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B E: AAN(acrylamide, AA)E—FPETN TR, BAMAEEM ., Attt . suG it B ESUR
Mo AA AERSERIE N 1R 2 —, FEKEFIRE 8 56 Hm T Ve (il th 12 74 . SAAKN I (oxidative
stress, OS)EHLIAR N b SH1 A 8 G0 =22 1] 1) V- i i e AR 17 3 1) I R A, v e 2 RO IR 380G, O S5 2
PRI T B A SV 1 R A B VIR DG . REEWFR K B, OS HAEREE AA 5T (1 K Bh 28 28 G A R 0 1 B2 R S
NEA, 2 AA 50 ZRA T AH DG 1 B B B2l o A SUEE OS 76 AA 15 IR T B A S Hh i 4
FHIFATERR, Jy AA PR BEHERLH] TR AR Y S d T i 52
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Research progress on the effect of oxidative stress on acrylamide-induced
neuronal apoptosis and inflammatory response
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Ministry of Agriculture, Engineering Research Centre for Fruits and Vegetables Processing, Ministry of Education,
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ABSTRACT: Acrylamide (AA) is a critical material in chemical industry, which has neurotoxicity, reproductive
toxicity, genotoxicity, and potential carcinogenicity. As one of the by-products of Maillard reaction, AA is widely formed
in starchy food products during cooking at high-temperatures, such as frying and baking. Oxidative stress (OS) is a state
of stress caused by the destruction of the balance between the oxidation and antioxidant systems in the body, which can
be activated by various environmental factors, and is closely related to the occurrence of apoptosis and inflammation. A
large number of studies have shown that OS often occurs accompanied by apoptotic and inflammatory reactions and it is
also an important link between AA and neurodegenerative diseases. This article reviewed the role of oxidative stress in
AA-induced apoptosis and inflammation in the central nervous system, and provided theoretical reference on the further
study of AA neurotoxicity mechanism and its toxic intervention.
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1 51 &

T K LR (acrylamide, AA)JE—Fh (@ J0 R 1Y 514,
GV TK. QB LG, B—MEZEN A BAR, I
RAPTE R KA PR SEER] . BN 2002 4F 4
H, SRS K8 AR ELE S R SER R B 2
177 AAP, 5 Tareke SE0WIHG T &80 10 AA RH R4
T Jie 00 Db 2 A S8 P A I 1N T R I, £ R
AA FREITIRE | R, pHAA . &5 EOR AT &
RERNZA KN, BT AA A MEENE ., AmeEtt, o
1 Bk K VA A SO PR, H— e B T H R R
R s oy R foh AATSL R AA R 58RI  f
R AU, J8 A I B DG TR B SE A . 384 ik, S6F AA B
LRI T C AR 24, Ok 2 1 i 58 22 B
AN (oxidative stress)Z 5 T AA BFEPEVER . A0k
AA S A AL IO A U T R o 2 8 A S v AR
TTEiak, Mk HfR AA PRV AT XU PRAl 42 it
%%,

2 RGEREHEFHERRRR

MAFRRY, AA XYM AL A FER
PO M2 RGEMPNE . AA ERL R R AR P EIE
BHEITC S . SRR . M . DORRR FE i b g
SEAR, FLE RIS WA TR 4 S 210 R UG 15 25 3
HARE SIS T, AA PESTENE RN FERI A
AR LRI R I T | R AR s
2524 )5 A 45 24300 1 1Y IX 31 2 X WL B ) S g 5 B A T
FEM, AR B4 3G 0 =i Ak B[R] ) SE R 2 i EE A 42 5
PERRE, I AL HLABE T 45 e A SR SR, 6T
AA GRS B ME AL BRI, 22350138 A
AA FEE RS ZR RS, B T ALE T 5 322
ALHE LA U6 5 | AR DGR ER T AA X Pt 4l 28 5%
B EEE W . Wi R0 LUK E O 7 ) KX A i 2
S5 SRS 2 BV Z2 (0E SALE, SEEA &I N A X )
Z [ 5 43 A A 5453 3R 3 2K 1 (kinesin) 5 il
(microtubules, MT)AYFa €45 & R EM R 12 BT 5
F, Sickles ZMIf5e 45 i, SR 15 MT & 13 R g bl
AA B, SO E LA MRS MRS, FHAS-DL
Rz, A, AA ST MT 15 AL AT 12 i i
PRUST 5 2 R N, AA AT LA R0 il b 28 186 5 R i
WG . Pl R IR E L8R, #az3)
e IR 5k 3 b S B A AL IR R A B R . HLA 55 0% FL
B AA BB 5 23 Ml L P D R R AL 4 A, T i
BN ZE 25 0 IR, BN AT 28 fih T BB RS ANl 28
BT R, — %k A (nitric oxide, NO)FEMIZ:

Gt AL M AR R T R MR, T AA AT
FIREIN T AR 5 T8 I 0 WE RIS B, I R R R 8 5 T
AR, 58 3 RGN, AA BIUAE T 4 03 JTK - .
Lopachin 2/ V58 % B, 5 K BRUIK 2 40 Hp 43 i85 11 14 5 i
IMEBEHEREE T AA T, 2 B BRI >, TE
AA T T R UG 20 2 v o LS 3] T Ao 422 3 Jo AR s
IR . 45 4 FRULHEN AA RERSHEIRANN Ca® 8 T
Fads. He ZPOESE 2 BH, AA fERS TS LAY Ca™ B Tk
| (1R A e Y O R o - R R e - R i
(calmodulin-dependent protein kinase, CaMK)idi /1, & ¥
AN N R AR . Reagan ZEPUBISYHLE, AA fEiHS
CaMKII A5 ) 4t I B 2R 28 1 R Ak, 3 A B B 22 )
{127

PR SCT AA BEEHLH ISR M EE F M e A 34
SRHAE R A AT AA BE R AT MR R R,
MR 22 B TR AA WM& R RE AT
P F D FALE, WA AR AA P2
BEEAECENLE . HRTC A ORI, SIbNBE AA i
SR R T EEERAT, AN, R TR A R G
MU AT RIS BR AR, H LT AU b 1 3R 6 AR T A
ALY, S BN AR ) B R N, A
BT R RIE AA R &REE TP e,
g T I A AA FEEEALRISR AT Y 7 1) FUERE

3 REERERSENRNE

S A 2 R 1 e A U T L P T Y L I
BN, EEABRET, BFHtkS sz b i 8
ML N 1 AR KO e — A sh S T B RTE I Z NP, R
A I T A A P M SR A 1 ER SR A R T
LA AN P9 TS FE T R, i AR A0 I PN R Ak TR AR
HIRESR I bl EAIRES . few Ly 2 FhEb R &N
1% P 4 (reactive oxygen species, ROS)HI G 1 % (reactive
nitrogen species, RNS)*. 4l Nt B E B 45
F . RS T . AL RSN T BT S g, A R N Y ae 4L Ak
Y, WESRAMZEA, ORI E R A PRI RE, PR
AF OG0 B 1 202, e R BN IR T, A it e A S AR
BRI, HT A AR 2 AL ARHL S fb R 8O0t Am B 45t 45 v
PET EEAEA, HEEaRiIERA R P A LA R dE
i b S AL IR R 3 A A B R A B K (glutathione,
GSH). a-“= & W3 (a- tocopherol), HLIR MR (ascorbic acid)
DL K B 4838 2R 1 (thioredoxin) 28 7E I [0 /4> T 4 i,
HAR 52T Sk s g, DA T 4 45 40 i PN 1 4R A A TR K
SO B R AL W R R A A R A
(superoxide dismutase, SOD) . i %8 1k & il (catalase, CAT) .
2B H ko S AL P (glutathione peroxidase, GSH-Px)%%,



%5 18 3]

Wb, S RIS 5 AR TR B0 22 40 U8 T S SRAE S ) 7S ik 6267

3 AR S A sk SR A 1 o i T

AU, AA R AT P 3R R B
(glycidamide, GAY#RA LIS GSH [ IUFIEEE S, i
N GSH R EIHAE, TTRCANIE A E IR SRS 1 -, (i
1L AL N R B B B, AT 5 1 A R 7 38 1 P
Zhao %X AA AL 5 0 JEAC R T e BT 40 Bk 4 7 2 1 T A
ST RELE ROS AR MARCAE I Hmox1, Alb, CAT K&
Abcal IFIAHZ B B FFm >, 1Ak, AA IR AT DL Y
M S5 A0 7 S5 O 15 538 % Ui A% IR B2 A2 F 2(nuclear
factor erythroid-2 related factor 2, Nrf2) &% H 5L A 17k
S AN N 9 A SR PO

H TR N RSN S50 26 B AA W] 5 S A R 35S vy &
AP AA B2 RERS 1 K U /NEUI 4140 ROS IR 2R,
Hg 1 EAL PR IC N % (malondialdehyde, MDA) , £ [ %A
WLl & DNA S AL 05 bR ic W) 8- 52 Jk i 4 5 1
(8-hydroxy-2 deoxyguanosine, 8-OHDG)f &=, 5
FUL R GSH 5 LT AL SOD. CAT. GSH-Px
SETE R AR AE LB VR 4 AR T, [RIREIE
T AA AEFRREE 1 B S AR AL S AR SO, SR
iy ROS K& MDA & B3, ik )57 GSH F&3 LKA
PG VE R REAR, T 1 — 25 3 UL AR 1) 240 3 1
e PR S o A>T

4 FUNHSEREREHESSENS TS

41 FUEHES5 AA FSHERAT

P T2 A0 I N — RS 3l e 1 S 2R )Y
PESE T Rb B, ZORiAARTE IR Tk A e R v R 45 T F AR
US1 - ZORLUAE Ay A0 M P B AR 0 3 B2, R AN P
ROS M2 A B E, ikt ROS (91 et 20
TEANAR R TIRT, A E P AL s EE his i ROS —H
ANREBE S BR, ROS il 23 48 1] M iy 2Kz {A DNA(mtDNA),
SN mtDNA - Zh i) I £ 128 S AH DG 2 1 A B 5, 30
WAL IR, JF A 20 ROS, X EEE B ROS REl
HE ) Tl 4kORE A JE G O P % 32 38 18 (mitochondrial
permeability transition pore, MPTP)&E & ¥ L IAHLEH,
i B MPTP 4T HE, MATHT S BRI R (07 1 220 0%, 2
TR, BATE TR E BTN M T E AR AR
C(cytochrome ¢, Cyt )i i £ 4 {4¢ JI5 38 18 A0 22 400 i 2 o
g 5405 TR Apaf-1 DA K pro-caspase-9 454,
TR PAT/MA”, oS AP T o m B Bk 4 A
-2(B-cell lymphoma-2, Bel-2)Z % 8 [ 5 51 W] 0% 18 1 45
il R AR B BB AT Cyt o MU, SEBUXT4RAE A T
) R

MR R, AA BB SR BUI b SR AR 1 06 1
JBIH KA K 30, 40, 50 mg/kg bw [ AA 3B LUE I

TS e 2 4 R (B 3 OS5, 7ER R ZH 2L ol 8¢
FI) 750 = AR I 2 D OER 1Y R A IR B 1 K i
(cysteinyl aspartate specific proteinase, caspase)ZZEAEIH T
M cleaved-caspase-3 FIKWTHELAKBIMT-EH Bel-2
TR T AA FH A T & 2 R RIS, WA A
PRI A AR R I TR . Lee ZMME K RUSAC R IE L
S 240 M K 3l U5 R T IS SR 4 i (U- 1240 MG \U-87 MG
A U-251 MG)H, WIZEH] 2.0 mmol/L AA 4b3H 48 h BEfE
5L R g0 2Rk R B B B 1Y 32 2%, pro-caspase-3 |
pro-caspase-8 Pl ) pro-caspase-9 2 [ F ik AU />, [RIH7E
JEAC R 4l & U-87 MG R IE IR 4 i b, g
F| Bax/Bcl-2 & [ 3K LI A T+, 2% BH SR AR AR 1 0
T B S o FER RS U 2o, AA 4b3E 24 h
FE A% 0 2575 3 At MO T AR AR T XS 22, iR
ROS 5 MDA & il %4 5, GSH & & FFE LI K& SOD,
GSH-Px i 772 H11 . [WIBEH, 16/ Bk A4 1 /N g
BV2 4 ifd £ S PC12 4 g % M 22 ST AH SC 20 il & -t W2 3
TP I ST I Sy R T e AR R I R T A S
s B P01

5 — B 2 — L B 0TS 1 1 R AR )
RE 3 T T iR AA 51 0% Ak N S I /0 20 B i
Mk aE™, FRHEFILXRI-BETRE
(epigallocatechin-3-gallate, EGCG)HEWS 18 i 3 it &b ¥y
it 355 P 980 A A AR TR O T D S A A, O
P Bax. Bel-2, caspase-3 J Cyt c HH [ IA M AA
51 A K B A R B 2 b i R TR & AR 1O iR AT e R
(crocin)ii il T ROS 7E PC12 4UAENAIARE, 0% T AA
5#AY Bax ik A K Bel-2 BTE, &2 THET-AR
PHERST, AN, N-Z e b2 #2 (N-acetylcysteine, NAC),
YERAF I BRI AT A BT, 2 —Fe TLa e i3, duRe
515 BV2 & PC12 A2 P Mt AA 5 S IO AL LS
JO7, s AR T & R,

25 B ATR, AA RBUSAEIR PN B Hh S50 v i 5 4 i
ToRRA:, [RIB R A AR O N, T 38 A e AR A5 Y
T, BESA AR T &L, oM Ak R s b % /0
WAZET AA FEFHRT R, AR R N A
—ETERE FREREIRES AA BRI TSN, SEBXT AA B
LA R I
42 FUNEES5 AA FSHHELE

P2 G SR8 M 2L 2 A 21 B2 . g 4i i A Py
B 240 B S5 A 52 30— 8 WS WS, T AR A DG A R R
NO UK bl F 55, s —8s Mg ia s
ATV, IO MG FF 2R 50 (9 G 4 Mo ik A\ p 2 3R
GEiii 51 & 1 RBP4
FRAEREMFEIFFHEED, HATHE RN, ROS 7 RAE
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SRy R 5 AR AR VE T, RERS AR HE SRE S Y R A
M S AE Bl T B % 1E— 203 i ROS 1977 25, 154473 i 240 it
M B AT ML A FE RS R Z R E
3(NOD-like receptor family pyrin domain-containing 3,
NLRP3) 4 M /MA B 712 B 55 19— Fh S gge /A, aT kg
VAL AU A I 8 R BT I, 5 A PR ) AR TR T SR 2 4% )
PN, S NLRP3 RUE/IMAE A WIREIEH S 4l
SRE R T 44 F 18(Interleukin-14, IL-18)F1 IL-18 (B
B, RN B S AE N . E RIS 2B, AA BEREAE
ARG RE ST RAEF FRREL, B NLRP3 &
VA2

Zong 253 H 20 mg/kg bw/d [ AA, TLJHJG1E
IR BRIl 1 J2 DXAG ) R PR TL-18, IL-6 il IL-18 TE4%
SN IR AT (4 b8 DL B /INE o3 4 ML ) i, ) e o
M HZ 2 X NLRP3 Ak /IMACE B (0 o AEARSR S50 v,
R BN NLRP3 S A /IMACTHE 6 (14 805 BE G PRI AA 5 311
RAER T IL-18 F1 IL-18 MBI #E—2BHoe R,
NLRP3 4AE/MA BT BEAS 1E K ZH 21 S BV2 /N4 i
e FEZEF B2 AHCEF 2(nuclear factor erythroid-2
related factor 2, Nrf2) B H N AMLMCE AR, ¥
M AA F5 G128t fE Y. Santhanasabapathy %
(SIS i Kz B 1 5F 20 mg/kg bw/d (9 AA, DU JE 5 76K BUK 2H
P LS B S AL N TS N ) R A, R T I o A4 i S/ N e It
MAATEE, ISR AT IL-18. MERPEE T a(tumor
necrosis factor-a, TNF-a)fif 58— &b H A B (NOS) Y
Tk T, [FIBHFERG 2 i X R SeR A W 3 i
ZB AT IR AR 0 B A o T JE B (Farnesol) DU o] L iyt 20>
AL, IR T OG0 ST SR (B /N e RN B R I
JTiE, iINOS _ERILL K AA IS 2t BB b i 44k
)AL BB 22 JCAETS o Abdel-Daim 2505 14 20 mg/kg
bw/d ) AA VE B IR PR E T, A 20 G 20 2 b A Ak e
JEARSCHE bR MDA 5 NO 7K (8 55 LA B2 e S A ARG GSH
GSH-Px. CAT #l SOD Fik M F Rk, [HII RAEH F IL-18.
IL-6 F1 TNF-a ik L3R, Wi#i B (fenugreek)FFil H (1)
1M BEE A S AA 1555 1R U N O B AL Vi
J, FEREARAAE 1 A

HAISET AA M sptEEoTTs th, SRR N
Wil 2 P 28 9 0 I ) 2 A, T A ) A o 95 g U g % 7
— B FAR AT N R, SLHIN AA WA R
PRI ER, R AA B EIRR R N 255
T AA U5 SEREAH OC SN PR B0

5 AGEERSHERITHERBIBEXR

M IRAT PP 2 — 2 e T ORI B A o 2 0 40
ANRLVE R | 2 I A0 M R A DA R S 2 L
PR el B R SR T 1 A B ) i A T B Ay B PR

E S BELEARED T SO AZAR SR B 23R £ 5P s el
/R 25 1% 2R JE (Alzheimer’s disease, AD). Wf4: 7% %8 & 1iE
(Parkinson’s disease, PD)& & 3L 35 LAY G B2 AL,
WML ITRKERT/IET . WA P &R FE R
Cu™" . Fe’', zn'%) . RS FIIhAERIL . FE k4N
Ma R F el )t ik . LR BERERS . SRR S
2o JNE A BRSBTS S B AL K
R RMEEEZMAR LR ERNESER, mEHE
FLAE NI R, R g AR, PR R b d
R4, ERBETESS T HLRITHERRREN &R,
TATTAT LAS | AL I PN o v AR R, T S B R A i
NG It AL A S N, SR AT BT, RZen] S
e T A 2 o0 2 5k 00,

MHBIET AA T MNERNTTR Z B, AA 52088
%38 LR B /N BRZS ()22 S0 IC RE DR, iRt & on
I T I A B A R A ) e I R AR IS Y K A
R, 54 2 0 RAE R F TL-15. TL-18 . TNF-a % S-
TEMTRE R [ (amyloid S-protein, AB)FE ik T 6163 Yan 2564
WHRRIE, AA 75T L A B B -3 B(gly cogen
synthase kinase-3B, GSK-38) M 4 it J&] HA 5 13 40 i 1 164 ity
5(cyclin-dependent kinase 5, CDKS)ZE [ it 2 3K 18 m fini 21 21
o Tau 2 B ILK T £F AA THREHSI S AD,
PD )i =X B Wy BAT AL A4 T A 2 22 IR 2 3R AR,
A LAHEDN AA B 7 R 2 — R0V 1L 1 ph 22 1R AT PR B 21 5
HEREF, MAANENE AA SRR 1T A
H E B A

M, — BB H AA BEARR 0.3~2.0 pg/kg
bw i F H R E R AR il AA, B AA 5K
HpE 2 EE R RE LA E TRCR, L, BT Bt £
PSS AA PR R LIRS Z A8, K5 &
AA KIARFZ R PEAE ML B XU P74l L I T TR 94
BRI B A

6 TitSRE

AA VES—RIAE HR KR Gk i G R0 e fk ) £
URPEREEY), HAETN T i v 08 A s LA S AE RN
T E s B R W fEn L AT AA
P A 5 vk R BRI AE SO BT AR, P
CERIRLIEE ST, SR I0RAR T W BRI LA T o R A )
AR AA SEOT BT AA FE RS T 2 A1,
FHRATARCT L AA BAERIRR ), W AA FIER
{1 5 3 i Bt A AR R A iF o B Y A R Ry —
MPEREE AA BEVERAERFE ISR, 257 AA BFHH
T MM GAER RN . H RIS R LR Y A7 7R Y 22
FARTEPE RS ARSI L T 10 AA 755 19 S8 A0 107 8B S 512
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XS AA PR REVER B E T . HETHEE E 24 4G
K434 -3- 4 B BT (cyanidin-3-O-glucoside) . % T (rutin).
127 B (resveratrol )55 7E A I KARPUAAML P TE T AA
P 26 B T 2R B0 2 A A SRS

Li B, SALRLHAE R — M WS R R T

PEEPERN, HAE AA BEEHLE] P A FF a1
AEE AL DFTE P AR 2 . Sl DA AR IR RE S 12 2 1 Tl
AA SRR, b DUAA R3O $EAR AR iy K
T AA sttt T Hig 2%
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