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Abstract

Peroxisome is a conserved organelle in eukaryotic cells and an important hub for regulating redox
and lipid homeostasis in mammals. Peroxisomes play a key role in the metabolism of cellular li-
pids and reactive oxygen species and are essential for human health and development. The regu-
lation of the peroxisome pathway is mainly related to the change of the number in peroxisome
groups, and the dynamic change of its homeostasis is mainly regulated by peroxisome biogenesis
and pexophagy. Peroxisome dysfunction not only leads to peroxisome biogenesis disorders but
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also is associated with many other human diseases, such as neurodegenerative diseases, cancer,
aging, and diabetes.
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1. 5l

AR AR L T R 2 ThRe AN ES, ER s, WA REMILIR . B, RAESER
G5 T ML B EAX A1) JLTAAE T ATA B4, BoA w0 nT 88, 8 S e AT R/
i, TEAFITRERIH I RN P AN ARG 2] . I SE B R AT R B, EE E TSR B
I FERRANE FRRAE, fEA— RPVBERIRB T EE, WBEMRRTIIRER . RER . ZRMER, S5/R
AR IS 14 45 (Reactive Oxygen Species, ROS)FEf#, 75N AR B R ERZ OAER 2] [3]. 1 A A4 5
N fi R 1Y) AR ALLE — ZEL8 S B — P 2 M S Y R D RESZ A 5 P B, 3 BT E
ZRGER, WS RS (Zellweger Spectrum Disorders, ZSDs), #i4:)L'E FERWN R E AR,
WORRAE WK IR . BRI jask, KFFmdis, WS E5MEIBITHEN . . TREE Rt
W TEEM IR IR S AR 1 R R HERE 4], AR SRS SRR I S5 R . AR R A A E R
il J sk S A I ) e A A DR PR

2. BENMEFREH

A IEER T 1954 SEFE/NRUE AT B R B, JET 1965 SRR A A, SUR A FhEl 2 R A A
o3 7 AT A (HR00) I AL B AT A3 HL0, I AL G . Christian de Duve iz FE At K BT E A4
BRI B ARIRTS T 1974 41k DURA: B2 5l 2R 22 22 [5] .

AP R — PR, F LSRR AR T B — A AR, T R ERR, R 7 B AN [
AR B, — AN SR AL 10%~10° ANk A A0 A BREAA 43 A1 76 S8 AN A5 o 57 300 1 AR 400 A
R TUEE MBI FUH 7 2 3 R S8 5T R &5 ot A% o 110 1 B 6 B 1 400 0 J5i ksz [ 6] - Christian de Duve #1 H ~F
i FERA FE AT SE00E , TEM AL A b & h 2 5l f SR, AR A S AR . &
WA i AL Pt ) 3 B Th e AL S B . A R4 4 i AL W B AR AR TR A K/ 22 7R
K, HAMER 0.2~1 pm [7] [8]. AN ALY ] AFER E Pl Sk, e s EhE
HTCAATE ) S22 25
3. IEUMERFEYMAE

AP AR B A B T B, S AR YRR M 0 TR R R I E A R AR N B B &
EI R RSCFI D RE, X4 AME S I SO, T AR R BRI ), AR T LS AR IR AR S
SEAH S R AR A, EERTE IR, 8 S AR A X (AR R AR TR A R 3)
M A AR TR IA[9] [10]e AN BRAAAN R S5 AR BB S AR S R 8 I T S A Wi Ak A= 4 A R0 i 2 11

il
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ISRAERF ) o FEARSE AL (NEERE) S S8 A Bl s 18 B 52 30 e s AR KRR . e 55 A% AR
Vi, I AR IR T R 2 B A A . SRR B R BT AR R [11]

AR R VY R AR, SRR SR, S B AR I TR 1 B AR
KRB E SN BI[12] . 53 AR A= P 5 A2 A DR I B TR O i S8 Ak ) (peroxin) - 4wl e A1
BRI ARN PEX &M WSS EE A AR ) & il B i PEX JERIFE ], PEX FEPR 42 i S A P i Ak i
B BRI WE[13]0 I A APIBEAR 1 AE A R ARV R SR AR IS T A AR I PR A AR N T
PERE P )N DU SO Fe B R B . RN B 5 [13].

Tk S A AR P3G T AR A P RS [ B AR AT, — R I8 I TR S A E I I S A e A A K R
2, TORMNCRA R B TS AEAE AT A8 A K AN A ST I L S A, T B R IR R A
1Sk IR ANY 3G ARG AL, SR J5 WA 0 2L s (1 i A W A4 [14] . W 2L Bh A 1 i S A P i A oy
RAFE =P, BRI mRAE, WENIESKAERT, @ Pex11p. DLP1. Mff. NME3.
Fisl 1 GDAPL1, #sEfr T ik A bk .

MG g R, o A A A T A0 S AR I e SR S B, PEX3. PEX16 il PEX19 /%,
JE IR PN SR AN AR R A O SR AR R R S AR [8] . A RS MR (DHA, C22: 6n-3) i Ak
Vil p AR 0 Z A RAIRE TR, PR S B A 32 FE[15].

ff ] HaloTag AR &5 i EAMIEEARZN )%, R INRE 7= 0 FLAN A i o et U A i A 7 B il A=
KM TN 1.5~2 K, RPTEIIBEETRS RSN RE . SR Do S8 A0 1) i 4 18 B 2%
PRI B A T Z L A AR AR BB IR BRI, 22 R 1 Sl A4 B AdE [16] [17] . el AL sh P 4 g Hh i
AP EAR AT = FHOIHLE]: Lon RAM RS, BIEMBEWE. dAMLYEHR Lon & AH 2 (LONP2)
Se— PRI BRI ATP it 8 A, HoAHBEANEME, RIS MARERIETEA, W4 %
1ol AEAEVYIGIR 2R 15- 5 A0 Bl (15-LOX )it g o A A FH 41 ST i V5 [18] . AR T 15-LOX
PG, LA I A R AR B 5 P B A0 B 5 b DAEAT B K A . 5 RSP/ R L
70~80% (113 i ik F AL W A i F PR AR, R I SRS Lon R EIEE RS B VAL 2B
[17]. BEEAALYIBE PR R FEVE FWERR N pexophagy, /&It A b Bk 1) 32 BRI 1E,  80%[H it Ak M
ol ix — I FE . SHME AR, AR = AFEUPE. (1) AWAZ{E NBRL 1 p62 i
Az FZARS EAYI AR B, (2) BRI A S ARG A R RR RS, (3) FR RS A S A I A
Tk BB IEAT FEAR[19] . Pexophagy RefEid A AR ) & O F s PR L AR, B
Bz WAL N5 S . Pexophagy % SRR i EAL IR IARE AR [17].

4. TRPIERAE L ERR
4.1, TE LB 1% 4 BERS (Peroxisome Biogenesis Disorders, PBDs)

PBDs /2 i S AL B (571 57 b A W i ok A e A ) B 1 TR AR B I — 4L, 1B R S A
BEARThRESZ40 . K 2 B0 FACA BRI 1T 43 9 i — i S AW R A Bl = E B A B AR ) R AR B
15, FLRFAE SR B T3 S A B A ) T B B R s B0 2 5

PEIRIE, 14 > PEX RT3, 41 PEX1. PEX6 Fl PEX26 H )X S5 3 K fa i 28 45 n] S &K
%41 PBDs, HiEgmiLit S A AAA ATP B E E5YI(AAA EE51)). 65%[ I S8 A VB4 A=) A i
39915 1 pexophagy 512 . AAA & & k3L K PEX1 (48.5%). PEX6 (13.1%) 1 PEX26 (3.4%) /) %345 7F PBDs
BE R WL, 5T PBDs Ji 1) 65%. PEX1. PEX6 Al PEX26 1y pexophagy 17N 1A & K
Z 4 PBD #2417 rlRENE, EFXF AZE pexophagy HF M B 14 AT REIRZE PBDs At e, ooEid E Ay
B RSE R AdN, A Qs SeBUE K475 3 [20].
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i A AR R R B D e AN 4 51K PBDs et 1 i S AL e A 1) B 2% . PBDs Hh i K R I 4 L4
T L3 A AR i 2 AR R B RN KL B 5 AL, 2 i T 4R A A A i SR A it i a5 o 2 P e
BN AN 13 N E PEX BB A ATATT— AN XA B R B0 A 57 . GRS 51l S Y i 4 r |
SY LI R R AR T B0 AR e BT SR SE A DG A 73 2R . PBDs Y i IR 5 Bl I 2 RGTIN, BUR
1 IR RIBAT YR R Gu50, B E T A SE R ST B 1), LS S RTHROE B - B - B SRS HEER
ZSDs. FFHk& R A b BA LB FRRIN TS FEA R . B4R )L Refsum S AU 8h 25 5 1F (1 44 FR 43 il 46
ROZPREE . PR, BREMERIER[21]. S A2 —MAAR™EXRUNER PBD, &
P S RVEB R, HAFE R A AL Hh Dy e i S A P i A 1 R el D Bl 2R, SR AR 4 el HH Vs
P IE [ B AL R . RIUCAH AR A RARER A AR B 5 BGE M & n B tE, UFmaERg. k. 5
RRANE S S B UL Rk . B IR RN E IR AR . IR WO RIE. F R
Jifr s JFFThRE S FHOBRRR (4 D R E[22] [23]

B bR R E RN B (X-linked adrenoleudystrophy, X-ALD)J& — gt f& P itk A7 P 2AC R, =
BLAE XOEBUEAL R, S B WL A B0, B ABCD1 £ [FI(ATP binding cassette subfamily D
member 1) 5| . A ERFE K] ABCDL H [ IG5 g iy 15k 5 4l Wik s s 2 4 o v 1 o S A0 i Ak o gk
17 BB, AT EZH A b AR BB K 55 1 11l 2 (Very Long Chain Fatty Acids, VLCFA), S etifsi[24].
FRIE A AR PR R G0l S A0 RS LA 2 E IR R D Re iR . B R IR R R I, B4R b
JIR B R ThREAN 4 R F/EU BB, S ECOARIRE S TR R 28 DU J s DA SRR ) T g B S [25] o

4.2. MARITHRR

K s S e, IG5 o5 R [ A4 5 S B ) 50~60%. A1, IR I PR 2EL A ) B e e A v e S 3 42
JCINRE R E AR JURR IS A8 1 S A P i A 05 5 7 L PR A 2 T BB B RS A O, BRI DR . R R
PEv /NI FETR R R IR RS AR R FA[26].

B[ 7R PR R 995 (Alzheimer’s Disease, AD) A& EE N i i WL AR IR AT M, FRAE 2 R ALFIRHI 2 7T
BT, RSN R ZE AL, R RS2 R RS . IE P 3R B A R T R
55 AD RIFHLEIZ FAFTERRR: 1E AD B8 I R0 X IOW 82 31 VLCFA AR BRI 4E I i Mg /KPR BE I
05 1 ZH 23 1Y) DHA ZKF BRA o S S8 AL A B AR A A2 3 22 S5 K BR RN B2 )22 VLCFAs il AB & i 7t iy,
T S AP BG AR IS AR T T IER AD AH DG B 5 50 i HE R AD 528 /1N R (1 28 (A1 12 58 71 [18]. 545
R G AN [ 22500, DHA 46 > AD KRR ALHIFIZE e i BUR R 2= . DHA kTS A figr . i
tau BERR AL AR/ #h 22 RE KA AD RIRALE]. AD HE N2 i) DHA KPR TN . BT &0,
7 DHA AT LT 2 BEARSCHE Y AD ARG BRI 2 [27] [28]. B AT PPAR #ah ks AD FH G 19 B 27
A EN T RE . PEX2 /N B T B A B AR =, 5 508 15 P il 1k i 228 3R R 7 e s M 2
7 TrkB-T1 26k B, SBUCIZRERG[29].

MA 4 7% (Parkinson’s Disease, PD) 2K T AD H55 — K H WA &R AT B, s KM 1) 2 A
FIRE IR & f (BL S DHA FIEA: DUIRIR) 35 FRAR,  — St 5 3% W i S A ik i I /K P (A R T EE) 9
1 R 7 ST 25 0 DA P AR 4 8005 100 i 22 [ DR B [30] o Tt SR A A B AT S8 AR ATL ) SR B Ao S0
EE R AR TR AL RGP IR AR, ik 21 ROS F[HZE, WRESCERLRIATIIRE, 6 T2
PD KA. 75 PEXS BREA/N BRI TLA 88 B s 3 B W 2ok fk %, 4, 5 PEX3 578 AH G i
EAL VB IAR L R A BB IE T a-28 /A% 2 1 (a-synuclein, SNCA) 5 A8 i f 38 B b Hg i i 45 &, B4 Y
HSPA (3 ¢ ik AT W i S AL Ml ik 2, T 5 PD M55 1) HSPA9 A8 1A To 45 i HSPAQ HE3H (1) #H 2%
TG4 HI[26]
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kAR LE I 7 e rh R 2 R SR E I [31] . AR B IEEE 1 AU(HIV-1)7E AN 2815 5
g PEIR Gy, T 5] ) RGBT YRR . TE PR AR R PR B VR A R HIV-1 RGeS R, e R
A IBER T . BRI, HIV-1 &G 5 80 i S B it SR> . HIV-1 S8 3 Vpu LA
Whnt/B-catenin I8 B ARHPE (1) 5 XN IS AR TE B, 155 3 DUFT microRNA FIRIA, 1X4E microRNA
B ) G A S A T SRR B T RS FIT i B B A0 mRNA, W 784878 7 HIV-1 6 F 41 P45 5 i g e
PR RS 5 7 5T & G BB HFT LI [32] . 975 25 LAAS A AL 1 R 15 3 S A B AR i A 3 ) 2
DASE S T A% 4 o 80 1T I A AR AR, UBOR EE(IAV) ZE R EE(ZIKV). 78 J8 BT EE(WNV),
N ELH 55 25 (HCMV) « R 3 78 AR AR G895 9 25 (KSHV) B AR50 2 1 (HSV-1)%5 ) LRis 25 76 B YL 1
)15 5 BE SIS G I PR o T2 2 SRR R G0 25 A R e IR 5 2 (SARS-CoV-2)I& L5 5 3B IR IR A 2,
P2 I 4895 B (HCV) &k Gl i PGS A AR g AR ZE R I 205 15 3 VLCFA IR, HSV-1. HCMV,
SARS-CoV-2 Hll KSHV &5 # e ] 5] il S B AR 2 s 0, 170 HIV. ZIKV. WNV. B 3505 7
(DENV). FEHATPEIEVEHi 8 (PEDV). 4% Delta 7 R7E(PDCoV) i a 71 BU(EVTL)EREE 1 5]k
A AR R /D [33]. SARS-CoV-2 155 T 5 ZUMIMIEE SRE SN, FHI AR 2R R 40 1l k)
B AR AR R R, S35 I AR A ) i ELEAR DG R 3 i1 AN 1 SRR 208020 [34]

4.4. FRIE

PSR iR RIS SR A DB R B0y 2 g 1 R AR AR A, IR Ik SR AL i A TT e B A (2 R B
bR I ThRE o S L s AR P e ()0 R A A B 1 7K B SR A T A A P Bl v 12 Y
FEAG . 765 4 g bt 0 82 51 3 AL M B R # B[35] . Von Hippel-Lindau &2k 784 15 33 B 1 2 9 (ccRCC) 1
WA MRS, £ ccRCC o, IEW AR R A, KA T 2a (hypox-
ia-inducible factors 2a, HIF-2q) C. 44 1iF B AT It [ W 75 30 S AL VOB AA B A, 5 S008I ARG & 28 B KR f
HIF-2a /KPS ccRCC w1, I AL PIRAR = BE A, T 7E =5 704k ccRCC M, i S AL iR =
A PER[36]. TERELSEE Y, AN E ARG B IR RSO . R, VLCFA RIS EE
FE 0 R SE AL R R i A2 B R S RSB IS AR O% o 44 e R i e L i R ) ACOXL /K FTH i 5 e A:
G TEATTAIIE S, SCREREITRG B AALRE, R o-FEEEEHERAE A Y IEREA HSD17B4, LLAGd
WA R IRILIZ A 2 MEAAKP & . ERZRMEEE T RIL T mACERIEESE R . AGPS 7E&Fh
Jee 4T M 25 R0 R M P R R IA I N, AGPS I BE A AE R R ALHI[37] -

45 HE

R Z EE R, A NIRRT RERE R R N E B R N LT A S S B A R (A 5
ZHREFEH T, SEABAE AN EZEHSh 2R E, AR T B S 13 K T
N RE[18] [38]. H AT AIAA, Ik AR A T RERE S T RE S5 AR R R DG A 2R AT PR 1) R R AL AT
K, AFERTRKHEERT . MR A EGE M REIE, DURFERASSHERER, o ERm.
JRE W PR P AR TERG PR 9% [19] [30].

AR B PRI RN AR R TR S A7 R R o R A2 0 A 1 2 ol SR A P R B
B, SRR A . B MR R R R AR /N BRI E TR S SRR, PR, R
5 FAUBE AN A PR S PG, I AR AT TR RN R B AN S RN I R S OGBS A A
i B 5 2R A I RN AE A [39] o W BB RYE BT P & s, btk - S EE AR T Ak O A
T B ARG I R AL AL S AR o W PRI A 18 P S () RO K R, 18 1k v IR 2 )i ROS 7 AR I
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I () SR 2T 44 o B 2T AL AR A R DU SE AR PR T e R, T A I S W i 1 Rl RE A2 W 0 R AT
RORYT FME[40]o 1 A AL W14 T RESRIE 2 5 BOUL M BBAS 25 ZBL AL M BB A P S IR P [41] . 140
i P AE o BN AT EEAE A, AR )T I S BE AR AR S W FH5 B I AE AR TT 7 1 [42] - A4
ST, WU O 8 2 M8 98 55 £ 5k P i S A VO g VR T BE P [43]

5. &5

ML TS, AR A BT SR e, (EAR DA 4 i A BRoB 32 BT 72 3 1) EE AL
i S VAL A LA S SR A A RS S e 2 iR Tl AN ) B AR AR, LTh g s Ay ROS
RU BRI AAL . FiE AR AIIET BRI 5 S, ARSI IR BRI SO B R 1 R OB
P i SR A il A K AN 2 0 S i SR A B AR A, th LR R i LA B DD RE ) I W AT . B T
KABIRN, S BEARLEANL S T2 A A A B 2 M R, i A BB R G 5 i A )
B AW R ARG . FRIRAT VRO « R BRI « e B ELAL R PR A S R AR S P I IR
Y, U AN PR D) REAN AR &S RO RE AN T s, R i S A VIR B0 70 22 R Ak P REAE VR TR
RIS 178 1L SRS o

EEWH
TLIR A BT AR S S BB 11l T H (K'Y CX23_0874)
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