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Abstract

Huntington’s disease is a neurodegenerative disease characterized by autosomal dominant in-
heritance. Its clinical manifestations are mainly manifested as movement disorders, cognitive
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dysfunction and mental disorders. Early scientists conducted in-depth research on the pathogenic
mechanism of Huntington’s disease. At present, domestic treatment methods for the disease are
mainly divided into two categories. The first category is technical treatment, which covers nerve cell
xenograft technology, ultrasound technology combined with microbubble technology, and central
nerve in situ regeneration technology. The other category is drug therapy, including epigallocatechin
gallate, Deutetrabenazin drugs, metformin and GPR52 receptor inverse agonists. Although these
treatments are still in the early experimental stages and have not yet been widely used in clinical
treatment, they offer hope for the recovery of Huntington’s chorea patients. This article aims to re-
view the progress made in the research on treatment methods for Huntington’s disease in recent
years.
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1. REREEXEE

= T 0 5 ¥R (Huntington”s Disease, HD) /& —Ff i S (a4 i i 4% R 2R AT PR o 0 19T AL
IR RS THERMHTTE 42T CAG ZEERFAMREELSY B, ST THEN
(huntingtin) & 4= 2848 3 P2 A SR RN, 3T 51 R A& JC T REREAT[1]. HD (I AREFAE LU IEFEAS H £ 18
B FIEERG . INRIDIREIGR . AR & B AR m oy SRR IE[2]. CAG BEE Y B4l & W Itk B AL 15
3, PR AR 500010 J L3 4k AR S50 255 R 5 R F N o T M B SR 1)~ 350 RO AF 8 Il HE 7 40 &2
50 % 2 [Al[3]. T RLZHHBEAVHH G4 HD BURFER 2 8, CoBZ3ERESES T 18, XA HD
FEEAFAE M — A EZH K [4].

RIS BRI 5T, o 10 £ 8 (Huntington’s disease, HD) & i % 5 = 12 §iii 3L [l (CAG) H & 571
MK EZEDIMG. CAG EEFHIMKEK, BEBAN PR, HRMEREE . g RN,
RKIE NHER) CAG A K1 i T AR AFE[S]. Ak, BRSEHLIX A BER HD A FAHX K mi[6]. T4
WAL 2 —Fh B BARAE THE e M E AR, R T S8R E A e D) BERE RS . HD R EL52 I s 4o0
FEFHE R ATH SUIRMA I p- 2 T TR (GABA)RE H H 2 A4 70, SR IBIT ISR, 91 A AH R I
REEIR[7]. €4 M1k, HD MARARIE % SR10, BEAEBARE S0 AN B HEdE, HD (R 7o 4iek LY
PR . RLBTELA VR E W IEFK HD J8T7 72 I LR .

2. BimLE

BT TSR IR B OB R BT IC SR R ok, Bl 2 T R 150 RIS TRl RIS K 1 g s kAR
BHEFAT— BAES JHR R IR I EOR AL, IF sl BB T AR 2D . SR, AW 7T LA skt
17, 4501k, BREAFATMARBESS BT U I T S ECE T BUREAE A AR B R R . R, W
FEANCEHE T — LR £, X O BRI (A S IRt 7 BB AR R . IX L T 32
AFEARRT 2 BROK-FRIZERL, MAERIENSY, LRAADIREMRR, LURA Z IR w3 55 50w
HUBII L o SRR BN AR W FEFE ] T I7 1, AT R AE iR T Tk e it 1 2R At . RHE5A]
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i Bl 3D T, BERSIR R T T BUREE IV EUR R, AP RINIA)T FE, MR
iR E

2.1. ZEREKEXE

Z UM, MERA—MLRM RIS T, | I APAE TR A G M, A8 e livd T e ) 470 o ik At
[8]. W5, 75 1 4k ESIE (Huntington’s disease, HD) &34 AN Gt 22 DU HUA B 70505 4 1] 2 B
TR, SRTMITERSE M R B, 2 IR E R RIS . SIEFE, HD EEdEE Fis
BIFEARAE S0 AT R0, AEAE e Hh BRI S5 25 ], &R 2R A S ik . 2 ERRGIRFE I3 3 5 HD
B AR A F B s A RS AR — 5, R SO 2 IR B ) S S HD B SRR R B
FBEhZ AR, SRR REY], £ HD WA, B KRR SOIRAR A 1 2 K
PRAMAE, [FRSCRAH 2 L D1 A D2 SZARI 45 S e IR R AR N AR, S 3% ERERE R4 LI
&y MM BIRIZBBERS[5]. X ERILN HD J077 RIS AT ST He it 7 2R 3.

2.2. ZRIETIRERETS

PEAHCHE AR Y, T ISR FRAE (HD) B3 A AE AU R B AN 2 1 I 8, 138 5 DA B R A I R I
I HIX AR AEAELE HD F S 2RI PR IR Y2 302 1T 1 L AR B B mT AR B[9] o J T~ 7 S M B M 1 1 IR
R, WERFEANEEX HD /AN RBEEL K HD B bkt REAH M ) 2R R AR IR AT 00, R IR AR 5 2 A A0 TR
%, HEEHEZ R ARG E S 7K LRG0, SO AR TE BE N RI[10]. 2kt 4 i i se &
AL LR, AT A SR E G P, BRI <3, RN R B A
R G, FATTHESR . TR AN E R IR 1 S 2 M PRI e B . BORL AR IR IR B UK B s i) =R IR
TEIR A E AR 55— RAVIELRLARE E b AT A OB, NTT 3 BN A AR BE 2 PR AN S R0 B R 2 1)
SR SEERH SR N, FE HD 2, Zokifa b 38l d % B 2 54 B 1 BT 1 B B R IE KT BRAIS,
BT 2R AN E AR RO, i AR A D RE RS . B Ak, SR B R IS T T AR A )
PRETOIIR IR Bl SR AN SR A &5 5 e B 75 SR A AT () A ) 408, 3 B AR AL AR AR, X 2ok ik
hier=A4 e ERgm[11].

2.3. MERIE

FERRZRIBAT TR T, AR JOE T BRI rAX A 22 28 8 A /DN IR o 4 5 22 TP o 0 L Y e 788 s
Bl SERAER T RIFF SRR, BTG APA SOE . X LS AR 2 TR B A AR, I A R
LTS R BE L2  J H A SR AZ[12] [13]. LA WFFCUESE R, 78 5 WU (HD) i A2, WAL /N B BT 4
N5 T B 2 A S L2 P AR SR N, AT (R 3E T HD AR SR AR 22 JRE[14]-[16] - 3P BB IT
a7, TR FIEE AR IET NF-«B {5 Sl EA kyurenine &2 W0H /M4 5 B IB R 40,
BUX LA MIAESORIR . BIORTS FVER B BT IX I O SR 4, HETTT 5 A A 22 JE[17]

24. ARMANEEEN

N PR R E B A RS S, SR N & TR EL, AT S BT LR . %
LR HPRFIEAE T W A R IR B A X vy PR R R PR AAE IR A ) AR, 3 Ay B R 32 Ao P & [18]» £
FTURRSAE W T, A S R SO T 8] 22 e 22 T R AR 2 IR AT P AL T RE S A b A R R R
AR B EIR R TRL A %, AT B (6] R rh 5 R RRIR FE T i o IR A R BRI BE A T et 2 51 R 5 i
JE B LA R IR AR S AT, FECRAME T I EER R ARAE,  BET A SRR A 5 IE[6]. fEAR
LA, N-HH-d- R IR(NMDA) RS SAE ] . & IR B 51 R 1 B PR 1 mT g itk
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4iffa4h Ca? it NMDA 2R KB WL, fil 20 iEfrE ) Ca? B, T EUMIZRIF S Ca2 ik 2% L7t
SRR A, RGN T IR R, A SEM AT rIBAT MR AR [19]. A SEAG A Fe il A JE
N R LN SCIRATE S B Z RS2 RSN, W52 3 Hh (8] 22 e 28 70 (0 A8 11 DL R T 0 SR B i2 3 Dh R
FEAS, MIMIEIE 7 NMDA 2R BE eSS M A B 1 5 5 T WP I AE 12 31 Th g A 2 [R) 1) 25 ) R B
[20].

3. BT A%

BT R B 4R S, BE BRI SRR - S W05 (HD) (iR )T 5s VS B2t g . A
SORMEARIRTT HD JHEM NG TT HD JiiE N ANMERL AT IR AR, B AN 1R A Oy 2T AR

3.1. ARG

311 HAHMAAHBESR —RBREHET

M TCRMEEAE, TR T BT, WA WA AT S — R RN . BT AR
{9 Jo BR A B 0 RIS (I A i, K 2 S A RS M S B T AR TP AR K S I R T AN N AR . SUIR AR
GABA R P [A] 22 AR 22 70 A 22 7T L ) 95%, £ T WIS ETAE(HD) 5 0, B i 90% ) Mt 42 T
SIBM[21] [22]. PRI, IZEORAIRT S E mAE T B A HD 3 SORAR B AL I o ) 22 e 22 78, DA
Thfe, MM HD. X RGBT IEAEIRYT HD JF TR A BERRITIE. LaMAamIR, A%
M2 T A MR A A N R KRB, W e Bt M S2ARIAE S M T RE R R, JFRIE AR S e 40 i A
T R BHRYT R IR (K19 71231 SR, A5 AR N RASKSN IR 4 T AR ML 1 28 AR K S 8 1 R AT
FFAEEZ AT R, FEL—POIT. o, ZBORIEMIGE TR R, E0F 5 AR He A 20 R [
SRS AE T S B RO B A B I AE G 45 RN, IZEORERIER I, B &, IR N 2 R .

3.1.2. BARARBEARCE(USMB)— i I fg 57 Bk FR

B P AT _E T A USIR BN I — o 8 P U AR I 4 R A R B3 () R R A o e, dE
MERT ANMEALR, 51 RALIRS) AV, PLSEIUR PR GLFI WSS . 123K T I R ATERAS 2
ZNH o RE H BTAAE 2 B 6 7 1 W05 (HD) R 171 2547, (H T if i B s (BBB) I PR 1], K 22 5 24 W He
PLEEF LB, FEURIT RAME24]. A REARRME T —MAE R TT SR ZEARREIAER A E.
AR G| T BBB WA, A REETZYAER N AR 2, AT s 250767 ROGR . AR, A B EORAE
YER T A B Ay, o] RE 2 AR AR N BAERSRE, IX LA ™ AR A R M o iR IX — ]
fiifd(microbubble, MB)F:E A [ 87 FH I A5 0 B L o SRl (1) A7 7E BE A% PR JK 8 2350 N P BRIEL, 92> vy ik R 7
W SR A o B S PR IR RIS &, RGBT NER 2R R T BER. 8
FEIIE(USMB) AR 32 B i i 3k 4% M 7 /E AN R4 i 55 M@ 2 S L, 38 n 259 AME B, i
e ZRI e W TR R PR PE o 208 IR N R IR, S G RIUEE 75 T i BBB [ 3KE, SRl T &
G HIEE A IR BB [25] . BT RI, /N BRI A AR S IR R P FE R IA S EUR B AR Ly ki b,
FPRR T A ERR S w RN, = T NMDA ZARRRIE, MGG T HEATTIAAEIRDL, X HD MR T 38R
BE([26].

3.1.3. PIREHZEFMBERARA—RELRRARFIHPEIZREBEZT

HORX A2 2R G0 RS P AR AR R T DR PR b 22 J o A B P B ) B R 3RS AR e, i
NARZE I SR PR 1 R ] A BOR F-BL, SR 28 S B AR O AE SR A7 ) D BEPE R 2 TO I Bk o 2R i 3R
BRI TCRIBN T 2022 SEIF A, ARAR T A BRAE LUK QR SR8 A IR o 4 it 435 1) 2 A
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B SRR A IR, DAt D ReVE R e A i, AT RILRE 1 AN e o 40 B A B AR AR AR
HIANTERE M LR R IR B B S B HE T S ML S ME AL A SE WU AE (HD) IR T A e R Gt B L 5
A BORREE K 2 TV 200 L e AL D SR A P ) o ) 25 JRAH 22 70, 8 HL R FEES T2 v [ 22 R 22 TS K T RE
MTSEZE 22 TT KR AL o 72 HD BRI 7S Hh, NeuroD1 A DIx2 W3 fift e 35 [R5 1) o2 R T IR SE g
g et BRI RERISE . BEAh, XL AR R 2 e T A DU B RAF AR BRI, R
R BE S AP 25320 iy KNG B X 3, A7 B PR KN B2 IR IR H Thfig . AR ORTE M AE,  IXERAE KN A SR A7
FRAE R R ) 2 RAP 22 T RENS B0 10 4% HD BRI RSCIRIA R4, ek Higzhohfe, JRREFEREAAF
W, Z% HD MR EERE[27]. SRTT, ZBORMA TP I B BRI N M /i H o fldn, Mg
BERINFETE AL IR 1 (AT 2o 8 55 QB AT 7 IR A WE T

3.2. BRI

3.2.1. EGCC—IHIF TMEARRBERBRITE

T T )L WA T H IS (Epigallocatechin gallate, EGCG)J& T- LS 2R & W), R LM 5
PRy, TN RS 2 W i R Ty B AAFAE T AR5 28] B I AR AhsEas, WA
KILEGCG *F HTT & AR & K LR A A B AEIER, Bz e RAELLE HTT EA %R
SE TR AR B HE 2B (AR A SR 48 R, EGCG AV AEWS B 2 10| HD BRIt HTT A1
RGP, CRE(EE HD #5E F 2 2 e 2 F+[29]. Btk WL, EGCG FI4MHIE FH B 7E %
SEHTE (HD) I BUR LS IR Bodh A7 2bcdz i, ABHLIE = T8 R R AT ST aG, 8 S SOR 4R e ]
LA ITCHIBET:, I TG SRR RE A B 1280 % HD IRARERIL L, JERefE 2t HD BH migs)
Thee. Srhia 2 in s o AL AR . ME T4 R PR S H R L, EGCG MU TIRIT IR T,
i TIRITIEN, IR T BE A AE. BT EGCG, MRFNTBERIMFA NI ZRMEILERE
BT IRER(ECC) L HAAUHIHIEM . Bk, FHEEFATN 2 2B R EDH 7 T AT TR,
R ARG P 0 R E MBI E ML, RN RIAFAEYIFHENE D RGUEAN . Tuiek i
YR B DRI TE[30]. WEALAE R, REMABU A WIS RIEIRTT HD FCR IR E

3.2.2. Deutetrabenazin Z54——iF%5 % D RR/K

Deutetrabenazine (DTBZ) & — Fhél % F2if B iz 85 1 2 (VMAT2) il . W 748 ~, DTBZ idid
I VMAT2, Be8FRACR bRl Ba b 2 g A7 5, JF0EdE 2 IR0 d, T isb 22 Tt 5% fi i s
(I FE L R3] o £ ST B PR3 BRMLA 22 B GRS (3 3 5 7 S Wi 8 B E (HD) A 38 A B F18 3011
SUB A — 3. Nk, DTBZ it iy 2 MK, 7Rl 97 HD B H 123 D ReRGIfEE . 7 DTBZ I
2/, T 2K HSHE (tetrabenazine, TBZ)—ELA&7GY7 HD HIH 2, 3 R IR IRIGIT R 32 12N H . TBZ
REE R B 5 P 2 RGE I VMAT2 456 FRHILThRE, e S IZ 2R BT B3 i, dEIm AR
KRG KR 2 B, FIHINLA R RRS2 M4y . DTBZ 1N TBZ A EUR[32], @A FE#Hh
AET, BHEEFATRIIXAMAREE 725 80E M, T H A e K 2532, Ji 45 25002 I PR AR B AR
H[33]. Wik, AHEST TBZ, DTBZ EHLH EM G738

3.2.3. ZEWAI—#E AMPK {E5i@E%

THUIE A 2 BURE R IR ST I — R 25, BAAT 2 MR A E[34]. JE IR SR T HE T &
U5 (HD) G T T B AEAE F o AMP AL ER 11 B0 (AMPK)/ (5 5 38 1 /2 FUR 40 0 7 B S e BRI 45
TR, ST RS LRATE Y AT IR A R R (O RE AR, AR RN M Al R [35] .
SUIGE % B SO 1) AMPK 55388, RIFMSARTIER, 1K 5 @ 2 /N R A . 3
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bk, WEFCHE ORI Bed AMPK (5 538 B, AERS ] NF-«B {5 5 I K 0e R AN 1 1RIE, &
BRI 22 JORE /KT [36], 2E M 9Bl Kb B2 J2= Fh e s /N e i 20 I AT 2 TR R B AR B AR 2R, 221 HD 1Y
TRERBERE . SR, T HOSUICAIAE A /11, A SRR AT RE S B IR . HAF 4 A AN I, 7 2t
—IBHIRAB T

3.2.4. GPR52 4 I [ B Bh37)——HDHI % BB B2 324 f A |EE 52 (4 HY 7B 1

G HEAMEELZ 14 52 (GPR52)J& T-9UL G R BB Z A KR, HRIXFERRTHRME RS, JH
FEAESUIRARFI RN Bz J2 X 35 [37] o ABAFIE B2, 7 W00 (HD) 28 35 R i 3 5245 1 X 38 1E 2 SR A
KB G HEAME NG SHSF@RA T OHE Y, HEiEERz—, B Gs &A, Al Bus iR
MU (AC) AL I BERE IR LT (CAMP) I & . GPR52 H LB AW Ihfese T 2 E% D2 ZAKHIE
P, B2 41 P9 cAMP [ RFURIEE £ [ D1 24 F1 N-H 5E-D- KA ZBR(NMDA) 32 14 [38] -
%Z % D1 f D2 ZAR MR IB AT E W IN & FERIEAA | R B R . thoh, BRI AT
BEPERONE, RPIE L S NMDA 3248 SEWUARFSE ARG, & HD B3 18 3h Th R et i1 3 A
K, GPR52 7E HD HR AR Hh i T I a8 i €. ZE T 0k, BHF A A BUITJF K GPR52 24411 )
AN SEER A ST R, GPR52 SZAAI I I 77 Be % il i i R 22 A B N cAMP (19 2R AR, AT 4]
HD ARSI JERIE, IR I AR A 5 R (I (MHTT) K, [RITE HD /N AR AL R B VAT
FHISREAR A8 13[39]
4. BV

JRUEP 5 R BB (Huntington’s disease, HD)IE 6 A A& —Fh 4 WL, JeCfErhE, LR %M
SBEA, S O B IS R . ORI, PR 2 I, AN LT A L .
SRR I, AR B RO S . SRR S AT SR . ik
ELRR LA RS, &R B2 T R FEB A B 2 A o e . T IRE TS, 1 PO ok K
., B AT T B R A R T R T OUTA. 4 ADRISHOIE, A7 A o A U B
WO IEEN ET, BRI R TR, SRR A AT 5 K 1 e 0

ORI, AR 0 EE R SOR LB O R E, 5 ST 5307 M R R 3R T
TR S L O R B 4R R Y T U B ST RS OSSO, T AR B R 7
RIZTER LYK, SIHE T RS HER . S Eer Ems 0T R U7 15— B R LA, 7528
HE 3B BRI 53, B R b A 1TE B SRR O i 13t T SR fy— 25

49 P 55 T R B MO SO ST T EOR AL OB, (B, R 03T s
R BT AT P, 1 ELZE 7 HOR Bl T B RIS Hha T S AR B, o4 b [E
2 A BRI EGUREE B H R T A, LIRS T S I TR
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