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Abstract

Parkinson’s disease (PD) is a common neurodegenerative disease in middle-aged and elderly
people, and there is no cure for PD so far. The diagnosis of the disease is currently lack of specific
indicators in clinical practice, and it is impossible to make a clear diagnosis in the early stage.
Therefore, the search for effective biomarkers to intervene the progression of the disease and
slow down the process of the disease has aroused wide attention. Studies have found that heme
oxygenase-1 (HO-1) is closely related to PD. HO-1 is a stress protein that can break down heme
HE—EH
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into carbon monoxide, iron, and biliverdin. In this review, we talk about the role of HO-1 and its
metabolites in PD, aiming to open up a new way and direction for the early diagnosis and progno-
sis of PD.

Keywords

Parkinson’s Disease, Heme Oxygenase-1, Oxidative Stress, Iron, Neuroprotection

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|8

A1 4 A% (Parkinson’s disease, PD), X 44 & Bl k5 (paralysis agitans), & —Fh i 244 NH WL A KRG
YRR, AT R e AR, DRI R AR | 2 T o A R D T S A B R A M
e RE I FIETE R B, WK u3G s, ZhiEiRgg, BH-FEIEMG, fA RIS, WfEg, A HER,
FERRAG A H A ThREREiG Sk iz gk, PD B RMRIRE . HRESSRE N, CHTIRE, PD
() BT 2 B R T B, HLOSPERE Lotk =, AR 4% PD R TE 50 B 2Rz, RER
MR EANORZMEZR, ¥ELE, F 2050 4, T 23.9%~26.9%K N U@ 65 %, 3] 2030 £, &7k
93 K N A 2005 4E1 199 J5 AIEINE] 500 J5 N, RF 2R A Bkin &R B ABU—F[2]. SR
PD HAIMARAGEEN T, HEl, EIRK L, PD st/ bR R rbr s, £ 2R AR I ARE
RAVARAE, FADAVIFFE R PD RIS AEVIbs Y, AR EYIbS E90E BT Fsm i & 4B,
R, B FHREA RIS W E 0 ED S EY, OB SRS RN AR —. EFk, H
WANEE R R EVIRIR I, A 7 REFEREEE, BEE AT PD R A EHLH AR ARERN, T/
Wh 7% PD ZWiAEM ¥ E, SRR ED . R AR EY) . TR RS SR EY) Fhr
WIS, ERATAT DL e A B 0 O R JB 3] R TAEM AR EY,  H T E P AN 7T B R ELE o-
iz E A DI-1 2505, ST M4 IERE-1 (HO-)BF i, Eitk, A BAERN T ## HO-1 1F
A AR A PD 12 W AR S5

2. HO-1 &M FnTheE

ML RN ABEHO) I R R I T 1969 4F, HAE M4 Z A BIBEE R, FF 20 MU AR v — %
HER B AR (NADPH) (5 M IE 43 5 I8 SR & 2 A2 BB LT R (4], fERMEEFE A, i 4r 3 S B 2L AT v B AR T
£, HO RGiA =FfFMAk: HO-1. HO-2 1 HO-3, "B % HKEEwIL . HO {EA—FrFRERy, 8
AR — B ARR(CO) BRER R (BV) R LSS 1 (Fe™ )R fF 3 YR ME R R bk 2T 25, ol [BIUSOR F 20 ARG
[5]c HO HIRRIEMZ ML R, WEMIE~4 CO, BAPL. PUEMAESHESHER. Fe* thrl 4 i
LLFEINARGRR, AT R IhEE, MR AR E A &R R E6]. EX BRMFEZETiLim
FINERG-1, HO-1 Mny#vRsmia e, REFEF—F 32 kDa 40 BUR S, & H AT 72 1
— PP T, LB a-RAMZ R AR tau AR, SRR REEARERKRER7]. B
K HO RGN AARIFE AR, HO-1 Wikikik, FEAFLETHFIEMEN. ZUEN—METEL, ZE
&g KT R TR 2D R R R B8], fE KRN AN HiA 4 b, HO-1 5 NADPH & ALEFH
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Mtz P450 IESREERIME A, KL RABEONHEEER . F' M CO, MHRRULPEMMPLER, XH
BT A A AL IE A [9]. MBS HO-1 /v B0 AL R ATAE TR, B i 4a
RAFMPEEA A, FEA T W I A EER[10]. HO-1 B3l TB& — RIIRNIoH, 20
. —% MR MPTP BEANEIEYIST. A4 R-1b. BURIRIER T a. WHAMA. ER/E(S PD
AR SRR LML . K MR, TREHE. mEAE SN RIS SO BUR11].

3.HO-1 EPDHIXR
3.1. HO-1 MIS LRI FE PD h{ER

ZH PD MIEWIEF N Z F R, £ itk SHEFE R ILEEH . 1992 FLk, #@idx PD
BEFLIE IS, AR (oxidative stress, OS) i 3 LAFE HI[12]0 LB A 4 A% 73 11055 2 A BEHL 1 i oK
SEAMEIRH, AR, O 2T CIRIE OS #1455 PD I AmHLEI 2 I, If AR 2 ERZResh & stk
REFEAER[13]. BREZ AR, 0S 257 PD MAJmEILE], #1un PD &35 P mKCF ik
1&g - DNA 5 RERIEAAE R A 2 [14]. OS 72 i1 Helmut Sies 7 1985 E4= HI, A “ 76
REN/BTEN RG T AR THT#H TP AT D RR N 0S” [15]. KEIEHE s, PD H OS )3 R
EFELRRIR T RE PR . N 2 IR ns — % 7 R B R (NADPH) S AL BE(NOX) BTG« 22 EL i 1 S A4 Qi Ak
(Fe¥HRR[14]. PD H74E OS #5135 7 PD SR S, XS dh &4 0] S8 OS M &,
A 1-H FE-4-2836-1,2.3,6-DU A MEBE(MPTP) [16]. 1-FFJE-4-Z L 0L mE (MPP+) [17] % U5 fA FERA[ 18]+ 6-
PRI Z M (6-OHDA) [19], XL R R oiifh £ MR &, WK PD.

IEHBHT, HO-1 FIREERAK, (HAEEA RO 3 2 R 3R AT s S RIE . M HERIEE W,
MPP+] LU I 2 8 HO-1 (IR IE KT, M I0E MPP+51 & (AL R 8, 3% 4 HO-1 2 54)1%] MPP+
SR A B SR AE T A FREHE[20]. MPTP 285k if i 5f b, I8 SR A GRS B 308 MPP+. HO-1 /K
SE 7 AT BAB 1E 6-OHDA I MPP-+4 40 RE 5 54 22 B o442 1] —J7 T, HO-1 BJid R IAX MPTP.
MPP-+T S ¥ B i 2 LR RE A 22 o e 21 1 R4 IR L 53— 5 THD Pl sl Wk S0 7 AR SR AR e 42
TCRZRARTENE, Bk MPP+5| K2 ELUEME e T [22]. 45 F, HO-1 nf LU #iH$2 OS B
SRR KRR HE.

3.2. HO-1 F1g6nFR7E PD hpy{ER

BRMAERFIEE L BLROEE, GHASE R, KN YR T iRl AP
R, EMZRE RN, Seka BT ARG . SR, N A BRI B R & S8 PD fAOR[23]. B
YU 1 HR L AL 20 3O ke s a1 A 15 0 TR IR SRS [24]. SRITJLEE, BEE AL IR R
(MRD$EA BT A, B2 IESE S78 PD A MG A BT B 208 2, 72 R A At DX, B4 58 4%
LIRS A RK, S BRI IN[25]. — St U & 7 2% Fh PD shie R b 2k B 424k, 45 R L,
PAMEAAAE TR 2 C A, T AR B i s Rt ., HERSET S 5 2 DR
AMMISET R B AN [23]. £E PD A, FRPTECH MO AN AR & 2 L R 2t BRI BUC L 3
BRI RSN E A O, BREE MR WU, AR B R o R AN, S EE 2k
A, R SRR T A A5 — RV AR [26] 0 577 A R T R T 2R 1 ol Sk
TR AT, PR TTRIRH AR A 22 PD 10— AN RERHE. Mok, BT DMEdE o- A% SR A
HIRI RN a-BR TS5 KRN p- PR Gk, X AERE i pal AL EER([27]. 2 20 D)5, A 0FFiRil,
X IR AR L R E BE, SUORE R, & AERM I S Rk, BRAE N ) o A A
MRS, FERAX RS B SR R IEAHOC[28]. IR, PD HAE MR (SN) RIS BN, 2k
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RPN PD [ R0 55 25 A 2%

K 52 B AR EOR U , HO-1 S B SR KR Fe?™. CO, X 48] it F 5L PD H E i 72,
PD #H% BTN HO-1 R4 A3 i 41 &K B AL K i Fe LML CO, AR i B P 2k IT
S 2R R A 0, SECASIBE ) 4% [29]. 3o 5 kR S0 1 RN M U (RINS) A 72 A A g o 3o
A, T RGP 4 ML R G EA R ERI[30]. HO-1 RIE S8R IR ATP BRI HGE R
ik, T E B2 BRIk, &I 4RV F [29]. HO-1 AT DAIE e 5% 1 40 A Hh 2k ke Bl 1 4m B BT,
IEAh, HO-1 3 M A3 In vT BE I8 ik 2 B Ui 25 1M 21 3% 17 2 20 R4 Ak RV E L, BRI 20 3R Rk 2 1 e
A B AEAGTRI[30] - 61 1T 5 2, HO-1 AJ BETE S L8 RO A 1R T Jl ik (R b Bk A i S HE R FE Ah 2 R4V

3.3. HO-1 1 PD HU#HZRIPER

HO-1 /2o b AL i, 52 Nrf2 [ ES ML K0~ CO. Fe MHEEK[31]. IHG KL
SFRICEBHEA S, FEERIBLL R, TR BRI VR, T IH 20 38 2 I 41 3% S A0 38 SR AR Y
BT, RN PD RA KR E BRI, R T, HO-1 1 L] Los i s e A 2g R
AR LT 2 (28 B AR AE R [32]0 Tyrrell % N1 387~ T HO-1 FIANARARVE . REATEREFR 19 AL
A F, 15T HO-1 RIENT T X OS HISE N M AR SB[ 14]. E SRR FI 4 4355 5% 7R, HO-1
FFWIN N REETEZ P PD A A TR BAAMA R EH[33]. 21 JUE, B FRaEmE Tt
It FRIk HO-1 HIFEEER(Te)/ N AR RSN HO-1 R MAEYER . 45REY, LFRE HO-1 &t
AP A RN RSB T, SRR E 8 — P B & /47 R 1-[30]. B4, 4 HO-1 id 3
K, AT LR R o A s 1 ek 278 IR R R, R T S 52 MPP+iF T OB PE[34] AR R,
M T R BLEI M R 7) 2°,3°- 8 5k-4°,6°- H S S A R E(DDC)X Nrf2-ARE 38 A #m 78 H
DDC 1] LA #4215 HO-1 [3RIB/KF, il 4t 2 B R & TR 3 LAXTHT 6-OHDA 55 (1 55 M AL 1
[35]. @I 5T BDNF Fl GDNF 7E I A4 0 - A& IR LR 77 h 2 R & oA is TR e, &5
], BDNF Fl GDNF #/2& #H Z [ IR M A E = A 1, W2 MR E TS HO-1 S
PRI A EFRR TR Z FFIME T 2 REE, AN HO-1 155 1458 BDNF A GDNF [1)5Rik,
MR Z A A Z A P[36]. PD I8 BT 1 A A A2 H 2B 5 S0 3 22 T i Re A 48 0 & R AN B Y - i
%8R R SRR LA R 5 /IR IR T T 51 2 1) o A R R B, HO-1 15 S8 I o- R A% 28 11 2 1 B B A 371,
IR A E R R TR, Pk 2 EERE A 0TI [35]. HR B R B[38], Ak, HO-1 K]
TR AE AR BT HPUa AR, 38T H A AR R tau A1 o-FEfliZ 28 1 1098 7 (34]. FSE b,
HO-1 J5 FAEMNZ KAL) v 2 15 62 30 A0 B OR AP AT e 5 A [F) (0045 538 B A 9% [34] o AH OC BERER B Nrf2/HO- 1
3R 4% X A 22 T ML LA A B A A o BRI, HO-1 S S ml il i s 2R T JORE M it A 2k A5 id
1 R A R E

4. NESRE

AR, EPNIEEAERES PD AIRHLEIFIAIR, R B Y bric Y m, #8
AR TARKIEERE. HAT, X PD AW 3 Z AR B A PROREDRORBEAT Y, ZR 1T 24 R84 HH S 25 )
I ARAERI, HAZ ol C2eik s ¥ AT AR B, Bk, BEE AN PD A EA B LR 1
AR, {E PD 2 BRI T2 AV RS B LRSI, JATAIL HO-1 AT 5 8 i im R S B
SEHRZR, AEHRATTT DASE I v A b W A R e . BT AARSR I BIE TR B T E 5 T 345 1 H A rh R B
RISERAEYIARIC), AREC T IO OB IOAME . ZT5 4, DA S VUM 2 5 A= I 4 0 3 ML 5 v 45 SR A5 A
fE, AL RS MR A . MEVE —Fh 5 TIREAEIREA, AR ARSI, & T4
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ZRPIFI TS W, R AL 2 UCRAEST RPN 5 T A O BT o BRI, MR MR S (2
WEABR, mHAGMRKMRRYE. Hi, 5 PD Mighr, LKEMRMEER T, 450 KET 2
B2 A EVbREMEs SRR, DUHSREES: PD K RE, B ARITS, $Emom A4S B E .
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