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#E PR S M B E Y N 2800 & AR XU RO B S L R

FAEY, TEEY miR AKAR, AEH WK

(1. P WA B 2 e A PR OF =2, RS 7 FH 4210015 2. AR KA AL T A 22 0%
RS T AR A, W A5 421001)

EE B K (diabetes mellitus, DM) & H Al R _F 5w UL A B Ak B, LR 23R I 0 & Mo AE
K DM RS R BWUA K T REZE AL, 551 & ZFIF & E . 3 JLAE K058 /R DM AT
RELE N HR A 4 2% 9% (Parkinson’s disease, PD)RYJRUES, (HIFLEAAHLE A . A Al fE 5 DM
| A B R IOBERE AT G, BB T RO X i IS 500 A kA e s AR X EURR lﬁkﬁﬂﬂ%ﬂ%%liﬁ@
9o B PR S AL A A AL L L MR IR AL LR T I B AR . MR R R R AT ES 5 £ Tk
PZETTRY P o A8 3C 3D M sy MR AE 34 P D XU (4 7 FH AL K LBy i 1 — 2534 .

[REIR]  WEIRIG; @ IHAE ; DRSNSV Mo AL R W)

Research progresses in diabetic hyperglycemia increasing
the risk of Parkinson’s disease

LUO Jinding"*, WANG Zihan"*, FENG Shuidong’, LING Hongyan'

(1. Department of Physiology, Hengyang Medical College, University of South China, Hengyang Hunan 421001; 2. Department of Social
Medicine and Health Management, Public Health College, University of South China, Hengyang Hunan 421001, China)

Abstract Diabetes mellitus (DM) is the most common metabolic disorder in the clinic at present, whose main manifestation
is hyperglycemia. Long-term pathological state of DM leads to various functional disorders and is easy to cause a
variety of complications. In recent years, a large number of studies have shown that patients with DM may increase
the risk of suffering from Parkinson’s disease (PD), but the specific mechanism is not certain. Most studies have
demonstrated that it may be related to hyperglycemia caused by DM. The brain is relatively sensitive to changes
in energy metabolism caused by hyperglycemia, so pathological changes caused by hyperglycemia, including
oxidative stress, the formation of advanced glycation end products, neuroinflammation and neurotoxicity, may be
involved in the injury of dopaminergic neurons. This article mainly reviews the mechanism of DM hyperglycemia
increasing the risk of PD and its prevention and treatment.
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IR

7% H i (Date of reception) : 2020-01-21

1E{Z1E#& (Corresponding author) : % 7:#, Email: linghongyan0203@126.com; Z*7/K%<, Email: shuidongf@hotmail.com

HE £ T B (Foundation item): g4 HARFI %342 (2018]J2347) . This work was supported by Natural Science Foundation of Hunan Province
(2018]J2347), China.



916

I R 59 i 2 i, 2021, 41(4) http://Icblamegroups.com

MR Y [ s 4 PR 95 6 %5 (International Diabetes
Federation, IDF)?%'L‘HB/‘J%HEM: T 320454,
PR B AW N £ 6.9314 . WEJRIK (diabetes
mellitus, DM)J&—Ff LB T 2 B8 Bl 55 0 45 1F
MM, AT BRI R . BEE N H 2 i
fr, DM 51 098 4 IF A AE R AR T AT G
1o WH4 #8955 (Parkinson’s disease, PD)J2&—Fh#i4:
IRATHEGR , m R SE IR 2 B sh D RE R A . A
SCHR[2]4R 1B, PDY FLAFAE = B2 b 22 50 N AF TR H
a-Z fili#% 85 A (alpha-synuclein, a-syn) 2% R I W 1H
P& oy 1A, ORI 2 1 e e A 2 T R AT M
Bif, NI 51E 25 s 3 B SUR KR 2 1 e 8
b, DMTTBEXTPD M H B E e . SCIRIK 2 18 1
Fo R 45 F A R S A A i

i

1 RITHRFAR

\

MG AR AT A PR A o 0 i e e
WEET . BIEPEAR ST« 56T AR 090 1m) 7 2 DL K
{5 %5 FRAF 78 45 7 B X DM PD KU 47 97 Ad7,  HY#E
TARFEESR . REZHW5R ZHDMIE I T PD R
W, A 5% 22 DM AT PD XU V& A5 AH OGP %
BRI (R IR 2E SR E A LR AT

3R 1[04 5K T HE PR A0 & 7R s KUBE B9 R 52

Table 1 Studies on diabetes and Parkinson’s risk

AE. WFITHY T ¥E . REARKL LA R BF 58 U8 A8 AR A0 4F
W% B AN —FE; 2B DMAIPD bR 1fE L) S DM B 3 25
Y+ P0AR T 4 A DU R IE 5T AN B0 AE B9 AE 5 4R
A FBARR, sC& A T REBLE 1Y BT K4 5
A5 AT RE R W 44 A 53 59 N E 5540 1] BE XF PD KUK
FEA RS . R, T BTN S8 5 7 R F
S DMAIPD KU Z [8] B9 I . (EAR S H A a9 a5t ,
BATTA HL i AEDMA B I PD XS (1 fa$he . 7EX F
BT, ORI Z W5 T DMAIPD SCEE Y ]
REHLI

JRUAE K R 22 1) SCHR B DMUR # B PD I K
T A | N (E 8 S0 i N O S 1R N
Sk, i IR 00 A AR AR E B Bl R A OGP
SUIR PR B P BT B IR 2 — . Yang
%m]ﬁﬁ?{%%: H—Yﬁj\,ﬂ;ﬁ(Hoehn—Yahr, H—Y)*ﬂiﬁ%“
b1 2T 7R 14 = 7% A fig & PD H ol 60 B 5 1 ok <7 £ B
WK, M H 5PD B A A AT 5 A C, 1t
Gh, WA HF I OB R AR K
-, i R AR T B P D KUB I i, DL R I b
5l 2 P p g on A M L SAUA R K S B s R
ZRIE . AT RKTETFEE, ¥ AEDMEHEPD
JRUR: T Tl % 4% AR F o AR SC 32 B2 A D MU Il B E
AT REH N PD KBS (7 AL & L Bl R /E — 253k .

=4 S IS WIRES ZhER
XuZEt BRI FITE 4 503 1740 DAL HTREPERTSE T IS FB A IR 4 R 1) RS
U AEBE PRI 534 R140%
SunZ§ W IR BB A A 0 48 A 14 JRUG: =] BRPE A 5T T IR BB ERIE 4 A XU
HHOm, fak oA 1.61
Yang 5 TE—IE T ABR ARG o DR B IR PET o TH IR I A 4 A A XU
14 0 XSS 184 WSS B fE e HE 119
De Pablo-Fernandez5 " i JR 5 It I 149014 A0 =22 i) 94 S 5% - [ JBE A 5 T ARUBE R A R 4 AR K
— I S5 SRR BA BN A 5 B, fER R 1.32
JeongZ:® PREEFEHC . DRI FIE £ 0 11 XU HF ARG B AR AR R L)
FRA 4 200 ARG fc e, BB EL
N3.45
De Pablo-Fernandez5"  lfj4x 7% IS PR 22 [F] 4 S 15 . T ABERIMESE A4 AR AR PR = ) 3 B
NEDICESHFSE ) 5 ARG
D’AmelioZ5! A& B0 A AE Z BT IR e I T R 9% TEMAS ARG RAEZ 0T, MH4 A
WigT 95 55 0 DR 2 ] A2 Sk o6

NEDICES: PYHEAF il 25 it 52
NEDICES: Neurological Disorders in Central Spain.
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2 PR J e ML AR E 2 im0 < 7 97 IXUBS B AL 31

K& — A FERE i A% B, R 5 4
WL M25%, B T SR K
PASK , g I W X il PN R 2 B 2 4 R i A SR R
AR . R — TR U O R R
PDRYDMEH H, SEREEX AL, DMEH
BURAK X 2 1 e 5% 38 R 25 5 K P BE AR, taufE
(microtubule-associated protein, tau)Ffla-syn7/KF-FF
o FURT AT IS R 22 30 8 1 ORE A6 A AR AL
VP TP BIL A R S B e L 5 R O PD XU B8 i o B
G 2 A A A WA S B AT B e R S R
MGRIE, MAEFRTA K,

21 EEREEWL

O S AL A IR B U R
F1% 0 5 2 5k 5 3 iU ) R 2 TR] £ S5 A% N RS
FIR B, L AR A R A% AN (R 1 7
Y, BRI IE L2 (advanced glycation end
products, AGEs)"7 o FR 5 AR SE AL AN 1T SRk A
(9, AGEsTEHR 15T 098 A A5 a0 o) R, B B9
il AL S L7 1 K S AED MO AE AR o Sergi
ARSI T AR AR AE T 2 T Al T T A 3 B
wBE L AE S IR T BOR S PR O B T, H A
BB R — /DN IS S 240 i S 7 20 M Ak 80 R R Ak A
o 0 A O R AR AR, T AR
P Z TR AR MR A F LML . Hipkiss %
FEARIE : DM IBEPASE T, OB T & EOF
%Z:%(methylglyoxal, MG)fb:éEijJﬂ, MGH]
PECE A R, H YRR 2 T RE
o, 5% L DR LTI 5
TR N5 — P E ST R MG 3 B 22 o0
Ha-synf9rE . Vicente Miranda%s POHF 58 R .
a-synfii R AT B A1 SR A JE PDAHH A — SEFR Oy 58 fil A
W EBATERR AR L, PO NAEPD &
EROIE

a-syn BEAT 76 T 22 20 58 ol iy o 2R AW, e
FEAE T A1 B 25 Ff A i rb L o, 200 200 i A T
BANM . Lassen@E:PVHRIE : a-syn ] fES 5 Fa il &
fish /N9 B0 R TR A2 B, T Az P R DL S
SN T RN, R UISIEE M A TE 2 . Vicente
Miranda%[zo]ﬁﬁ%ﬁf%: BMGH 1 B3] F ik
Na-syn ) 5% 35 H/N R b 2 S 302 B REFT &
JUAN ML)z BT O ELTE 5 M A SR 1 A A
B XS MG 7K V- 35t A% 5 2 PR BRAE R 58 T a-syn i 2R
EMBM . 7/ Konig PR W . DME MR A

T, B E KRR, MG L, N
T i AR K SEFIAGESFR 2, B HJEEK %
wEA R, Fef, MG Tz R-EAMRSE,
KRG S a-syn SR B HE AR, Wik, &
R-EAM ARG TG T 68 5 B a-syn/K P10,
Ma-syn 8RS ad >k 3 B AR DR, AP
BOGMEEIR , S8 a-synfl iR I S A RALHE
Shaikh % W5 Bow i SRR, AT ek
a-synf) R, FHFIE Ma-synFERIK, a-synZE TR
EMAITTN R R FHOE KM wtE, R&dimzn
HeREAR Z2 e AN, 1615 A PDH R EEAEH .

2.2 |

F AL I (oxidative stress, OS)&EFEHLIAR N H
H H 5L AR A ok 2 5 PR W B R T AR
FHBY R ERRAS , EA I BUR DM s T K E
M CH R DY, e Bl EEAEM,
it 28 TC T 25 b 18 Al R o b 2GR AT R R e XU
FEDMARZS T, v MW T 38 5 Y 22 24 3% 1k 2 1
WA il g, 7 AR O T P 4R (reactive oxygen
species, ROS). ‘?ﬁ‘@%ﬁ(reactive nitrogen species,
RNS), ¥/ — S LA, (2B RL A Ca™
WAE R, RSN Cat KR R, A0S, A
B, MR Sergi RN R BE S B0 R Y
3 0l 38 o W I A/ R TR A A, ook
Pt 5 A L ER I b R AR Ak B L T
ek b, DMEE SR . & FEH 1%
i e R 2, S B R A P R 1 T A R RS
Xt R B E T B SRR A A A T AR
A T LT R ATROS I B BR it 2 41,
MuleZE R I8« 18 1V 5 IWE 8 0T DLl i 2 00 R
L I I WE AL 2R 7 W) DA B 2O 4 T RE I i 5
FOSI LA,

ik 2 7 28 BEAC SR FIROS A Jlidme i R B, 3X
A5 &7 A i S ROSFIOS I KU BT iy . 3G 3R YOS
Al — 2 S EOUR = EROS BRI . 2 MUk IE
WA T ROSHIAE HIZ O I /Y, SR, 78 /& Il
BT, 3% SR A I 0T S W PR O & JE i
L 2 ARV 1 K AL A JERE P, Renaud 45 PO
G R IHT R IWE A B DX ) e 2 4 I R
E e )| B Ve VS &b R A AN (1 R 2 |
T SOIR A 22 1 e R 2F 4R R i i A e A8 1 JF
TE J5 R 1 25 3% v Sl 7R ) A 0 KT T i AR AL
il 2 2 L RE M 2 oTE B SR P Y SE TS, Burbulla
AU R . NS BREUE T 2 W e RE 2o
T2 KL IR O Sy T i 23 51k 22 L Mg A6 1t 2 P 2 09k
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B, M S5 B0 Bl R D BE K I Mla-syn FRER, 3X
LI PDRY 3R 32 B BRI A PR OC AR

2.3 HERAE

Br 1 EIRPIRD FEZALHISL, DM MPEAE 5] i
I i 28 R E AL T RE 2 5 3G B PD KUK . Callaghan
SEUSHRGE . IR T, i OO R R A% i
N, SERERI; AEINAGEST HAGER
S5 G, R RAEAS 5P R = A0S, Al
AR A S 7 A0 B i A, R P R 9 A T T A A I A
F o WangZF PRI, ORURE B /N BB R
A i 2 2L NLRZ % (nucleotide-binding domain
leucine-rich repeat, NLR) & #AH 45 MR E H3%
SE/NERBE RO , IR IR T K B 22 L R g R 8 T
0. 53 /N AR L TR AL T A g R AE S S
PD i 7 . LiddelowZEPIRF9E W1, /NI
S B E e IR I T L R R T M T A
0 () 38535 AN . Bayarsaikhan %5 CORFSE K BRI
F /0N IS S5 40 B BB 5 RN 43 WPAGE- R 1, IR
Y sbzs |, HA RTINS RN ZEITH
AT, M ZEMRREMEITTAF, LT
MBS FIPD 2 [H] I 3R o

2.4 HEZEFE ADTIQ

1-C Bt H-6,7- “FKF-1,2,3,4-U0%
SEMEMK (1-acetyl-6,7-dihydroxy-1,2,3,4-
tetrahydroisoquinoline, ADTIQ)/ZH MGHI £ X
Jiig 2 L BT AR A5 B IR PE 2, A E T NI AL 2
o, R HEEEN R, Song%m]
WP Bs: ADTIQMEE MM T 1- B K -4- %
H-1,2,3,6-PU A MEWE (1-methyl-4-phenyl-1,2,3,6-
tetrahydropyridine, MPTP), — L HIBEFE/RSOIR
& Z B e IF 51 S 2R 0T SCIR A4 3 B b 22 e AR
T FEPDAE R M2/ % . FEDM KR, &
IBE 1 v 7 B TR 5 DS ) RN D - H Vi - 3- i 1 1) Yk
&, I FEMGHADTIQK -3, 4ADTIQMH
FIF R BIG FKERE, BRIt & TR E R R
FE R BRI T AN, XieZEPTRRSE A B -
ADTIQFE FEAIK 2 I e BE i 25 70 4 1L 2R AR 1) 345 14
FESHMT, #RADTIQR Y NIEMEMAHE
JFATRES S5 PD Y AR AL T

3 PETEZAPRRYEIR R S MAEE BIA S ARm
XUBE B BF 52

ST DM INPD AY KU £ — R 51 B BFSE R A5 L

WESE, X T DM PD B iR -t 78 JLAF 9 iF
FUP B RAF A AT, AT X R T 25
FEPD R B A MR QL2 g A AT TR B

3.1 AP tE& RPENEZ

Ji 7 1A Z FE K- 1 (Glucagon-like peptide-1,
GLP-1)J& TR B R R, h/NmL-4i i,
VRS BN W R B 2R, HEAS iE ,
1100720 A NI i 1 N S S B [ 7 S 2
AT 98 2 W13 — 2R 25 W) 76 S ) AL N 26 v S S
ZARPEN] . WElbassuoniZE WIS £ R GLP-1
FR T DMIRITRCR AL, 3 AT 38 2k 0 R R A0 I 3
A 38 e ST 2 1977 0 T 1 % 1 XoF T 4 R AR
) 1 22 e B AT B AR . Athauda Y
52 R W] GLP- 1 X 22 1 i e A 28 U A7 16 HoA W 3 1)
PRIER, X 5PD 3Rl iz ) Bk e 1 Pk &2 F1
WEEAR DG . MaZe DRI K30 IR R 7 ik T ek
2 RUH PR 9 /N BRI 32 3 ) fil B i RN 22 2 i e i 48
Jui . HARYEILC A /E FPLE, X IE
AR, B TR A G I B e R, T
JE HIRYT FAOE AR

3.2 ZRAERKER IV I HIFIEPEED
TKFEJKAEE IV (dipeptidyl peptidase IV, DPP-
IV) 2 — PG AH G/, & BAT RN, ] LARE ff
TG GIPHIGLP-1, DA K A0 45 4 32 o 30 37 P9 1
g S0 B AR CerielloZE 74758 . DPP-IVHI
FH T4 BhIG T 2 BOBE RO, vT DAE 5 e 0 P YR
GLP-1[H TG, FEGLP-14ME S Ak K SF- 3% i
2R MG HGLP-1IEERY IS 38 . 5 IE R DPP-IV il 7
5 R 1 5 IS E E AL, DPR-TvA i 7
A RETE M B AP R v R AP E A . Pintana
SRR BoR . AR PIAR STTIAIT IR, 3K
GLP-1/K 34 T 60%, M 3sinTs0%, SZHT
DPP-IVAEH & i GLP- 14+ S8 . AshraghiZs ™47
T8 AL FR B T DPP-TVAN il 5 AT BB U8R s M 5 | A 1
AALRL B, IS T DM B Y fh 28 A8 T

3.3 MMARKEPEHEZS
THRUIUE S —ZRIT DM 2 — . Bl
ok W AT 46 AR 7 A, AR AR M T A R A R
T 5% 25 AR Ok A3 v BT, Duca MBS
T WS F 2 s - kiR m ik
‘Eﬁﬁﬁ(AMP—activated protein kinase, AMPK) ORI era
e FEARIMAE . Fe i Chung5 HFFE 268 . — HIXUR
i BSRAMPK, XTAGEs FIHAMPK X H Fiifigkis
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FE AL AT AR ER . F Bk
N BRI SZBGAE S : a-synid 3235 AT 40 H AMPK %
1k, MK AMPKIE M Al AR a-syn B L Yan %)
5T &3 . AMPRPTE 751 — HOBUIIE B e nl 3 m
MPTPiF T A CLK 1R A8 /N R 4 FR i A rh 22 11
W RER S ICIITETG B . AN, KinskyGU'EH . —
FOSUNE ] G FRMG, 7= A2 TG B3 10 WK s o il £k &
Py o (H R H SUIRRR AR A B 38, e AL i 4R
A RO7 J8HE Sk s BEAIL R E R o R g AR, R
ERHLHI T EE DM R 2 SRR PD A, (H
s BB 2 W F 9 LR Z I I AR o

3.4 IEME TR FEHELS

WA AR e I S M 24 3 R A% A2 iR R
Ak 40 Tt (S 34 B 0 PTG A2 ARy T R HE IR 9T B PR I
VEF . Lin%5 o0 00, wEms by — 1 25 R 24 1
fdi F 558112 WiD MR & B9 PD XU i 2 [ A A7 6 HL
SRR AR E o B A R e T 2K R AR 24 it
K& F B, o A g D S AR I RN /DN B A0 B
W, FEMPTP/NRUT & 2 AR R, iedh,
Brakedal %5136 R . 58— F — H XUAIA YT 14 A
HHLE, mEAs B R A PTREACPD I A A%, (H T
WE IR Jo T 2 R R 24 I OR L N, LA TE — SE
G s H R 1) R R G, X TR 2E 2
Y (R SEAT AT 16 1F 22 9] U T i DR

R H 2, XSRS R AR F Rt T DM
BB XL AP D 22 18] AT BE A7 A8 B R R4
U, ) R T — S8 W] R A AR X RR OCHE 1Y K AE AL, D
Ko AdE 25 903 97 AR (4 it , (R4 gk — 2
GE VLSRR R AR IRIT T %

4 £5iE

ok # Z2 B IF ST UE SEDM R & 2 PD Iy KUK
Ham, SR EARA A F LR SRR R A, BAR—
SO SR A T B B AR BT, H E E LA U H RE
EHAEHZ5DMEH & EPDW RS, HE
ARFEER T, AT AR, X W FP 5 #0054
TR A OC . DMEE —> E BRI 2 A
ZEAL, e BEREAKT, FEAGEsHIE Y
o R 3 Ak AT 34 5 23 Ml A% 2R 1 B a-syn b G A
227, AT B DMAIPDAH A CEE> THLE] . 5
Ah M B AKOE TR R, o AR HL R AT 5] R
Z U RE 2 ICAEPESE T, ME— 2B INER T DM I
WERE 189 11 ER PD XURS: (14 7T B

LSRRI BRI 259, nT k%

R IEAL K-, BELL2h Wit vl DL B R TEBRMG, [#
flROS. XAlHK Rt — & 3 ff T DMAEPDYN [H %
2. AGEsIIE MAER KA JE B8 —A
AR, s TR AR T D MR B AY
2. IR DMIY Y s R 2 R, b
S LA R T R o SR TR AL e D
T A AR (437 22 T) AT A5 A fife ke, LA R g L 30

Biiifi . AR PD XU AR R OF ST B E a5 . e Ah,
AT — LW e 38 ™. DMAIPD A 1T

i SRHK, B R . X LEA TR B BETE S R DM
MPDR RS LT —JZkS, T E AN
KARIE FHAMSENE A R A A8 AR R Y B iR
j:_"%o
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