3R
FE T DR N 1 BRI A A A T D AR
SR 2 PR A A R S Ak =2 ) 1) A, AV M 407 A T B
S H R DB ST RSN DT B0 ey i ke 1 5 | )P
VAR . P9 (malonaldehyde, MDA ) B 41 ALt ( su-
peroxide dismutase,SOD) 15 & fk & [ ( catalase, CAT) & & 1k
NI AR bR, MDA J& K P 9 469, SOD U 4 S8k,
PR 53 590 5 H4E A5 45 10 40 R DR il 40 B B A TR D T 15
T LHLARPIRY ROS &4 CAT SOD 3 B, 1M i 25 57 B} SOD | CAT
87 A TR Dl S S 8 i A e, S BRI R o
BRI A R, B A ) MDA B 1 A, T i i) k4%
BRI S YR E MR T MDA Agd R B AILE AR R
SELEMIR G F RS R A, U AN R A S5 DI RE, 543
il R A T Y R U TR S AR SR 1| 1€ & )| k=
T el dpk it A VRS 2R 174 fii 2 T ¢ I 4 L S AR 45 3 HH DG B B
CAT SOD & ¥ BT}, BRGNS, AT 85008020 K B
ST R AR B AR AR o AT S 1o B AR P
(ligustilide , LIG ) T~ F50 Bk 1fi /> B BY, & 3 LIG A W] LA B
ARG /IS B S5Fe I i 2H 28 P i MDA KO 148 R DL v E Bl ot i 2
A0 A AL Bl A DG H K i %2016 ¥ B ( Glutathione peroxidase,
GSH — Px) Fil SOD 1 ¥ iff 24 35 S Ak 07 0 5 35 i ke a7 7
B BG4 2 P12 F0 3 F- XRS5 GRS L5 R I
NS 2o BRI A3 BEAS P B (BT BRIR )1 25 R H A Bt Ak
WA N R AR T 178 N B2 AR PR 7 A (Vascular en-
dothelial growth factor A, VEGFA) [Fii%JIif & N E ALY & il
( Prostaglandin cyclooxygenase synthase, PTGS2) | M & 2 & 1
(Estrogen receptor 1, ESR1) 4515 518 B 1M 2heat 8 A0 N s v &
AT B PRI A F A VE T L LB WIS R A
RO AT LA GE 1 32 T1 CAT  SOD i 14, F# ik MDA 7K F-, #21i
VEGFA [PTGS2 \ESR1 {5538 i# , 17 & #5 Hh S Ah I 8= B,
UKL A A% o

L2 Fi3k SRR BB I PE R A o i) A R AR 2 — , e
e L A 0 19 i R R R S S AR O, Rl PR A T R AR TS
HEREAH I B AR A 408 B (1 SR RE R 7, SE SO (1) 227
T, R IRZE R T — a( tumor necrosis factor — o, TNF — o) |
H 40 i 2 (interleukin - 18,IL — 1B) . A 4 iii 4> % - 6 (inter-
leukin -6, 1L — 6 ) % 48 E [N T & AR W AL~ | S8 i 7 15
Aok L 7 . 110 958 32 R A 80 DR P ¥ ) LB ARG B, 5 2 A 1 e 3
YRR Z IO TR A M 2T T2, TNF - o ZIEAH
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Tl AR A5/ S T 4 A R TR 5 T 4 L 1740355 5 o L W 4 B
A W S HEAAR MO PE A TR S BUAE 2 A T, TR TNF — o 38 1T LA
AL — 1 1L - 6 By A2 3175 50 504 J 2 1 A ( matrix metal-
loproteases , MMP) Eﬁi?%%ﬁﬂﬁ%ﬁk%nm o IL-1B 1EH—
Rl A R QUM IR, 7E 1S & A J5 RE % 15 Ak /NI BT 40 i, JF
G AZ N T - kB (nuclear factor kappa — B,NF - kB) , 34 il A >¢
P BEPEY) TR DR 3R 38, IR 8 RE ST B , S B A= 4k &
BB 03 o AL — 6 BRI ML T 4k A 1 R A L
O MR AE B , LGRS MR B, 51 & A 2R A, 3514 i
N AN, 34 JR R A A b, DT BB 1t i ., 3 A0 A 4
ZHZARETE R, 00 o 2H R A e L e 4, 5 i e P AR A v Y
R IR AR R ke 1t A, o= Ak b B L il S 4545 , e Ak
IL — 6 3 BB 11 20 a8 ZE A 1., S5O AR A e L 539 2 .
G ERIRERS , U s vl T e IR AR SE 2 Y L A g
TR A o IR SRR A P S PR TN A T T 300, e BRI 25 T
PABER BUI A TNF — o, IL = 18, 1L = 6 S5 JRAE PR 5~ /K - 24 B fg.
TR, I 5 ST L X T LA S AE AR 1 , 410 i A SR RE
I, Bl AR o 2,3,5,6 — U HRE IR g 1 Y
AT RSy, RE S 3 PRI TNF — o IL - 1B 1 IL - 6 2548
P F B K, B DLERAE B R Y 7 1 (silent information reg-
ulator 1,SIRT1) FI4 i 4% K F NF — «B F1E 1610 9 54 1 28 4%
HE o A R B 2 RE T ok P AL TNF - o L - 6,
IL — 13 SEAE A PR 1 BRI, 3001k 8 1 S 0, w3 ke i 453 495 , 2303
Jii e i S5 Zh RERRERS T

TEGRIMPEAE TP AR SC SEAE L] b, B i e VLI 3 — Vil 22
R - AR E H I EFE 13 ( phosphatei — dylinositol 3 kinase/
Serine threonine protein kinase protein, PI3K/AKT) {5 5 i #% .
NF — kB {5518 % 1 22 25035 AL 2 71 305 ( mitogen — activated
protein kinase , MAPK) i B4 )2 241, PI3K S22t i r 1% 5G4k
HEEB N -, AKT J& PI3K T i 55 2 49 #0036 2o 15 1
AKT R —2L 0% TNF - o IL - 18 \NF — «B B H F E2
KA F 2 (nuclear factor e2 — related factor 2, Nrf2 ) 252 5 i il 1M1
FREEE 197 (ischemia reperfusion injury, CIRI) 1 & 4 5 & &,
CIRT J5 , FH OGS 7 W T S0 AR E 1% 5 300 3% BE 16 A1 2 /DN I 5T
AR LT I S5 200 LSRG S R TS A A TR, DACTRT 2 i 2H 2K
i, T B S5 A DR A 3 3 1 e e e, e 24 U S 4%
E R L A BF gT E i AR VRN N g H
(Senkyunolide - H,SEH ) X /i # 31 ik 4] 26 B4 4 ( MCAO/R )
/MBI 15367, [ s 1) 0 265 24 B~ ik SEH T FfR
P /R B AEFIALE], B SEH AT LA /N BURG N NEF — B
] FRIA W T TR I ) S I D, BB W 25 32 m N I UL
5 3 ¥ ( PI3K) Z V3L p85 (p — PI3K p85) /PI3K K AKT FHH
K- LA, 2] SEH A] L3l i 50 PI3K/ AKT {553 & , 41l
SR ST S FE AR I ke . P AR PV

NF — kB &P s i 45 PR, 38 3 1A A 2 TR P S AE 2o
TR AP OARAL” , MR 2R L AR 257 AR ) i ROS T
FEBNERAE , LSBT AR AE PR 12k I 4 1, T B 80t % e
(1 kappa B kinases , IKKs) $#7%# HF «B fil il 4 (inhibitor of
NF - kB,1kB) , 35 kB 77 K4k L Wiz {k, NF — kB 5 1kB fi#
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B9, T NF — «B Bl A4l A2 0F i 42 6 1383k, 34
RIS SAE S NE I & AR, RETSORR B 1) TNE — o IL - 6 2582 4 [H]
T, MR B TNF — o L - 6 S5 58 R 3R] RAE — 25 0 o
% NF - B {435, i etk — 2 il v 2 oh e 0™ . w58
RN E SEI B B AL S W B R B R A R
T B ) o R L AR L SR K T — kappaBp65 (nu-
clear factor kappa B — inducing kinase o,lKKa/nuclear transerip-
tion factor — p65, NF — KBp65) 18 5 18 I, Wi /> K fEAH & N 7
TNF - 44 % -8 (interleukin - 8, IL — 8 ) 45 ¥ 3 15 7K 3F- 1 %o
2R JOAE A IR, U Mkt e S R B
REAE 52N NF — kB {55 4 Gl 8%, IR S S NE, BACE G ke
J3Ah , MAPK {55 5 AR SAE A5 1 Bl L P2 405 v 4% T A
FI 4045 o 2 38 22 0 (2B 1 p38 mitogen ac-
tivated protein kinases,p38 MAPK) i@ &% i , 155 A NF - kB 1%
i #% 3h 2 AN A% L A Al ST IR 2k 5 o, e A S
el S SR, TN iAo A B4l , SEH A% i i
M ROS 4 3 1Y MAPK {555 3 #%, #0 ] #% H F NF - «B Fl
p38MAPK [87EME, P47 ¢ — Jun & JE K I i (¢ — Jun n — ter-
minal kinase, JNK) /K 4 & iR & H /K i [ili — 3 (Caspase - 3)
(JNK/ Caspase — 3 ) {5 55 T 50 43 1 A A0 M BRI PR Pp 22 1Y
TR o LA BF ST 2 W1 25 B AT S0 5 AT LA R AR S 9 PR
TNF - o IL — 1. IL — 6 [§ 7K -, #8 %5 PI3K/AKT.NF - B
MAPK {553 A A A% A Bl 28 580 , G e A T o
1.3 Fa=zme B 4B WES IS 1R m B %A,
A EEAET, B AR A E B A — Tl B R R T o
i, e —FPRE P PEAE T, 3 A W RE A A AT , H 22 Ml 2H 21
AL B4, S R A0 B T B e R e
20 A A A W A BE R, | R T AR R Y
SET- A5 B g g R MR s T 1) 2 R ( Ligustrazine,
TMP) T30 735 K B, TMP 1] DL 53 AR A R B 420 i i,
PEAREE R PTEN 5 5 3% B 1 (PTEN - induced kinase 1,
PINK1) 72 2 3% 2  (ubiquitin ligase , Parkin) | B W5 %% b 25 [
( Autophagic effector protein, Beclinl ) | ## % A ¢ 2 1 5 4% ( Mi-
crotubule associated protein light chain,.C3) 2 [ 35, #l P62
HEFRE, W] PINK1/ Parkin 4 (4 F 0, 125 2198052 K B
A et A 4 A P o B A IR S B, TR ( ferulic
acid, FA) 7] LL{ii j§ 22 ¥ ( Lipopolysaccharide , LPS) 55 1) BV2
AN A WA LC3 FRGKKEAR  p62 HE R8T, LA R Wl B
TR AT LA 40 Wk 2, R 0 R e R
S A IR R 1ol A AR 2 DL AR PR AR 4 4 i
A AT, 7 W38 30 790 W 8% R (rapamycin, Rapa) 5
B WA 3 — B JL IR 04 (3 — methyladenine ,3 — MA) F14 4
(chloroquine, CQ ) K WL %% 4 iy LKL A A e, & B FA 7T LAY
JMAWER SR H LC3 - ik KF, S 4kiik B g5 i
PRI ik I 45 P9 B2 40 ifS ( Brain Microvascular Endothelial Cells,
BMEC) 4l B 451 175 , 7% W Bl B % fil 5 4t 0 I W, T30 0 I 0 4
IR LA RS F M I AR )1 s AR vl L5 o
PEEANAE B 0, A TR LA BOFE A
2 fwkyE

SR IFAE R — b A SRR Ve A 2 RGBS, H R

B R TR IR ot A A, SR B AR VR R R B SRR B ) Sk
T W R B, R L Bk e T o Sk R
FEALTH] B AT A BB, 24T BN R T 0 0 s AL Il A 2
Ui PTG AR EUR AL 22 BB RE R G SR S R 2 it =
SUMIZR A R A LR S HAT RIS e
(o 25 IR Jy )N 2 = RIBE 1 — (dE 12 - AR
= = YU SLER YT S 7 T E ZE S A B T
EANBLIPR = AN 2 R A AR, - AN I EE & k25t e N
P B IR T RIA BB A RS T

2.1 WEI A RN, BB RER N RS M AE S5 K
PR AP 9 I 0 B AR 56 o MRSk kA KR 5 NF -
kB MAPK {23 % 438 E 2 TNF — o, (1404 2 ( interleu-
kin, TL) 25 4 40 MU A 120 368 5 DI A 6 2 NF - «B
155310 A A i 3K TR 1) S BT 3 44, NF — kB UG BETRI R T
W9 Ve A5 538 B, AR K RAYEANAB A F IL - 1B TINF - o,
NF — kB SR, XS R PR = MR S 215 Lg%
MG B2 J2% , AT 7 A R AR AT, PR A 50 S 3 i 22 4R
JE A MAPK P 414 S MM 5 50 40 Py S 17 f) T
BES RS, REAFE AN AT E A (Extracellular -
regulated kinase, ERK) ¢ — Jun & %t K b 3% B (INK) Fi
p38MAPK,3 I 471 MAPK 555 ™' . MAPK {55 {4
A L R R B TNF — o IL - 18 S5 31 3%, i p -
ERK1/2 p - p38 J p — INK (%3535 b FF, AT i iH MAPK 8
AR AR = A 2271 T i oA 45 2R 2 PR 56 JIK ( Calcitonin gene
related peptide, CGPR) ) B i % M 3k i o 12 i fk
22T BT ER R T LA NF - kB {5530 B% A1 MAPK {5538 %,
ik MAPK F1 NF — B 3@ % /1 (TNF — o |IL — 1B 25) Z5h %614
I IR 2R R TSN R DB O SR IR vk
S0 Ao 1) 4 S etk K LSS TR AT AR B B 4
K] LA SRR R U ZH 4L TNF — o 1L — 1B K-, i
PRL 2052 10, DA T DBl 8 98 A SR, A 880 % A 9 RE S 15 2% 11
TSR , MR I Sk R P R ST 9 A 3R, A FSE ™ &
P ZEBEE o 3 - T4 E25 8K (3 - butylidenephthalide ,
BP) W] L3 3 410w R B /I8 B 5 200 1 f) TNF — o, [ 40 A
F - 1B SRR TN, 10 & AE B9 VR, R i O Sk 0
SR IRABEFEE R4 25 B2 04370 43 05 X047 )1
ERYT RSk AR FALA, 43 BT 15 0 11 28 ok P /R T AT i
MAPK il NF — B 255538 5 , LU0 ] o HR A8 fk 0 48 i S
BRI RS IR o DA BRI Es SRARR N2 thAS Tl B4 B A i <k
iR A BIL R AT B Al ) P 1K A R 7 IL — 1B TNF — o 75 3k, 410
il NF - B MAPK 8515 53 %3800 , 4k 55 5805 A BT 1) sh 37
A, I AR 2 7 8 i Sk R VR o

2.2 AFWmMEHBFR S5 - FAW(5 - hydroxytryptamine , 5 —
HT) W)J5i P 2 CGRP JRTT KA IR A 2K A S5 bl 28366 5
A Sk 935 114 2 A 2 B R D Y, 0k S T B 40388 I 1) Rk 3R 6L
Bl T RSk R R R B Z L 5 - HT ik F s ik
TEA 3K 9 B9 & A 1 T 2 S T B, LA IO I A A P A
Herbr 5 — HT 7KOF- T, 2 005 i i 1 A8 % A i, S 350k A il
I, B e IR AR Sk I8 & 2R, 5 — HT KT WU 2 368 I 8 Y A
W 4TI S At BE B, MTT B B B SR . A RS R
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NS TR A RO i B A DR U PN B T RE , AT 2 25 AR
Tl S J A M T S — HT CGRP 5 5%, 42 7 34 /5 1t 72 3 7
G i Tl D YR (IES T4 A R P <R 0/ S 7N || K
AT LA S5 1 i 2ty i A S 93 DK U T epr 5 = HT /K
-, NO 5, LA A 7E 0 8 ok s O Bl fi Sk A7 o 3%
B L5 — HT AU PRI 5T, 3 m] LA #2536 T 2 5
ki, A 7E = XM R 2 4k () 5 - HT 32K AT LU 2o 31 i
CGRP HRERIOR 8 i S S AER L 107 S - HT S5 AR 2 R85 5 )5
R 53501l %) M Sk 97 2 B 9% it A A EE LS - HT1IA/B/D/F 3%
PRBG S Sl O Sk 98 A B S i 2R AR AR T IfT S — HT2B .S - HT3
5 — HT7 S2A40J 3h 5 00 2 P 0 Sk 9 A AR 0 0 A5 BF 9T S
N 5 2 i 6 98 3 5 op ik 2 /K 87 4 Bl K BT ( Periaqueductal
gray, PAG) X3 5 — HT1B SZ (R 35K , A ROt A2 #EAS R H il 5 24
PSR B T S - HT 5 Th, 8m 5 - HT RERh 220
P, I 2 3607 Sk Jm PR R o 90 A B9 45 R & BN 25
FH % BT T LA /D R 9 2 1 D Sk 9 R BRUBBE TR v — 4
P (Nitric oxide,NO) i #4250, $2 5 S — HT K-, Bk 1 3
T3k, AR AS R8RSR o 53 A 4R Sk o & 2
I, 42 = OB 2875 H I 4 SRR B A 22 T 23 BB , I AH N
S 3ok i R P 174 S0 JR 52 At 22 R AR SR BTt CGRP, T 4 BT 1)
CGRP 201k I M1 4% J% FBL () CGRP 324445 4 7 30 X 26 32 4,
AT |2 A e 5 B0 S & A , P51k H T CGRP BB ] 97 325
SEIRIT IR FEY AR Z — BRI W R 1 — 2
PR BB A7 2 R LT S OE T R
Sy BIREREAILK B 3 CGRP 17K, 120 38 9 5K , 412 #F I
IR R BUAEIRZE M , It IR E T LR LW A i Sk VR T
FRACHAL, A E T PR SRR R 255 . B
W R BN b BOVE 2 RO 81 55 W8 | Bl B R 4% A 3
EEH T A UE S P A I Tl 2258 5T 5 - HT .CGRP [ 7K 7 )\
T HEATT R ST B o A R W25 B HoA 0 4% 7]
DU HIAN S - HT BRIk CORP S50 283 T 9 K F , RKIEIRTT
i K9 AIAE

2.3 RIFHEERETF BORBZHUIR KR Tk
BT kIR AT LAVE N BT 3R . A ATSE R, I IR e ph 28
£ (brain — derived neurotrophic factor, BDNF) 5 {3k ¥ =2
[ BT B, 2 805 BB vh BDNF () & s 1y 23 R Jin B
A6, BDNF 35504 76 %8 T 998 I8 45 LA S AT Oy ke = 3
VE AR S (A% R IR = UM 3 o S i %
JEMAE ARGz &R 20 FEEFRH T, BDNF 7] {3 #f
GRERT S5 G MM T SR s
I RIERAP B 2270 R PRI IR A1 o A WF 5 & B BDNF
RS 518 M S AR AL Y S - A RREf 2T 28
JHie RE A 22 TR BEAR I Y8 3% 3CRF, 9 HL BDNF fE 2y CGRP 5] %
P S i — A R HLE 5 CORP Z [ AFE W s HAE I,
1t BDNF 2 5 {fi Sk 97 2 93 #E 2 P 6E JR T6 7 O S 978 $ AL 08 6 40
J R C 1| ok A Pug | SOV IRSE ;T Do g B2 1) IR I
PERT, B E 3RO AT 312 5 il 453 05 B 8/ B p — AKT \BDNF
2Rk T 35 /N BB 07 , RPN o S 52 I
WFFE B 25 e 1y B 258 58 4k mT LA IR AR 2 1 EL ik i 76 ( acetyl-
cholinesterase , AChE) F1 BDNF [ 351k, {47 ¥ &0, Z it 7R IR
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SEAR , WORE MRS /MR R B R A & T i 145 . i F
WFFE AL, IS 5 RIBRBCAIL AT 4 i) COGRP B, 2 fift = X A 22
85308 B A 2R U ST, RATEIAST I ST RV T
3 M/RRIBEAE

AD J2—FhiE & TN LLEAT LI J7 0808 A
HIRE RS RIAT B A A 2B AT e . FTATIA
N B - VEMHFEE I (amyloid B — protein, AR ) I S b A 2
[ AH 547 (tubulin — associated unit, tau ) 25 [ 1o B2 i iR 1k 2
AD 1 AP, AR V€M 3 1 AR i TR 28 2 M B
AL R BIARRZTTIN 55 AD; Tau 8 3 B2 WERR fL AT L3R
S0 TR 28 SR T i A 445 T X 28 G 7 R AR YT L AD
e PRI s ML A2 2%, TR T MEE R, Bk R | BB A
FET o IS R A O 4 AT LA 3o 4 A R 3 L e v 2
E SNSRI BEAIR AR DUARAN Tau S BERR ALK
3.1 AR B AN 5 B R P B S 2 i
MZIBTTHEB A G, HETHEFEIA N AD fy 32 5 b 2805 L 27
FHIEZ AB TR tau 2 1 ik BEBRIR fh LAY #h 28 S VEBE L K
2 R £ Yk 48 25 ( Neurofibrillary tangles, NFTs) JBAEF | K K14
LR ™ o AETE R DL T B AL 5 A S ) Fe 0
Mn S5 0552 14455 a8 185 1, AT 25 8] 35 5 fih v ot 28 D01 2l AH G
MY IRE . (6 AD AR, 30 SE 3G 45 i 18 - =2 (] T
FIRBE , I Z il A 2 /A T B Sl 1, 30 3 305 4 1) 2 1
BFE B — vy — o = S, JETTE A 2 SR AR AL HE AR TAR
IR AL tau 25 ( phosphorylated tau, PTau) 1 FE#E R 1L , 15 %
SR AB Flid BEBERR AL Y pTau B4 ; [R10F Il P4 4k id i 25 &
JEISA ROS A== M AL, o] AE— 2B F1 AR 255 i1k 5 |
AL LR =42 ROS,ROS 76 AR /-5 AY #1280 I/ T2 Hp ke S
VERT, MR i it B ROS D2 i 7 i 22 ST REE AR B S Ak I
EIZBERL 2 ( deoxyribonucleic acid, DNA ) 5147 £ fixi PN #4128 0 it
YiAFIBS R R 51 % AD' T AR I ROS i1 45 25 ik
ST /INBE T A0 B AL TR RS B A L, AT A2 3 tau 2 1 RN AR
IR BR L 5| R S S, o455 il ] ) Bl 22 2L 28, st AD 1
KA AR R BB T 25 AR TURUE AL,
W2 RN & k. BRI Sk BB R 2
fiii (Ethyl ferulate, EFE) A] LU 306 AD KBl S 40 Al
BIIHUAAE 5 B AL R T E2 HHOC R - 2/ Keleh FE R4S
WEASEE 1 1/ 141 % %A & B (NF — E2 — related factor 2, Nrf2/
Kelch - like ECH - associated protein 1, Keapl/heme oxygenase
1,HO -1) ,#&1% SOD FI CAT 7K, BEA% MDA [ 7K, 30 il figi
AL RS R AR A TLAR, Biess AD R ERIIIAHIZIAE , A
ifii AT AD BRSBTS wl L
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