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Research progress of PTEN in various diseases
WANG Siyu, HAO Lirong
(Department of Nephrology, First Affiliated Hospital of Harbin Medical University, Harbin 150000, China)

Phosphatase and tensin homolog (PTEN) gene, also known as MMACI or TEP1, is a tumor suppressor gene
discovered in 1997 and belongs to the family of PTP (protein tyrosine phosphatases). PTEN has the activity of
lipid phosphatase and protein phosphatase, and its substrate is phosphatidylinositol (3,4,5)-triphosphate (PIP3).
The study found that PTEN can regulate downstream effector molecules and signaling pathways, such as Akt/PKB
kinase, PI3K/Akt/mTOR signaling pathways, by dephosphorylating PIP3. PTEN has a wide range of biological
characteristics, and plays an important role in the occurrence and development of tumor, cardiovascular disease,
kidney disease, fibrosis, nervous system disease and autoimmune disease.
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i o PTENJA 7 19 M B 3 Ak 0 47 3¢ X0 35 % U0 Bk
Sz M AR R Se L R AR B LA % Y A
SCHR[3]UEPIPTEN ] 38 13 PI3K/AKT & 12 175 5 41 i
YET-, [EIAE), PTENIS W] # 9y MEK1/2/ERK1 /2%
55", PTENKI/EHLEH W I £ Fl (5 5
B, Tes5RZ2MEmitEETD .

P TENE b 5 1w B8 B 19 fe AU 4% A 2
8 Ak DN Wi S R LA (3,4,5) -8R FR (PIP3) 25 Bk
3WEIR , FEHAPI(4,5)P2If HAEHE HL12E P13 Y B
(phosphoinositide3-kinase, PI3K) K 1™, PIP3
i 5 HiPleckstrin [A] Y5 3 55 45 I 3006 2 Pl by 1,
W 2R A ETIRE, BREAK . AN, EHEE
S EAFRIE . AR RS R phs Y, X
B8N g T B AT R Y U2 R MBS B (protein kinase
B, PKB, AKT), ‘&3l id mTORFIWEJF A Bg
Ji-3B (glycogen synthase kinase-3f, GSK3B) W1 {5
S [RIRT, PTENAY SR B IR A 1% Pk L m) 22 Fp
W, HFEMAPKE 55 S5, PTENA] LUl X Fh
JEYITY, PTEN Fh 4 R il 45 F 3 (F% 3£ 7~185) , 4v
FELE A B C245 B (186~351) Fl24 N HE R ) C
o i EL AL T AR RS B A B 67 A5 7 A
R Wy 277 D R UPTEN-L, HINRUG & 47173
ANEIERRS . PTEN-LEE d 40 020 i, SC7E 40 i
o DU TR Y 7 X o A, 6 6 6 A I B 4 A O
B SRR I B AN ERAF AEPTEN,
P EMNMENENIREELCEE, PTENK I
FURYIPIP3 & RREAE & B . Pk, BREAH G
PTENH A fie K Y fEAL IS % . PTENTE 40l #%
B A A By T AT ] ek g % 3 A R R Y 4 B A A
K, [FRHE AR PTENIISS P E T
THINAE, PTENTE MR . £F4EAbyi . O M4 o
I3 S B T 9 s LA R B 988 95 9 R A RE L N S R AR
HELZEH,

1 PTEN 5phyg

PTEN7E M5 Hh i 4 B 98 A5 Bk B 32
KA W4 F AL T RE =R M PTEN T 28748 | Bk
AL, BA R, PTENEAIES
V- JDE 24 R 75 1 T (caspase-9) %8 M R ik, Ml
IR T, [FIRFPTENT]# i PI3K/AKT
AT o0 Al AR M 3 2 % 0T 00 M ) B e Uk DA
FEFFPEAN M AE T, M 8 5 40 i i S orfk . 3
MR[8]H 1A : PTEN fmy B 3L Ak X Ak /)N 41 i il 9 19 &
J G E, H1299 (/)N 20 M i 5 40 i &R ) 40 i
FPTENK H RALRE L N s0% ., L5 ik T

P TENGE & I8 35 A 22 43 24 ) B0 1) 88 11 90 L
fitf (MEK)1/2/ERK1 /23R A2 7 40 M 38 78 , 3B F6 FIZH
i SE BT e A SC B ) . MEK1/2/ERK1/25 5
% Flcaspase-3 WG 15 LI 40 M A 14 58, LA A
WA, REAmR LM fEILEP &
UL IR G R - E R R M, BT, Barh
HARIG RS R 44 F 250 F W4 (MBSHH |
MBWNT ., MBGRP3#HMBGRP4), il it X} A [
ST W B REA B L 5 K BL: PTENAE
MBGRP4H1 8 L&, MPTENAY{KFE L E5MBSHH
AR B E UGG, g % BPTENTE
JIE G R OB T I AE FH . PTEN EL 38 5% 1T IR 45
5 BAL G MY I RE 32 PR 25 1 3 (Teucine-rich family,
pyrin-containing3, NLRP3)5\ZE/J\M:*EE1/EFH#
fdi FCRE B IR, AT S ENLRP 3-8 T A 5 (ks &
1 (apoptosis-associated speck-like protein, ASC)#H
HAEH, RIE/NRABERPE ., EENE, 7K
M4/ % 1 (interleukin-18, IL-1B) A K & PTEN
it = i 1 /0N BB A0 A A T R o R B R
L, REE B R TT A R I IL - 1B AR R 9 o g
7755 B RE 40 1T A e A P A P TEN 3K AH G
FWIHE R PTEN ] LL3E i {12 #F NLRP 346 14 bt o 9
SR AT IO, JF R WIHE RPTEN AJ B2 il
IAEIT SIS VA A b i

Br T LR PTENSL, SCHR[11]4RIE T A
b AR SF I PTENBH IR AR APTENa( X FXPTEN-long
BYPTEN-L7)MIPTENB, PTENaMIPTENPIE iJ H 1%
S EAH- A R4(H3K4) £ & SWDHEE 7P
51| 3K 145 (WD-Repeat Protein 5, WDRS) M HAFEH,
PEFEH3K4 = H 34k (H3K4me3 ) F A4 435 b Jo R AE
P& 1 e geg 1 & A= o AR MR PTENa/ B I AE FH LT 52
2k TWDRSH7E/E!, PTENa«FIPTEN B it
PTENa/B-WDRS-H3K4me3 %l 4 F5 {1 g b i3 I 98 15
g 2z A=Y, PTENZE PR 08 1 XL 7] 81

2 PTEN 50 M B %K

PTENTE L Il 52055 1 A e h BLAG — 5 1)
Az FRAE T B PR S o O VR BE ke . K2 VR I K it sk
AT P R X O LI It A s BT 9, (E R P
ErTRE g R Sy — Mty BIBR I/ 53 7E (I/R) o
Yin % HF ST IR T PTEN %19 28 AP TENa-
il = 450 35 LR AR A P LR A I BRI s T 0 ik
U/RIAG o SR fe il o wF s &k B PTENGE
RRFFEEPEEFE 1 1(PTEN induced putative
kinase 1, PINKI)/E372%5§T§(Parkin)f[\TE'FE/\J
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LR IE , AT RARB0 B G T i AR B A B
B PTENHI ] 5 [bpv(phen) 45 il 3 15 5% 5 rb il
PTENYIIfE, Hl#bpv(phen))5, PTENIE FHY
PINK1/Parkin g5 14 4R (R Dy REBE 041 , 175 40 it
R TR A0 R €8 3R C R RS B S, R T/ R
il . A g2 HE B PTENSNH7)VO-OHpicili
1 PG Akt- GSK3 AR 5 5% 5 1T LBy 1k 10 1 1 0
WA JH T, VO-OHpici il Akt-GSK3 B 5 4%
S, It 5 H A Al 70 7] 45 25 0T R AE O JULAN i
b BB B EAE R s PTENHI I VO-OHpict
Jines Bk A ) Jey 3 9 4l S A 10 (interleukin 10, IL
-10) K, B VO-OHpichl AEfH F 15 20 L b Ak
it I 21 206 & 2 S B Y 55 — Bl G Ak AY B g 40
JaFe It

3 PTEN 5'54%

PTENTER N M BT REE VE . B SS
B (L 45z R L) 2 HIPTENSE A Bk EPE . T
200 2 A7 AR 955 R A R B AR AL S R
USR] KRB PTENK - 76 B JUE 5 45 v 5 25
P75, $E/RPTENM REEA BIF IS, 78 B IEER
g R AR o OB R B (DKD ) 2 PR s Y
JUE T RAE , HEAT VR B A A AL E R S B R
Wi o AWFEUOR IR R . A R SN T
Twist F1Snail 155 N R A B T4 4k, (HIRY7 X L
R Wk R A R . ForpF e & P TENf
AL A K ] F-B (transforming growth factor-f,
TGE-B) . 7 48 8 H (Sonic Hedgehog, SHH) .
25 4 2 214 K K - (connective tissue growth factor,
CTGF) . IL-6F0 5 LA 75 5 (1 I B2 41 - 1] 76 o 5%
ft (epithelial-mesenchymal transition, EMT)H}, 7£
2 M2 80 L3t i B392 3% 14 $4 i (MEX-3 RNA binding
family member C, MEX3C)#{b M K27iE N £
7 ZA B W PTEN (PR N PTENK27-polyUb) 7,
PTENK27-polyUb 15t f& M il I 5 T Col4a3 KA i
B, IR A0 0 5 o B Ok T R 35 5 B0 (ST 215 %
B9) B 405 . I AR M PTENK27-polyUb¥k & 5
BH IR 955 H 3 19 B /N Bk 8 i % (glomerular filtration
rate, GFR)EHAM K. Hl#l L, PTENK27-
polyUbfE #F 5 I Kz 4 fifd ' Twist . Snaill FlHippoif
%T{ﬁ?ﬂ’\]%{@% EI (Yes—associated protein, YAP)
25 B R AL R B 1 BT RS E o T IX SE S5 SRR I .
PTENK27-polyUb " I FDKD W R W2 W, JFH
# ] PTENK27-polyUb A] 1 S Bl PR £ 3 1L B &
21 Ak () — FhAR A AT 1 e

B 1L/ F5-7E 73 (renal ischemia/reperfusion,
IRI) 22t BB EERHE . A%,
PTENH il ] 3 B $1% caspase-3 1M1 34 58 IRTAY ' /)N
BT AN, PTENIIGIE & T LA K N
%a(transforming growth factor-a, TNF-a), IL-6,
ﬁfé’{?ﬂﬂﬂ@%1ﬁ§l§l-l(monocyte chemotactic protein
1, MCP-1)FlE W4 il & 5iF 45 12 (macrophge
inhibitory protein-2, MIP-2)%¢ g & 4¢P 4il fif [ ¥
A 5 14 72 A AT IR TR X PTEN (19 2 3
A0 1 FH AT 40 B 1 4 A 200 i 1) U A 7 AL
A TR A, TR ke I S i (acute
kidney disease, AKD)HJ & &,

4 PTEN 5444k

W52 B . PTENGE i 71 7 AKT RIFAK/
ERKAF 5 i % K (g 5 20 M 08 T2 JF i 3 5, 10 %%
FIURE S A 1A B, AT I8 1 355 Ak %) J A 22 1R 4 g
(pancreatic stellate cell, PSC)IIAEYI2=11 0, 7E1E
PR IR 98 R B B () £ AR AL BRI ZH 4L, PTENY
= 5 EE PSCYSE A OC . Rl BE Jy Is 18 JB i £
AEALIY K JRPEAEAE RH bR . AT SCHR[ 2043
PTEN & [A 90 2R 7] 38 13 4% % 55 I F (nuclear factor
kappa-B, NF-xB) I I fiii o I {2 40 fif (alveolar
epithelial cells, AEC) [ % & i 1M 1 JA i £ 4 241 Jfd
rh i e SR ORI 2 5 4 PR I 4T A Ak . FE AR SR S
eE i mT@ﬂé%%(Bleomycin, Blm) i J7 AECH
W EY R RIB KRN, JF B B M R oy
WA, SR, (EAECH FHBIm IS , %%
s -9 25 A (inhibitor of NF-xB, IxB), IxBJ#{
fif (inhibitor of nuclear factor kappa-B kinase, IKK)
FINF-xBIE 5 PTEN i FE Ik, PTEN SR ] Ik
AECHE ¥, TMINF-xBfloFINF-xB ik 42 1 2 B A0 ]
YERIAT 3 4 3 32 o AR AEC Y L W85 77 1 L &1
A 0 M v R B ORI I . TR T R PR I 4T A
PTEN/NE-xBi& 1% i 24 A B T #4275
ICAFFE B . PTEN T I i 5 NE-xB#; 5 M ¢
MG 4%, DLRPTENMAIE], PHLAFNE-«b 7T
SR, PR Epe SR SRIGPEMY G o i B A5 5 I
?—l—a(hypoxia—inducible factor-la, HIF-la)iEﬂ‘f[\
T — R AR TE AR TORG PE AR 7 0 [ 41 44k %
R EEE M. AP TENSLZ 7] i F PI3K/AKT
FOR LR, BRI ARG, B L
TE g 197 JFF 995 58 5 B9 U 335 A vt AT SR B PTEN R
PRI FIAKT B, BT AR 88 S PTENTS 544
AHOC B R n] B8 T8 A DR 4 T 40 56 52 S Ak B TS =
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F¥ 24 L U4 1 I AT B T T R

5 PTEN 5#Z R %% TR

A A PR I P TENI 8 i A 5
PTEN/PI3K/Akt/mTORAE i i, i ¥k KM iz
JEREE TR A RIS, DL R 5 O R R R
REHRMEL RS, I HBEM &It T
AW P UER, ZEPTENR AL % MIPI3K/AKT/
mT O RIE [H At 4 77 1y 58 78 8 35 v WL 4% 3 2 il
W AR A R R B AR R Y KA —R A
A H A 3% R B fit (autism spectrum disorder,
ASD), RA= 12— AAREBEKE 5%
P, KN4 2Z — 1 NAT ASD Fil 2L 7] (17 I\ 1
REP SCHk[27]4RiE . PTENA LS HA L TA
K, W HMAPERMAAC, PTENA] LLiE i 47 il
AKT R % pf 2 VR B0l o i 07 8 AS IE 7
WA RPN T = M2 KRB, S5
FIEFE TS A1) 00 AR 32 R 7Y % 2202 25 11 88 (Janus kinase
2, JAK2) R W RIAFMPTENME WA, AR
JE2di, Rk FERNARY IR 8 20 /K (shRNA-JAK2
FIshRNA-PTEN) () fiff it 20055 1 HLARM: S5 1
I ﬁﬁﬁiiﬁf?ﬁ%%*ﬂ%%?ﬁﬁ?%3(signal
transducer and activator of transcription 3, STAT3)
MIAKT . b4l HbFEKN 245 2 J5 X 28 14 45 A W)
PiA R B R BRA RS PiE R, IR ERJAK2/
PTEN F ™,

PTENTEfN & B P EHZZMEZHRERY . A0
FEHER . PTENAIE I8 35 915 5 Gk & 5 i ok
fidi 20 ML 3 5 A oAbt B R R L R REA
K. Rk A BERE AL . PTENSE #1228 & 1Y 5
BB, AL S AR A RTE8 A 1T 35 PTEN R
B4, AT RE X AH OC fi 28 2R 58 95 2 — AR IR IR
VIR

6 PTEN 5 %% 0K iE & 5

7k 22 (I B 2% W PTEN7E 22 35 R 40 03 A 5
(5 PR AR SE B AE . A #Fs 8 H, PTEN
YER T T-FIB-40 M 32 i . L3357 . i+
TR I AR KR T2 AR R . R A
B 40 BN FICD4 T 40 M H PTEN 3k [ K A
Ko AW CORERT , FE o M i /N B A
(ITP)H, BZHMIT PTENEFEFEAL, M-S EUZ
7 3k B R A A AR B . AR R SR R R
FH, PTEN-LY MM, @l AR MPTEN-L

Pk PRI A LR SE A Y, B T PTENTE
VAT S 5 T AN TR D6, PTEN il 2k 40 g Al
9 3 B YL 1 R E W Y 45 1 O THL R S R R AT Y .
JHe B AE /N FRAR R i P TEN RG] S EUCR AE . ZH 48U
P FNAE T A A0 B> w9 2 SR 4 G % B 1 A [
FEIM IS PTENSE T o AR08 1 A AR fe 28 Sl [ o
(HIV) &G, PTENWLEE B, X3 17ic14B4H
MEIE R, I S EPUR R BEY MR, K
HA A M 1 0 ) AR S PTEN I R IR FEAIL, {2
it T CDS TG FE . A7T6 AN D Re, JFrlBE
AT HBHIVAEDY . bR 6 I — 25 JEA AT fig
FEHIPTENRRIE, MAREME . MIIPTEN
PR AE 5 I R R — AR A R PR TT
Yo P L) R B A5 R 9 S I 5 1 7 1% o

7 Hith

BHFFEIRB A FURBXUER 3 IE R R A R A
b Rz ik B B IR BIPTEN, M 17 S-4731
AKTHETRAL (p-AKT) . L4, PTENIS &k S5
E=R AR §7 0 N L 11 O N |1 o 5 e 11
(mesenchymal stem cells, MSC)E‘];’%i%?%ﬂigﬁ}\
P 22 A0 R ) 40 LG BE R M R PTEN R 3k, AT
il A N OA S R T, Kk, ¥R PTEN/
PI3K/AKT i % e i 5 A BB 5 22 48 i (7% 15 58 7 04
T, A RAE R A — R m R e Y
AHFFEPUER, PTENAE F W40 b 19 D RE 5 1 40
ffiA 21 (interleukin 1, IL-1)MITNE-aff2c, 6=
PTENIATE BYIL1FITNE-a, 30T Ak 5 200 it i) % i
HSET A B NRMmAESL, @S PTENY K
kL T BRI SR S R AR, BERPTENTE
B E I R AR RIE R o A X S5 i
TPTENMYHF It e A 8 R A g I G &

Zi Ll F, PTENM I 5P PIZK/AKT/
MTORE H AR i A T . Moo Ml
R e s K7 PTENGHE 3 I 5
MEK1/2/ERK1/215 5 i }% Fl caspase- 331G 5 7L IR
AN R A . TR R T AR 2 PTENE
i T AKT FMIFAK/ ERK A5 53 4% T ¢ 7 i D 26
FL A, R i R 2 R 4T 44k ) PTENT]
i 3 B NE-x B AE C 1 5 2 o 1M 5 9 2T 4
20 it e A B JE ORI S 5 R R A 4L, 1
AJ 38 35F NF-xB-p 6552 Wil 35 10 K5 14 g i JF 56 5 1) JiF
oA HE P PTENSN G AKT A 9 42 #h 22 Pk
F Y, EIHAKT A S EOIE 7 AR s Y. PTEN
%2 ZALBMiE 7T TDRD I R W2 . 4
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U7, PTENBHIRZE SAPTENaFIPTENR N 5
i 3F WDRS HIH3K4me3 B A {2 Mg i 10, I H
PTENaf it Z fnfil 7.0 MEL/ R

8
PTENFEMRE . DILER . B, ML RS
YIR . EFdEfk . B B R M RRE N SR B

2., PTENIELZ & SE M kA . R4
15N 7§ NPT 17 T BN < A (£ S i RS R 71
ﬁ%%ﬁ VAR 2R . PTENIT 335 2l R

, MEAESROEMEIHT . PTEN A /E N
nﬁﬂ%&ﬁﬁ%ﬁu% IMPTEN Y #H AR (A 2>
AR bR 7= A, RGP TENZE JMgd v i 4 FH AT g 2
Eﬂﬂﬂo%ﬁ?M%%%FmNmﬂﬁﬁﬁﬁﬁ
B RIS B bR B . R, (EAR
ﬁ%@%%ﬁ%ﬁﬁﬁhmﬁ&ﬂﬁﬁot%@
2 W5 UE SEPTENTE 2 R s th D BE 19 2 BE 1
W B — AW o T HLH IR A R
IR AN
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