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Abstract

p62/SQSTM1 is essentially an adaptor protein with diverse functions. Among them, as a selective
autophagy receptor, it plays a core role in the control of intracellular protein quality. Recent studies
have shown that p62 not only participates in autophagy-mediated substrate degradation, but also
plays the role of a signaling center in cellular stress, inflammatory regulation and metabolic remod-
eling by integrating multiple signaling pathways such as NF-kB, mTORC1 and Keap1-NRF2. In the field
of pulmonary diseases, the abnormal expression and dysfunction of p62 are closely related to the
pathogenesis of various pulmonary diseases such as lung cancer, chronic obstructive pulmonary dis-
ease, pulmonary hypertension, acute lung injury/acute respiratory distress syndrome, and idiopathic

EIEE .

XESIF: WA, 22Nk pe2 FERTERER AT SRR D). IRRE =R, 2026, 16(8): 1693-1699.
DOI: 10.12677/acm.2026.1682951


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1682951
https://doi.org/10.12677/acm.2026.1682951
https://www.hanspub.org/

WA, 22N

pulmonary fibrosis. This article systematically reviews the molecular structure and functional reg-
ulation of p62 and its research progress in various lung diseases, and looks forward to the prospects
of treatment strategies based on p62.
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1. 5|15

p62/SQSTMI (Sequestosome 1)EHI# KILN Src FKIEEE R ERIME I EAEHE A, MEHHAAN—
FhIEFEME BWRSZAR, fETERRIZ R O R RIEA T BARER] [2]. BEETFKABIRN, p62
1y Be BEIRE OO e —— B AU — N ARk, RS 2 AE SR S,
it H 2 A ThAE 459385 NF-«B. mTORC1 1 Keapl-NRF2 25585 Sl ik b % OB AAMH AR, B
2N AR P L AR AN SRE TR T3] [4].

p62 [MIIREEEHLHIR Y B A%, IR R T — M2 2 R TRIE 4% A7 R e I IR A 2
p62 MIEEIEE, HhAh S-Biib. FERIR F AL & O-GleNAc FEIL LRI 5 1B th 2 5 Y p62 Al
HAERMZ, P - WA BT AR E S H 1] [5]. EBhZ KT, Z2ROPEEE, p62 fE41H
KR E RS R REEMIE.

TENGIBBR Ak, p62 HIEENEH a5 M. Ml r3s s s 5472, %) COPD FWMAE %S
) E WS S A 2, BRI 4Et b BV GS B R - TG OCEE, po2 TENIEAWE. RIES
AU R0 1 A, N BRI 08 505 ) A TR ATL | PR 2B B T 7 SRS At T )N A5 [4] [6] [7]. 4R,
HRTG p62 THRERIFMRAZIERE “BA” ——F—0 FEAFZR . ARS8 EL 2 [F B o B
A A R AE SR VR R, X R TP TS 5 RS R R 2 8 S i A5 1 1, e AR 4RI 3 S e A% O U
Z—

2. p62 B9 FLEM S ThEE
2.1. S¥aimitARR

p62 FEAMEZ IR IR, &N SRE T2 H: PBl giMiaE A T 5348 PBI
SERREE A EAE, 0T p62 MER; ZZ BVEHR SRS 5 DG BEYT H (5 5l R 1Y YR 4% —— B NF-xB
GEEEE; TB 4N T p62 FAS RIP1 FHEAML & LIR 8580315 LC3 RREAHES S,
515 B WERYA HRERSEEE; UBA 45MUNNRBIFEE & 2 RAEE, SRR PRI 1]-[3]. IER&IX
AL S BT, TRT T p62 1E 15 5 RK 2 ThEEE

2.2. BREZ{FThRE

p62 1F NI FEE B S2 1A, I8 UBA S5 BR iz RALRY) &, A B LIR 450385 B /)
B LR LC3 SRR &, RRY) “HriR” 2 AR, 2 seBURYILE B WA B BEME 1] [2]. 400
EWEDIREIE RN, p62 H FIA B thyEJy B MR KR — FIFEMR, Rl A Il p62 & K7k 1k [a]
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PRV AE FWERUIRAS (4]
2.3. p62 WOk - RS E

ITAERE TR, p62 ReIBId IR - WAH 4 B TR UGG e 28 —— “p62 /MA ™, IX g5 1) BE 2 N E 5
WX, R IEEENE AT “IRY 7 P E([1]. p62 HARIF S 212 RV BGES FERERAR, 7RI R S
G5 BE MK E 5. TBK1 BB Serd03 {7 UL b2 i F5 p62 HESR AR BRI i ¥ 8t 73+ FF
K WERRALIKZ) p62 /IMA MR IR AR 4 AL N B8 BB IR PR 45 4, X PR A8 gt iy 1 B SR AR eI 3K LC3 B
PERS BRI BE S, TR 2 21 A R 1 A TS BR 1] 5] BERR AL BRI /DN SR AR A A SEEBR E—SPAIE S T
X =AU ARSI EEAEA1].

Hil R, p62 ] AE NI AL MR N-IRA T, 8 A E JFEBUR Y Cys/N-degron i /5
oA 5 BRI 20 B PR 770 S8 A BB A T BRI 2 LW, SX PR RS T p62 7 200 A (7] 368 TR R 8l )97 A (1)
TR F 2]

2.4. p62 BEKIES ML

p62 I Z AL A TAE NS, S T 2 5 R4S 588 (3] [4]. p62 & H ] LA NF-
xB 8@ % I OCHE 7 ——NF-«B W&k, X —dfe 2l H B E Y a8 TB 454385 RIP1 fI TRAF6 1)
A EAEFRSZILE), WA S O FAEAE 5 [2]; 7F Keapl-NRF2 JEEH, p62 FHHAW S Keapl 354+
PELE A, X — it R 7 — IR 45 M ——KIR S5 MR sEEl, MM fe it NRF2 M Keapl i M:
BB, PO PUEAL N3] [5]; /£ mTORCI1 i@+, p62 lidH 5 mTORCI Ao HIAHHAEH 2
58 FE BRI IE 4], BEAh, p62 5 AMPK 2 [ 47- 16 B B A0 AR5 P 15 S A 5 K 4, A% 3K 7 ik
o A LA LU A S A B T R R A, AR p6e2 MR N - 5 S8 DB R AT i
O AL[3] 6]

3. p62 TEFERER TR PO R R
3.1. p62 TERF BRI R

3.1.1. p62 ERFER B P AN E(EH

P62 FE i AR FH 52 B0 B 1 17 B A o 72 /N4 i iR (NSCLC) Y, p62 3l RIS RIBIRAS,
il p62 Fak a4 I, $OR p62 RN b RV IIRE(6] [7]. X —IhRERISLHLS
P62 Xif £ 2k B (S 5 B I 1B B T S IR %

£ NF-«xB @ % /71, p62 vt ZZ 1 TB 454382577 NF-«B 15 518, MG NF-«B o] {2k
it IR £ P 484 5 AT T U [2] [7]. #E Wnt/B-catenin BIES T, SO LRI p62 AI/E N —Ff “ T4
P27, Al 456 p-catenin A (1 REPS2, i p-catenin Bt H I - I EEAR A LM, MIIHIH Wnt
5 T R R AL IR 55 e T AN BR8], X —RIRIR, TERFES TSN, p62 /T E LR AT
R A D RE (8]

TEARHTETH, p62-AMPK 1 S 45t a1 A5 il 8 400 it e 0% 701K 8 75 1 R o B p A v R B, R T
p62 1E IR R A L AT [3] [6]. (EFERAE, LR &R S 308 N H AR FE L
W, MR T p62 BIAMER . BIRE S AEIIRAS DL SE 4 M 45 G AR A 5. B, e T2
M) p62 B 55 5 LC3 i Keapl HAE, il ] T30 H AT NRF2 UGN 11 € A0 T 4% 1 p62 il my
Refh 4 & RIP1 Al TRAF6, K51 NF-xB fRAEFAE 5. 2R, HET4 R ZEW ARk T p62 S HK
S ARAL, R Z AN [F) 4t RS B X G, X AT R T B T 4 ) B AR I
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3.1.2. p62 SEtETTIHZS

H A ia 7 G 2 W, (72502 R8RS 2 —. PR, A Qs e — e e E b
W% NSCLC Wby TiN 21k @it P62/LC3B Bk N E IR, WIFEAIL NSCLC 4H ] MisHix — & MLy
ZIVIRIIN 21, MEVEPE NSCLC S48t 145 BT 5t IR TT SB[ 7] [9]. ERE MR YT J7 1, p-73 Wb BE I 71)(GSI)
5 UK 5y 98 AR B 1) 24 Bk P R B [R5 S A B SRR ARG T, X — R TR A i i S B V7 ORI B T T e T
TR A 7]. R1, ST RE T p62 MBS R S anMsE T 5 sRAR T vs. AW MESET ) 2 18] % 3 R 1
AN, H A2 E R T R e I A B R, HE DA p62 TE S EZGPI NI T BB R AR -

3.1.3. p62 {E AR EATTRB RS

BT p62 1E il K AR 25 R OCERVE T, p62 Bx I TN PUIRIR 78 (1 B AL 2 7] [9]. AR KT
W7 RIS, S-ARTF H AR AR (SAM) AL #E ) p62. & NF-xB 1553l H, FHET E W0 2L R, A
MR NSCLC A=K I A7 BURME[9]. /N Bt (SCLC)H, ¥ F MERY T F5AK Tat-SP4 Wi
AR E R BE PR AL T —— i P p62 A1 LC3 ZKFIEAG [ WIS, Tat-SP4 REKHIE A= A7 i [ Wi
FEFAL NYIBAET 1845, N SCLC 24t 7 H G 7 SRmE[10]. Bb4h, SNRPE nfi@id#i% ERK/mTOR 155
TR RS VR W T SR o T e A R B, PR e B I W YN A AT R O T IR T SRS (1]
XU TR T p62 1E AN AR G T #E ST A[0] [11]. (EFEZAGMZE, p62 78 1E il 2l 2- bt R 38 4k
FrRa S E IR, REMEMH p62 AT HE TP L 5 40 i i Sk 1 W s A B AL B A, 35800 1 3 40 g
MR A . BRI, T IR e S 1 p62 A [ S (5T IR B 1% pHL B A 14 9 AT 25101
& R RHEAHIT (1) RIS -

3.2. p62 ¥ COPD FHITRIAR

3.2.1. ERAZFESHERERS p62 RN

1 1 BE ZE 1 il 993 (COPDY) LA 38 33471 FHL 2 AT S SR il VR Sy 32 BEARRAIE, A 7238 WA /2 COPD #
BERRE[12]. HWEAE COPD KARHLEI s S M te: —Jiih, B WRIEAEAM RIS S0 S
R EERRSZ AR 5y 73— 07, MM S 5 55 o) 3 B W RS A pe2 RAR[4] [12].

WFFC R, WO At v B4R B R E KT R, RBIUA BWEARAN p62 i REN, S RGN R M AE
1 ARG Gy B [ 12]. fEJR RN R LI, S S 0 B SRS S B, BES
HIL p62 AT AL R (IR 25 1) [ B S5 ——B0 aggresome /%, XMIBEMRAEINE VM EE, 25
7 COPD M3t f2[13]. UMbk, A MHNH % 52 B (CSE) nl @ i 75 5 S A0 B R T 38 B WO A2 O 2L
SQSTM1/p62 F1 pATG-16L1S278 FKiX)FZ Mt 1T FUAELN M () RIS R =2, SREWRZE MERT
MR ME MR AR S, #— DI mE Rk 14,

3.2.2. p62 7£ COPD AR EMAEPHAE

W sE COPD KM oy — M EE R 3. A% R85 w2 3L 380 COPD it =it ik 4,
ORI e A Ve 324580 aggresome /MA RAN, p62 RAUREIL A5G ZK[13]. £ COPD HEHH, p62
mRNA 7K-FERROHE 22 TH=[12].

TERITZTH, SRR B myricetin ] @I ##1] 5 WR(R I N LC3B-I/LC3B-I HWAE A Beclin-1 7K
B, p62 AKFFHm)iBER CSE i 5 1A0HE b R 4 98 R A AN, mT DA 1 & 00 % 5 51 COPD
KBRS () il Dy B R BT [ 15] bk, JETT TR & A B I 2 B e oyr 2 —, Rl S A SR
WSS 5 5 i - BN BB T BEEAS, 32 occludin P44k A JLIA B (A P 5 FEAB A BRI, 1K
SEALH T BE-S COPD g At IR U AH S s 2 9 1 A A= A 55 [16]
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3.3. p62 FEMAF 4 PRI R

33.1. EMERBALS p62 FERBAE AL BHER

R M7 26 (P Je— A5 R B R A 0 R AL 171. TPF B BEMLB 9 5 4, JLoF
FIBE BRI R TR WEICIAY, T RE R BB S SO A S A M PR 1 T S
EIRBEET, p62 0 5 BRI AL — S WOR (R AL 015 SBBR[17) (18], MR E 3R PA6LE IPF s 325
b TSR ORI, S R AR T SN 0 9 ERL17] (18]

3.3.2. p62 T B B BIZEN A 4 1L PRV R

BT EWRTE IPF B — @ B E T, B0 E ) —FiB fE et s 7 1 [18]. B FE R, 3%
B (AS-IV) R B 22 (QCT) A A vl il it s 4 e 1 W (3 LC3I1 A Beclin-1 IR, Rl p62 &
FIIK ) S48 A T (NLRP3/Caspase-1/IL-15/IL-18 T i) LA K HELE 1 7 - 18] B Ak Rt i ok B R
PN R AEA[19]0 X — B FE AT R IET RV IPF BRG VR Y7 7 RIRML 7 S0k 4, [FI o4
HRR p62 1EAF4EAG R R VE -3V TR A [19]. 4810, IPF A p62 M1EH 7 M7 il ——H AR
A p62 RBUELBEEE NRF2 KIEPUA4EA LRI BN, 17 o — L6t 50 )5 i p62 it NF-xB {23 48 A Al
YAl X BT REVR T AR 4EAAS [FIRY B (3 28 RE 1 vs e R R UAR ) p62 1) 3315 S IE B AT,
B2 A= B 25 73 HE R (A ST RS

3.4. p62 FESEfF¥R{5/ARDS FRRIHR

3.4.1. p62/NRF2 {5 S47E ALI R HYRIPYER

SV HR 7 (AL A AZ 0005 B SCAE 2 B SR i — B4 A B e ) o2 B8, KR BOR R R L 3=
BURFAE[20]. AR, p62/NRF2 {55 HI7E ALL FE R EHI 32 22 53 [20] [21]. Z 4k M2 BLE R4
FE K 14 44 K v 368 1o 1 42 P62-Keap 1 -Nrf2 15 5388 % R HT B ANGT R A, IR oK i U3 43201

3.4.2. p62 +'5 NLRP3 B REFEMRAHLE)

P62 1E AL H 1) S B A F IR AR IILAE LT JORE M R (2170 R BEARE K 2 4 5 5 AR 72 [T DA 13
T AT A A K T BE AL 9K R PV-K, %40 K BURLE T I NRF2 5 5@ BRI 98 p62 /v 5
MR, JEEE SQSTM1/p62 5 NLRP3 [ BAEH, @it F WavA B AR /2 K B fi# NLRP3, il B
WM AR TS, R IR LPS 5 3 A S M4 4L 2 0% 5 1 Sk I B 93 /)y SRS () 50093 7= S A2 FE[21]. NRF2
/N R PV-K ISR RS B, 2B I6E T p62/NRF2 fili7E ALL f#3 fIAZ oAz [21]

XGRS T K p62 v T IR PR PE AIWE S JRE /MR TATERI 456, 9 ARDS/ALI #2414
FIRIT B, IR T LA p62 A% R #E [ 1 45 SR B 1E 2 i M s v i K 77[20] [21]. R PV-K
M0 EE 4 NEPE, (%078 5 BEOGTE B NEAN A, Tty b 5 4 M A py 52 4 A ) p62-NLRP3 il 75
FIFESCHE? BhAt, p62 RIS ZRRMUZ RAGE A LRiRF BORIFEME, W38 p62 TRee 5 2 k4
ST AN E B (AR, AT AR AR I 7 T ) 1 S B A T (R SRS S M PR AR (R

3.5. p62 ZERIENEKS FE PRI st R

3.5.1. BESFRIKEERXE

it 5 Bk 5 R (PAHL) A& — iy 038 2, DA L% B RSt Tt A O 3 o 1 R B[ 22]. HWES
5 PAH R CBRONALIR[22] [23]. BFFCR I, ARSI M3 ik R (HPH)H , filizh k-8 L4H g (PASMCs)
I AR SA B 1 A 2 R AR R b Ak E e, JE I b Ak U PASMCs 3RIA LARPTIE T, Mt
BT it/ NSl ik 2B [23].
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3.5.2. p62 {E A BRERARSYE PH fAK P RN A

76 PH BEFL R, p62 EZAEN AW AR SV 2 H[22] [23]. B4 4Nl HPH KR IIHEF
RI, BRI K BRI ZA R p62 B KPR B, 2503897 )5 p62 /K-Fit— D B AIK, fEBE p-AMPK.
Beclin-1 1 LC3B L3, Ui B L0 Mz 0% AMPK/mTOR 15 5022k F %k, I BRI 3 ik H
B A O EE24]. Fk, p62 AU AR 1 EZAEYFREY), WAE PH IR TT AL &
FEEfRARPERI[23] [24]. H AT PH A8 p62 M 7T LT 58 &A= BIE “Fr&t” 2T, sh=Xf p62 A& i
%525 PASMC . BB o TIPS T RETEIGAE . 25 FE 3 p62 7F I 5 8 rp (9B 72/ T (/e 3 ikl
FEELE R p62 (23T WA ML ), ARoK AR 75T J& p62 KT TRSE I K A H H R R X R .

4- IE‘Q:EEEE

CREITA R TR, p62/SQSTMI FEMHIEM i I1E FH C & B — I RS2 IR Je N B 5 2 Fh
SEIEERT “FE X (1] [4]. {EMES, p62 Eid i NF-xB. mTORCI. NRF2 &% 2 5 g 1
B AR E BRI TN 26[6] [7] [9]; 7E COPD H, FIHNHZE 510 AW fahs T3 p62 RAN, nlEidkanig
(I3 EMAAE R N[12] [13]; 78 IPF 1, EBRGETTEES p62 /v SIS SEGEH517] [18]; 1F
ALI/ARDS 1, p62/NRF2 flid@id ik NLRP3 (1) H Wk B R BT R LR 1EHI[20] [21]; 7E PH 1, p62 1
N B RS EADTEVEAL RS AR R T8 T T WL b A HE B R (23] [24] ASFIEE 0 p62 BITRIEHL
H T LU = Fp R B KA AR E(A COPD), RILN p62 I RAUH H WG FRA 2
[12][13]; H RN p62 SRR B VR B AR (W ALI/ARDS #ff) NLRP3 B&#f# . filije # ) p-catenin
BEfR), p62 VEN “HrFHrR” ke IR & B € ki 25 E WA BR8] [21]: H="h p62 B&1E
5 X 2% B4 R 4 2R (e o ) NF-,eB S 30, p62 SR HLEE sk S 2 ME S B AR EAE T, Y A0
M rig[2] [3] [6]0 X =R RAAAELG 58 XHEAF, p62 DI HE RS I R T ARy 115 SR AL .

FET p62 1F Z PPl A% QISR W] p62 MIIEYT SRS R ILH TR T[] [9] [21].
H AR R M 77 10 F 2 aHE. BHER pe2 ML/ TGP SAM) [9]. FIH p62 /T Ik FE1E FH bk
et Ak 09 22 3 (W0 PV-K GKBTRLE E NLRP3 FEfR) [21]. 4% p62 Z 5HIME T MK 25 K P S
Wil K R IEG AT p62 AT ) [19]PA A 42 p62 W - AR 4> BRAS I SRBK [ 1] [5]. #RT, p62 XL m M Tl fE
BEAE LV I FIFTAE, R AR FE IR 5. p62 TE Ml 9 Hh VR F B AT w8 B I B A« 4 M 5
PRI B Rr e PE[4] [6], WA TERFE B T 5t T RS IR RS p62 Thag, BEH “— TV BUB0E B 5
W5 R AN B SN, A T VAT RE 75 SHIL IR S B [ 7] o 3 oK 42 HE 19 modulate T FE indiscriminately inhibit”
1) S —— BB I p62 JyH O R SR AR SR AN X 3 Huf ] p62 ThEE——R p62 HEH 25T KL fit
THIFRA[1][5]. BbAh, PR BEMSLEAR A St I p62 BESACIRZS AN E Wi AL ks &4, *HTIe S8
T ERANMEAGIRTT ROCEE 4] [21]. B IXLERT ST HERE, p62 A ORI 2T IR LA b
SR E B S, NS . COPD. IPF. ALI/ARDS A1 PAH 25Xy 14 i 5 5 Fa i SR 1 A5 22 [4] [7]
[21].
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