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Abstract; Parkinsons disease is a common neurodegenerative disease. Its incidence and mortality rates are increasing year
by year. It has a great impact on the life of patients and a great burden on society. However, there is a lack of effective therapeu-
tic drugs. Huanglian( Coptidis Rhizoma) is a traditional Chinese herbal medicine with a history of over two thousand years. It
contains various active ingredients such as alkaloids, lignans, flavonoids , acidic components, etc. It has a multi — signal , multi —
target and multi — pathway neuroprotective effect,such as anti — inflammatory , antioxidant stress , mitochondrial protection and oth-
er pharmacological effects. Huanglian ( Coptidis Rhizoma) has shown good application prospects in neurodegenerative diseases
such as cerebral ischemic injury, Alzheimers disease , Parkinsons disease , Huntington$ disease, epilepsy, etc. Huanglian( Coptidis
Rhizoma) and its effective component, berberine, may exert neuroprotective effects through mechanisms such as antioxidant
stress , mitochondrial protection,inhibition of neuroinflammation and inhibition of cell apoptosis. This article summarized the cur-
rent research status of Parkinsons disease , the theoretical role of Huanglian( Coptidis Rhizoma) in preventing and treating Parkin-
son§ disease,and the research progress of berberine in protecting dopamine neurons in the substantia nigra of the brain, providing
a theoretical basis for Huanglian( Coptidis Rhizoma) in the clinical prevention and treatment of Parkinsons disease.
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YR, BT RS2 WIh, FEARERE R E
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) U R A DRI AUBUROE I B E R, D I IE R
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BOE R IS IR EENAREE R JRILAIR R
TR s A1, B il SR RS AR S
WAL . BIERA T Z A, R
BUEE B S A B Bk R AL PO AR R R L0
RS AN 0 I = A P29 L A 1R T (0 P23
THEER D, BE R ERE M ARY M TA BUE T
(o

VSR (0 25 R0 A 4 25 R0 2 BEE 1 R R T A
PRI B A I MR . B BRI, W B
TEFR DK 2 AR L Y i — 2P S R R JE AT
WEEEI W p AR E ) E G AL B9 . 7% K (Berberine
M A4/NBERE ) J2 B LE RS G W b B B S AR Y
B B ORI T 2 TR REL B I I OB R B
PSR T, A A 2 R By T VR I R B L SR iR AT 1
AR F e 2 AR AP 2
3 EERE PD BB XIERALE
3.1 #HAf R TEPESA (Reactive oxygen species, ROS) 245
AR5 AR R0 B B HEERS Y R B SRR
FALYI BFR . ORI ROS A4 3 B 40 i P I U, W B 5
AR PR AR T ROS PR A IALA ™) . 24 ROS 77

TG R J AT, T3 ROS Mt AR, w4 kA SE AR
155, BB AL R . LY ROS S IR A K4 445
R IR R R AR , 3 BCH AR BRI e Bk i, Hoh ik dl 22 R
g8 R 2 B REM S On T 2 5 & A A AL, S &
MaAsPE A PD @ % 2. JINBUM B 2612 B #5525 (1 ~ 10
wmol/L) T4 H SH — SYSY 4y 12 h, 4R )54 SH - SYSY 4 ity
FEET 6 - FIZE (6 - OHDA) (50 wmol/L)6 h,#5J5{# A
SRR BRI BE S YR E SH - SYSY 41 ' ROS 172 2k .
AN FEB TN 6 — OHDA Z i, 43 51l FH ¥ % R WAL #E 0.5 .12,
3.6 h, ZEAFLIA R WAL FE W0 T 6 - OHDA i S
ROS A=, HEEZE X ROS B AY T8 7 2 A o8 3% 3 HiAh
F/03 h, KW E RS T ROS (1974, DENG H 25 20
wmol/L A FERA 4L 3 SH - SYSY 41, 5 F/K 38 65 A M &
ROS &, g5 R 0] fa A3 T ROS & HE, bAh, 5 £ gk
AN, 107" wmol/L 3 3% 2 (. 38 10 ihi £ 78 i 40 ¥R 1y SH -
SYSY #ififgrh ROS (=4, R, A_E 5206 2% B 2 i 2 RE RS
e/ PD AERIAN i ROS 147 A 2 BT A W 3 i 7
BRI PD IR A

YT - 214008 2 BUAH 5 K F ( Nuclear factor erythroid 2 —
related factor 2, Nrf2 ) j&— it 3= B (1) BLA% S Ak 1 Ji 3 14 5% 5 A
I, TER AR N S G ), 5 T AR AL R T (Antioxidant re-
sponse element, ARE) 25431375 ARE 335 &R 54 %, ARE
TR R RGBT A0 B AR Ak B A 2R A A R YT R A AR
PP 0 L ARE JE DR AT 4 X, A3 T30 I LA %
PURMLE A, AR H K - S B RS He 2 A A 21 F AR
fii — 1 ( Heme oxygenase — 1, HO —1) 20 HO -1 & —Fh i
Nef2 875 0 1 BT R AT , e — i 52 A0 375 3 1 o 9 2 7 28
H, DRI 20 554 R CO Fe® ™ FIBHARZ, 45 ik =958
JEAARLT 2, T R AR AL iR TR Y . ik,
Nrf2 3755 (5 HO — 1 383K A A 2 5 B 2 14 200 it P e B AR L
Z— BFF W] Nief2/HO - 1 R 45 0] Bt 2 5 2 B2 il o 22
JC R A MR R, ZHANG € 2T R )
(0.12 ~ 16 wmol/L) #3%E Z 4P PC12 ZHf 24 h, KRG 5K A 5
250 pmol/L 6 — OHDA —2 ¥ 7 24 h, J5 Fil MTT 230 5 40
77, G5 R IE A R % R B Y PCL2 41 %% 6 — OH-
DA F S RIANMIAET . BLAL, SEHE IR TF B i 1 25 3 Rl ad
3T 6 - OHDA 51y PCI2 #H g /7 HO — 1 F1 Nef2 5 15 18
TR, N R IER 2R YER . B, DL s il i T
P Z AT FE HO — 1 F1 Nef2 25 1 B2 35K, B Nrf2/
HO - 1 B bk 18 0 24 a ML, &3 % 385 2 B e ph & oo
ZARAPAE T, AT XS PD A 24 374

B AL (MAO — B) j AR R i R 2 Bk iy
FEHF,MAO - B /519 £ B s 12 5 8ud /LA (Hy-
drogen peroxide , H,0,) Br=4: , 2 SE &AL M F1 ROS 4% 11
PD BF MM . KONG L D &5 WF5e R B, 5% P I i
WV AR B 7 34 26 K B ZR B MR MAO - B A5 I/ FH , A

SRR P £ U R AR AR, BRI X PD R iR 05 B

FURAE FH
3.2 AR RN AT A IR ) BT,
YRR ARG Sz v T 00 O R T Al AR A Ok R A
YIRE B L 2ROk 1R B 4% B A% R ( Deoxyribonucleic acid,
DNA) 5875 | 52 R M 5 B K% DNA R 28745 Fngkobi 4 3 g 2%
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A, HAp SRR S 2 T RS AN TR 2Rk
AT () 18 IR R SR A R HL Ao, 30 3 2 T AR S R = R R
( Adenosine triphosphate, ATP) B A BT Y T B M A 2 A
OO h = A SIA R 7/ B R o 2 o o W Rk B NS N
T2 WISEEMT, 2 B e e fh 2B A7 P8 2 th T8Ok A T e
RRit 5 | R 1Y, PD R LA T R B A5 1 22 [ i R i 28 T A P 1Y
AL R, b 2R R B 5 T AR PD Y IR T R
DENG H %) Fi#% 2 /5 HI T 20 wmol/L #5511 SH -
SYSY 4 ifd, J5 F 2<¢ S6I E 1Y 7 1250 8 Gk (A 85 R 2 450
SER R B IE R NG I A R S T SH - SYSY ALk
A5 B H 57 (BRI, M SH — SYS'Y 4 i rh 4 i 1A T B sk X it
IR S A AI #EPE . FRIEDEMANN T 2100 1 85 S2 5 )
R B A YRR AL EE SH — SYSY 40 ANEE 24 h, j5 - 1.5
mmol/L 1 — 5L —4 — PYMGFEALIE (MPP* ) £ 3 24 h, 25 5Lk
W17 5 MPP* X RRAIAH LL , 8% R B M H 32 2 A W e e
1T B EWES T MPPT 5 S0 ATP #5145, T 2038 T bR 3
fite LILSEIIER T, s SR EUY) MO A Y id pe g ol &
PD BT A i 1) 26 7 142 T 58 e A5, AT X PD i 3] fif 22 {4
fEM
3.3 LR RIEE R B R SR Y e R
B, B ORI 18 E RS2 B IR R 5% i 8UE & .
E RN V23 h A N SR AR C A RANY e 10 UM AR
U 240 B 32 41 19 2 A LA B 98 At B R g IR SE I F - o
('Tumor necrosis factor — o, TNF — o) \ F#Z - y(Interferon — vy,
TFN — ), B R0 i v o i 8 PR A B 4B A R - 6 (Inter-
leukin - 6,1L - 6) #1 4 40 i 425 (1 — 1B (Interleukin — 18, 1L —
13) 55 13235 B 2l 4H 21 58 Pk, T X 22 U i e Pl 28 00 3 43
FN R RAES S PD KRG, LLT T &4 68 4
PD B BENL A MR AT IRZH (4 34 1) o XTHR s
F B PD 2Wr RGBT 46 R EA T W IR YT . WS e X B4 IR
SRR b, 45 T ERIBIT . EEHAYT 3 M Ja, N ATk
AR I 1 L A A £ - 8 (Interleukin - 8,IL -8) \IL -6
FITNF — o K, 255 WE F 8% 20Y7 e, WS4y TL -
8.IL -6 Ml TNF — o 7K FAIK F XF B4, Bt 4k, NEGAHDAR F
AU AR BN R P i 6 — OHDA i A K BT AR BT 2 d HF i
HeZ Rl 25 mg/kg B 50 mg/kg B R b BRAT A (8]
24 h 3 W, SEERZAERERM,50 mg/kg (8 14 2R AT REFEAR TR B
KB RAEAN BT KT-o BIG, SEE0 25 R R, B R Reig %
i PD 835 AR 48 R S R M BT 7K F il 2D 50 i R A
AT PD R SR VE

B RRES & F R & 5 BIRRE ST 5 AN pyrin 4544
1 /) 3 # ( Nucleotide — binding oligomerization domain -
leucine — rich repeat — pyrin domain — containing 3 type, NLRP3)
RRE/IMASRAEAE TN A i — R 2 i RAERE B9, 3
FEE T NLRP3 | 45 e R B 11 il 05 55 40 405 A 3 ) T A 56
BE SRR DG R 2R I i - 1 (Caspase — 1, CASP1) ZH i, 7%
HRARES LS, NLRP3 58 RE /A 1) 38005 3 20 CASPL 241y
St CASPL, 2 IL - 18 A EH 40 i/ - 18 (Interleukin —
18 1L — 18 ) 45 1) 280 FA 43105 , 3 26 43 1) 472 4 4 R -3 5t 5
AEL O FF) 200 jL 32 AR5 65 30— 2D OR SRR SR , DT 55 1l 46 4 i
TR 2ot L WHTE R, o — Sl 2R 11 SR 4E ] REILIE 46
E/IMA, 51 NLRP3 S /A, 3 3a 43 WA T2 4% 200 Je R >k
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B A2 RS R J0E . HoA BF5E &8 NLRP3 RE/ME 5
PD LA . HUANG S X 255 F s g 4120 ek
FUR G R B, S BRLHAR b, 1 - Bk -4 - 2838 - 1,23,
6 — PUANLRE (MPTP) i /N RAE B R R B B E F m
NLRP3 4 /MAE A, 5 MPTP 2040 Eb , MPTP Fl i % & ik
/NG NLRP3 S8RE /MA Y 3235 S E BRI, BLAh, Lk &
P,200 wmol/L i) MPP* 3471 T BV2 41 il tf NLRP3 4 fiE /M
A BE PR A A Rk, 1M 12.5.25 F1 50 wmol/ L % BE 11 9% 3% 2K 4k
P REAR T NLRP3 S /M FHYE 4TI e ik . TR, SEBGUE
BT, i AR PD BRI AN H NLRP3 RAE/MA 13
5, B SOAE A9 /KSF, i X PD S 2R VER

3.4 WEwsEpAT RESMERNWMRMIET-SET
PD [ & L, F 40 I T A e % e /R . B
YA Bk 9 -2 FER (B cell lymphoma -2, Bel - 2) J& —F i 1
B, LA S A 0 40 MR T B VE . Bel -2 TR KR AT 4
=2 R TS MBI T B A L XA BH3 BB . Bel -2
KW Bel =2 #H2¢ X 2 [ (Bel =2 - associated X protein,
Bax) & %4 BHI -3 Z5f3 AR A T8 . 7EIEH 4544, 4
Mife 3 CAUAELE TEAMRAARREE B BR . Bel -2 MG ML T 15K
T 3 R R A J 5T % T B Sk BHL LR A i €. 3 C BRI, T
AR R T B 30 1) 308 5 (5 LR R S 3 O P B4 R i T 4
@R C B, S M- EA RS FE 7 1 MEER, ERE R
PET /N RPN bR B R SO e K & 1 - 9
(Caspase —9,CASP9) it K & H i — 3 ( Caspase — 3, CASP3)
DR S G RN L )i S TR N g Sl 2= A [ 22 |
L 14y B R L RN A Wik A%, B 0 B 2 A A P 2 B A T
M3 2 EURE A 2208 M . BEAh, 7E PD R 38 8 5 K (1)
LR o 28T v WL EE AR R TR Bax AR DY 9 HLTE
EA B 5 T/ MR B 2T PR I 3 5 & Bax BN S L T
AR AR o ZEMAZEE T FRERART Bd -2 JE34nT
Bax /K0 L, S EeERF I PD B R AE S T Bel -2 5
Bax 22 [6] () - g B 35, Bel -2 5 Bax [ HL R FFEK, bl
1,80 Bel -2 2K (AT B IAYT PD A RO IE Y . KIM M
S AE MPTP /N REER B (P) 5 % PD /N RUBERY w2 B, 3 5
MPTP/P J5 PD /N B 25 o i I o fR [0 o 24 g 11 CASP3 BH
0 S B T g AS [R) 770 = 3 3 (20,50 .80 me/kg) IRV G
PD /NEE/D Tk S . Ak, PD /N FRAR AR o % B Bax 5
Bel -2 B L2380, 1 AN [ 70 5 3% BB YT 5 338 T PD /NER
Bel -2 B335, BAIK T Bax HIZR3K, M4 M% T Bax/Bel -2 Lt
R, UEW PD N TR T M A oe R PE TS (H I E R AL B ES T
PD 55 (1 S AR A R T, TR b, % R vT RE R R A% PD 2R
T — PRI T 2454 . ZHANG C %557 PC12 21 T4 &
WS 1% 2 (0.5 .1 .2 pmol/L) kbFH 24 h, SR J5 44 250 wmol/L
6 — OHDA FLSNZ A0 A 24 b, I8 3 25 11 5% B 300 46 0 24 £
{) CASP3 .CASP3 il Bel -2 0975 M E K, 45 B W78 PC12
A1 if o 2448 11 CASP3 23k /KRG, 380 T & CASP3 Al Bel -
2 Fik KOV, FHBEAE T CASP3 [TE . FRIEDEMANN T 204
A 1.5 mmol/L MPP* 4b¥H SH - SYSY 4iififi 24 h 5, 40 g dd 1=
B R B BRI 4. 2% 0. 3% RN F] 13. 8% +
1.0% ,1fi5 MPP ™ X} BE4H 40 1L, 25 wg/mL B % 45 B4 Al b B8
24 h A0 R T D & 8. 2% £ 6. 0% ,SERG A T
HEHLRYI RN WA R AR T I, DL SERGTIERA T 9%
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KR BRI 40 M A 08 12, AT &2 #EXT PD [0 2R
fEM,
3.5 MM BRI H W IR AN MGE A B A B IR
R RS R FEAN M A A7 ISP APE The BT B
MPEH . HWE—Fhit e RS ANt 72, vT 88 Bh T4 +r N
ERIREENARAS o F AT DARRAR IR o 20 M Jo 2 22 R 2 i 2
G o - ZEfZEE B AR Z T N E B BURHER %
B W 2 8 B 7 i — 2R3 B WA S R G s fg =, 40 bec-
lin 1( BECNL) FIMAF A (1 1 4245 3 (MAPILC3B) ™', it
A A AR B o - SR A R RS, i — 2
S E AR R AR R AR 2 B 4 R E A PD RESE
RISy E B, [ AT E X PD R R AR
HUANG S X 255 Szgif W] 5 %f B 25 A L, MPTP i 3 19 /)5 i
BECN1 FI MAP1LC3B — 11 (1 3235 8 2 B4, 55 1 MPTP 4148
I, MPTP i % Z A0 F /N RS 30 4 BECNL F1 MAPILC3B -
I py gk BN, Besh, SEEUER T 200 pmol/L ) MPP +
BEERALT BV2 4 g MAPILC3B 14 BH 14 41 it A 50k 40 g,
TAEN A 12.5 .25 F1 50 pmol/L ¥k ERIEMA T 38 mT
FHEANA RN ZRAR AN M . Rt , 230 25 R 3R W, 3 a2k 1%
A WEIE R (2238, P R A A 0, 2 o - R AZ R A R R4,
DM 2 g Re i & o0 s 52 1B 4k, 3% 26 P ¥ 7 R AT BRI T
PD MIWEHEST A

AMP 15405 i B ( Adenosine 5° — monophosphate — acti-
vated protein kinase , AMPK) 24 ¥ e 12 A G 3 A0 SC 440 1, S T4
T B WERY SR 2, U A PN AR B Y BRI AR, BEE
SRR R BE B AL, W RE R RS E R TR, AMPK £5 7
FFAER(al 02 B1.B2 .yl N2 FI 3) , B —Fh 5 R E AW
B, 00 M o AL KL AR B L RN R T y BRI 45 A
AMPK 335 38 33 %} une — 51 #£34HfF 1 (Unc - 51 - like kinase 1,
ULK1) R Ak, SECA MR 30 o 53 1 PD A mi g fiT L
B EAFPEN R AMPK () B W5 BT 776 PD AR TR A= 1) 4 il
W AMPK (157, = B AMPK 3006 BT )32 Ml & R 7 F
JHEE T TR PD MG AMPK 51 3 5 ) 9 T T i 2 ek 2
WZRATEAS , IF B LA PD Ay . DENG H 47 it 1
30 mg/kg MPTP {5 e g 18 4 PD /DAY, 25 R R 5
X BRZHAH B, 72 MPTP Ab 39 /N BRUAS SR T, A 20 me/kg 315
FIGIT )G WELE) MAPILC3B - T W& A FUKF B35,
A WAEB T 50 R AH L, 355 267 4B R b AMPK &
KO R B, SCGIE B B Rl i AMPK OB i
FRIGEE B NG M, 6 MPTP 753 (1) 2 B RE A 2 oo B A e 3 ff
PUER, WX PD BIEY7 EAEH
3.6 RImEMAE BN ER USRS (Tetrahydro-
biopterin, BH4 ) B —Fl KRR E R R, B2 Bk LH T L
MEVE LIRS EY S BN EZEHEIN . RN - B
BIR - 221 — 22 el B R A 2 B M s T X
A AR, B 2 R % AL i ( Tyrosine hydroxylase, TH) 1E 24 £ A
2o EL JHe 1) R o S i L R 3 {3 L) BHA Sl = A A2 e 2
& ( Levodopa, L. - £ ) (7] o L - Z BB A K, 551k
AL, L E MR —F B A g R, BRI 2 oAl
MG, FAE R K- 5 KT RE B VIAH G . Z RS
BORAR I R 2 FBOPD AT WANG Y 2517 1 S 2
BRI BR RS AEZ PD /N B4 PN, 45 S TF B 40 5 S 2 54

TN 2 W I ek T PD R B, IR, i 18 AR P
A R A i f AR B JE A 25, 4 TR I R AR SOIR A 1 22 12
KV BEIGSEERAIEN] T B R S AR S 6 YT PD /N AR
TP AN R IG YT, BEW] T B X PD 3R 97 A FRAR W 1
o e, SCBa BRI T 1R B 2 A (2 i ol A= M R
o BHA [AEYIG R, SR T TH 74 L - Z2 B MG M, 48 8 m
TN RN 22 T B 22 L MR BE , O BT 3R YT PD 443 1 B
W o
4 INEERE
B F TR 1k, PD A K AL AT oA A, (E2 S A 3 2
KL DI RERERT 0250 AR O B AR SR AR R 1Y
YEFITT RED | R KA 2 T A I A8 M BT, e A 8L PD, B %
BAYURT HUE PR Pl s sE 2 s, HH A
A PR BUA I LR DR 7 55 25 LR T RT RESZ R PD
AR R JRE A A, DTS 3 ot 22 DR AP B A T, X SR B B 3 AT B
PD {935 1 X5 T PD M , AHXF T 79 24 (R e 00t A A e S
SREGICI, W BA Z RS 2K 2055 2R B R
BOEVENEG 25 AF D — M TEM 245 2 2 H 51
AAMAYER R 25, DFEE X T PD P50 2,
I, B EIRYT PD 2 R AR N TR . (EBEXT PD IRYT
WE5E BRiANED , IF BTS20 PD () & A fR SR A 15 T
AT, WAh, X Ko 2 el E AT TR, W
KWON T H %7 SEai ik K U Bl 1 934 3t 2 80 6 ~ OHDA
PR LA 22 e e M 2 O A I A 1 o R  ( F
BT PDIRYTIN , T R AR RAEIR, T RER
TEP X2 R 58 P RLR I DL B AR S —Fh 5 SR i el 22
TR R, B B AT — A A A A R
WAHBEN, o, HEME St — B RAN R &Ry G PD
AR AR TR AL B A I T 3k PD A 40 3, o
B A IR B X PD i 28 (R4 3 1 25 FE it
S 3K
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