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Abstract

Protein tyrosine phosphatase interacting protein 51 (PTPIP51) is an evolutionarily conserved
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new type of mitochondrial protein widely expressed in mammals. Binding to multiple proteins to
participate in the transmission of cellular signaling pathways is the basis for the normal conduct
of various life activities. The occurrence of multiple diseases is all related to the abnormal expres-
sion of PTPIP51. This review focuses on the biological characteristics of PTPIP51, its role in the
cell cycle, its association with apoptosis and autophagy, with tumor and neurodegenerative dis-
eases, and in memory.
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1. 5|8

S R R R IR e AH B F FH 25 A (protein tyrosine phosphatase interacting protein, PTPIP) 51 J& T 57
O S AR B AR KR, WRRONME A G A, BRI PR =l 52 A s 2 I 2% TR g 110 A
HAERLER, BE A RS 2 R EREE 1B (protein tyrosine phosphatase 1B, PTP1B)F1 T 4 i &5 FH J5 Il 2 L 1
B2 (T-cell protein tyrosine phosphatase, TCPTP) [ JHEHA N R Z Fi E SN E A, TITFZE
H IR [2].

2. PTPIP51 BY4&5#

PTPIP51 H =& [ IH A 2 71l 1 48 (RMD) I L 4, 705K 8 RMD1. RMD2 #1 RMD3
[3]. PTPIP51 [ R 4 5 LA A AR 82 (FAMS2)H B family 44 FREESE, HENIE 1 =R 4l
B B HAS €K JE %% . X F PTPIPS1, ‘& 42 FAMS82A2, %3k KI#E N KIE R4 i A T etk 15q15.1 |,
5 13 MMNE TR 12 ANNE T, BBEERGE 20 kb, PTPIPS1 (NMO18145)f) cDNA A4 2251 M FERTK,
55 5 Ui ATG JE 3 E ST 3 K1 poly (A)VE 574, H mRNA fA7EF AL B2 /MR KR H.
RO EEAL S, WA AW . BHE. FPRE. 6. EERUL. EARARAT4], AEHEARK
N 5t B B — AR B85 5 45 #4358 (transmembrane domain, TM), %4582 B N 5026 1~30 L& LR
R — NS IR E 4584, 7E C KUt 45 & R BRI A, A7 22 RPN RIASFPAT 1Y) o BB 45 44 ot
ECHEB T K [5]. K, PTPIPST #A M — Rk b A4 <5 B (3]

3. PTPIP51 B9 TETHAE
3.1. PTPIPS1 fE4RB AR I T{L

TR 225y R, Raf-1 523 RAF BB & (1 (RKIP) K =M 1%, 128 A 2 e A 20 2R B
H I E A EIEMAPK) B A IG5, TR IE S B4 6487355 . PTPIPS1 7E Raf-1 /K°F 5 MAPK i&12
A2, PTPIPS 1 B 5 14-3-3 28 [ AH H.AE F - JE i PTPIP51/14-3-3/Raf-1 &2 A YK #03% Raf-1 L[ ERK [6],

IXLEE FH 5% PTPIPS1 MRS IRAS AT, PTPIPS1 W RIS T K5 14-3-3 ZE A Raf-1
R EAER[7]. B@BRE, 6403 )E0 2%, PTPIPS1/PTPIB HIAH BAEH A KIMGE, XFAAHE
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VERBN A - R E S YIA AR [2]. A, PTP1B 7E H AR &R 176 FR LA fE PTPIPS1 gk,
PA7E M AH 40 i MAPK @A), DA IR E 2 0 R0 RE AR, 78 S PEBESH M 1 3 55 (AML)
2 e 0 U 2% B W 2 BR B RR AL 1Y) PTPIPS1 & 2R /&y, A 6 [ 0fiL s 4 M LA s 2 1A 2290 2446 48] A
Uk, BEERILI) PTPIPS1 Rl e 5 IE 6 40 LA K 20 i 1 3 i ik 7 o

RMD-1 tH7EH 225y 3L FE b i SR, Rl R 7E Qe R 1 IR 7> Bk, A PTPIPST 765 24
PROLTERE ML RR, 7 ReSEIL T R YL R 4 B 9]

3.2. PTPIP51 S4B AET-

TR B REEMMIE AR, &2 R LR RE A AP RI2ET:, WiERER. ZMBUK
G MR AERF A RRRAS, KHAEM IR I A i 3 2 G EZE[10]. PTPIPS1 i 32 A 4H i 2.7t BH B () 4
FOPH T RREAE 1] BRYE, BERREL ZRR(PS) MRk, LRRiiAREs B A 2o th, AR o B JH
i caspase-3. [FI &I, PTPIPS1 FYid ik ] A S AR A4 28 IR i AL AL MBI (32 ¢ BRI, X%
B PTPIPS1 25 T 2R kiff/4iMl 35 ¢ N ST TIERE . th4h, PTPIPS1 [ N K TM S5 M3 n] {E R iH T
WP OGRS A, R AR M SRR AR, N R AR AR PTPIPS1-TM Rk E AL
ek, BORMEEN AU TRE J1[4], H A& (A5 5 0 B L 75 S0 — D I A .

3.3. PTPIP51 54Rpa s

WL 5 GRARTEAN RN T2 o0 A, R 4EFP A D) e LA e . P BB BOR kS, A
TR IR SIS P 53 W R (A7 A 3 e A, (B ez IR G, ORI E MR BE, RO Z KL
i - NS FRER(MAMSs), MAMs XN ES B DhRe ) “PE” A HEEMEH, EREFMN R
WA SE AR DhRE- &, SIERAH 8915 514 5 B R DL R SRR T 25 P15 S8 3 A 9 [12]
TENL T ZRLARAMER) PTPIPS1 5 58 457 T P4 5 X RS Y SV AH G B B I A SC BRI B (vesicle-associated mem-
brane protein-associated protein B, VAPB)45 &, HJR MAMs [F—2c HELE K, FES S5 E .

FEGRIL PR A, PTPIPS1 fREFRIA L, 2ok Py oe 5 B e 8, 3 i Gk & 45 B )
I AMCU)E I Ca™ A 5T N B 2GR A 58, NI 51 RS R RLAR Ca® i 57 4 I e 24 5 40 L A6 T
[13]. M7V~ PTPIPS1 HIRIA TR 1k HyO, 175 5 1O WLAH ML 7288 VR i 5 10O BER [ 14] .
AN 2T PTPIPS1 85 (/K2 5 R e O IR R E R, (H02, FEUFHL 1 f# PTPIPS1 SRaA Y
BUHI AT AT B T-JF & PTPIPS1 AH K (1O IE ORI Sl LA K 40 o ohe 1L PR 5 | AR i 454

TENGHENE L AEA T BUC R AEH, A SR AR 5 i R Sk Gyl i 520 VAPB-PTPIPS 1 3§ Bt 47 4l S <8
S P BT - ZRRLAR IR R, S0 R, AT S 2R R I B 1 SR AT NLRP3 S /AMARGE, S80S
JERIE. VAPB-PTPIPS1 %5 ZEVE LT 4EAL A0 M H Wk O] 5 MCU A%, MCU i n] 20 1E |, ik
PO I SN, DT S A B 1 S A 500 ) 8006 97 SR [15]

4. PTPIP51 SE&EHFEHX R
4.1. PTPIP51 5HpJE

MAPK @182 i i i WG 5 R G —, A AN, JLPA =202 ki 7 MAPK {5
SRR SR, XRZE AR T BN A 16]. LU A4 PTPIPS1 £ J LM AN [R5 (1 25 1 ) MAPK
(ERERlZ L At SRS LY A

4.1.1. IR
FLRIE R P B WA RRE . A I 2 W R 25%, KA =702 — K FLER IR R B

DOI: 10.12677/acm.2021.117444 3064 I IR = =23t e


https://doi.org/10.12677/acm.2021.117444

THE 55

HER2/ErbB2 ZARKIERIE, X FEUS M BRI AR 22 A, MBS T Rk A A7 I TR [17]
Her2 24K 8655 5 B4 AN 1915 538 4% - MAPK 3@ AT AKT 15 530 5 1) i 2 305 [ 18] PTPIPS 1
TEIEH B SR UL S LR A i b A R0, (B LR 40 M b (R B R L5 2 B . Tyr176 BREE B IR LIS
1T 14-3-3 P47 PTPIPS1 15 Raf-1 M5 &, MM RIEIL MAPK HIBAEM[7]. PTPIPS1 [ N5 Tyrl76 5%
B m R AL AH 5 &, SR 7 PTPIPS T £ 7L e 20 A b ok MAPK I F A 22 4 4 F o DALk, PTPIPS 1
I LRI T2 HE MAPK 15 54% S B8 FO S [19]

PTPIP51 45 Her2 524K AH HAEFH, F TKI Mubritinib % #4401 Her2 244 7] 5 5 T B 1 Her2 244
PTPIP51 il c-Src 4B HITEE = 705 &4 Her2/c-Sre/PTPIP51 [20]. i c-Src £E Her2 # V47 i 251t LA K2
ARMATE S SHEREERBEERERR2]. =xEAWNERGERE T PTPIPS] (EiXehittiLf]
IR EOCEAE I [20]. 22 W] PTPIPST () — M LENEH ZAEM R T {2k T #E 1R KI/EGFR 42 [5] TKI 15 5
& SRR 251 [22]

4.1.2. BRREHFE

2 J5 B 40 B 983 (GBM) A e N B s DL PR D R PR i 8, LT o B D e i e 8 1Y) 80% [23] [24],
AR BLZ IR A = Fh i USRS 516 S8, 2 pS3 55465 ROV L AH AR i 45 FH A2 PR I
IR WG -Ras-PI3K IB1£[25]. GBM A —FhRRIR (1) 32 AR R 2 BRI EGFR,  HLZH MR B0 (1 R AL 14 2
EGFRVIIL. £ GBM H41H 30% KA iXFh5¢48[24]. EGFRVII $3 MAPK &2 K FEaE, M S
e B R A KA A2 AS 5 4%35[6]. PTPIPS1 /& EGFRVII MISZ 42 [ 14-3-3 Z 8 R A] BEThAE % RE, HE
B ARERAMRT X, FTS 14-3-3 AL E[3][26]. UbAh, XEEAT miid fi A 22 2 R AR 2 TR ik
B, HEERR{basd] PTPIPS1 F 14-3-3 45431 B, FE-SrERFE T, @it PTPIPS1 5 14-3-3 &
H4G, ATERZREBERIPIE THLS]

IFi) LRI 7F 70 R 1 R B —FE, PTPIPS1 A c-Sre [RIAH ELAE I W] BEA A T Bt EGFR YA 77 i 24 14 1 Jofr g 1)
BLEI[19].

4.13. BERE
L B R ) 2%, 1B S BT R 75% 2 90% [27], o H T e ik o it s ) SR AR [ 28]

T RAZFE R, MAPK @A RIEUE £ OCEZ29], HHBUERE 2 FEHEMMMIE BRAF B
. REBEORMPIS FRAERAE T EREN, NEFRIREARE, HIEMEREORIM, HE
XEEAHE B, PTPIPS1 FRAMIERA BEBM, HEZKRD, R Tyr176 4 LBEMRILES, PTPIPSI R E
RAF 8 14-3-3 FEA4 A, MR MAPK 5 515, s HEAREE . Al &3, PTPIPS1/BRAF HH.
VE FATE 3G A VR 8 B A M b K, 76 B8 6 3R 20 PR v U)o, T R ) S B R A B b e v, 10
PTPIP51 7EZ: 404k B R 4N b B AT [ 5 ThEE, 3] PTPIPS1 i) RAF 3/ FH o] LA/ 4 5T BRAF 2k
1 S AT HLAI[19].

4.1.4. 2MEAEAARY QIR

SUVEBEA AP L (AML) 2 = B R, 7E R JUAEh R I I TR R W3, & 10 T
A 3.7 1 #8[30]. PTPIP51 ££ AML H i R 5w A C I [ TR S, HEK T AT PTPIPST N Bk 7
) TM S5F3[31], XX T-Zehifhss &A1 PTPIPS1 FJHT-DhRe &£ CE L, {H PTPIPS1 ) MAPK 455 /8y
AR LT 2 5 5. Bltk, /N FRr DLEEEE ) PTPIPST W RINE 51, MI%ES AML J5iG
YA T

TE 2 Fh iR 2 2 AN A P 22 Hh 39 ) B PTPIPS1 FRIA, B Bk 4 ik G4 1 ot T R4 it e (BD N 2 i
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A BRIRANME . Bowen % A AL B AT HT29. HL20 Z540f &, 76 e J& [l 3 Joi 4 g s w] DA
RINHZRIE[32]. PTPIPS1 7E B8 2 2R RV i A 55 b 3Rk, mTRE 2 (e ik s 8 e, EL55 b Jes 200 o 44
B, TR YIM

4.2. PTPIP51 5#MZIRIT4 &%

PTPIP51 W] {EMT BN 4 2 b IA[33]. 40A/K-F b, S E B mRNA 55 5 450 (AR 40 i
VR [ REIR 20 i DL R AT 2 4t ¢, B 40 i, K0 2] PTPIPS1 5 VAPB [ AH FLAE FH[34].
FE/NWEH, PTPIPS1 23 T 15 B 4 MO AR SR A MR AF[33], KB 14-3-3 . It H MBS o (DGKa).
NFxB 1 PTP1B HIAH BAF KPS, XA BAR AR 525 5% 3%, PTPIPS] ]
Re G M E KN TESES, WRAMATAEK, RAE R ACIZE BT T ARG %, ok, 18
HT-22 /N DA, T 4ediiuE K K7 1 (FGF-1)5 522 3] A0 #E o R4 iB AT s & — 4LR IR
AN I8 PEREAT PR AR A SR LR . BEFUR I, AR AT PR b AT R I ELAE S & - A L
UM T TR S AN E KT T R B ois i ens DL JE I N SR I [12]

4.2.1. WHEHE

A A A N B R W R IR AT MR, FURHIE R B h 2 B Re M A e B2, 51X Fh
FREETEE R (A0 B RN 20 1 AF M AR 205E Y 3, RV ZIEIRER Y a- 28 flA% & (10 5 5 2 5 i
%0351 WEALKIL, MAMs FAE/E— B HHIN) o RfZEA, E7 Y VAPB 4ié, MK
VAPB-PTPIPS 1 A EL A% A HHREL A T X — SRR A SR [36], AT 941 A 2% 2 1] () Ca> A2 e fll ATP
A RBRAS[37], XN T o- S Ml B VR G 800 R 4 AL

4.2.2. PI/RZZBERE

B[ /R 24 i BRRE (Alzheimer’s disease, AD) 2 — F B &k A2 H &k e 248 A 2218 4T M , |IfE— 1%
TH 20 EH A [ 2S5 K Dr. Alois Alzheimer &I, EU014> RN A i R 5w i i LR 2 Y
[38]o H BRI AR SRS B-IEkFE R H (amyloid beta, AB) I AH A &M 25 58 M BELLFN B ik B B R Ak 11
tau S 1 2 BRIP40 B 3 A0 2 SR AR 4R R 25 TR . MAMs B2 AB TR RN FEEEBAL[39], 5 AD Mk E
RIEEVIR, WA, TER/RRHEEERIHEIE ], VAPB-PTPIPS1 fEMIM 57 2 Hh BEAR, [RIIPESE 5 B /R
WIGER R ZH, 52 ZEHEARMZ ST ) VAPB-PTPIPS1 S5/ kIR,  HIX PRI IR A A 75 55995 1 AH X
FUHABY B [40]0 X487~ 1 B JR O BRI (1) — i () g B R A

FAWITCRI, LSRR )P 5 A2 #0228 1R AT PR AR R 2R 0044 ot 2 42 ) A0 e B 4R 3 1 DG B P IR
Mull-Mfn2 38 EE I LR AR TE S MAMs, 7645 RF 2k ik 5 8005 T R 18 S ER[41], MAMs H
PTPIP51 WJ3&G a8 N BT I A RLARAH BAEH, X RIBR A T A& n SRR ERF a7~ 1oL, 50k
B 5 2 kAR T REREIG 1 MAMSs B8 A OC AR Z IR AT PR A %

5. REE

PTPIP51 {EA—Flgi B L RifA®E H, 5 RAF. PTPIB. Src Jfi§ L} VAPB &L MEAMLE S,
I I LR R A 0 ¢ 3B . MAPK B DL N MAMs 252 FiuB % 2 58 imsh 2 AN B 58, SR YE
FRIE® A S shilg ® B/ . R, HATXH PTPIPST 2 FIIBF A e 4, Y2 HLHIIEAE2E,
7ERYEE ., PTPIPS1 W] fgiliid MAPK #4125 HAl L ME 5 RGAHIE, W Akt M1 NF-B (55, Z5&MEM
R ZE R, [FEF PTPIPS1 A c-Src WIAH BARE AT 5 A SCATAR g 13RI 7 it Zi ML IR KR &,
BB fEANEIBAT IS 1, PTPIPS1 Al gl it 4 MAMs M EL Sy e, &b ph a8
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AT PR IR 5 R A D) RERE TSR R R M H&de. FTLl, XF PTPIPS1 7 BARMLMEI A — 2L 0t 7t 2 e itk
X HAEDIRRELIERE TR TR, D8 LUE B E T R SR R 2 At S 7 A AR 201

F 3o

JITAT 3 320 75 AN AE R 2 R 5%
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