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Research progress in structure and biological function of
protein phosphatase 1 and its relationship with occurence
and development of tumor
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(1. Department of Clinical Laboratory Diagnosis, Affiliated Hospital, Inner Mongolia Medical University,
Hohhot 010059, China; 2. Department of Clinical Laboratory, Affiliated Hospital, Inner Mongolia Medical
University, Hohhot 010050, China)

ABSTRACT Protein phosphatase 1 (PP1) is a widely expressed and highly conserved serine/threonine
phosphatase in organisms. It regulates cellular signaling pathways by catalyzing the dephosphorylation of
various proteins, thereby influencing biological processes such as cell proliferation, apoptosis, migration,
and transcription. In vivo, PP1 does not exist as a free catalytic subunit but instead forms distinct PP1

holoenzymes by binding with at least one PP1-interacting protein (PIP). The interaction between PP1’ s
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catalytic subunit and its specific regulatory proteins is central to PP1’s function. Under normal conditions,
PP1 stably performs its dephosphorylation role in vivo; however, in tumors, PP1 function is aberrantly
regulated, leading to either increased or decreased PP1 activity. PPl exerts a dual influence on
tumorigenesis and progression, acting as a suppressor in some cancers while promoting oncogenesis in
others. Based on domestic and international research findings on PP1, this review summarizes the structure
and biological functions of PP1, as well as the impact of its various subunits on the development and
progression of different cancers, including breast cancer, lung cancer, ovarian cancer, pancreatic
adenocarcinoma (PAAD), liver cancer, endometrial cancer, esophageal cancer (EC), colorectal cancer,
and glioblastoma (GBM). This review aims to provide the insights for developing highly efficient and
environmentally friendly anticancer drugs and therapeutic approaches targeting PP1 holoenzymes.

KEYWORDS Protein phosphatase 1; Serine-threonine phosphatase; Protein phosphatase 1 regulatory

proteins; Biological function; Dephosphorylation

A BT Ak 2 T AR i T Re ) EEEALE, E
BT L S R A R AR Y BRIk
of FE 92 R fy IR RN W R W AE B T 4 R 1 i 4
il o 22 IR - 7 24 R Wl TR T 1Y) A ORI ey W 1R 2 1
Wim2fff (phosphoprotein phosphatase, PPP), fi %
0 B R 29 95 %6 1 W IR WS 1 . PPP M R R E A
5 % A W R B8 (protein phosphatase, PP) 1.
PP2A . PP2B #l PP4~PP7 WK%, H A GBI 5%
B2 WK A PPL, PP2A M PP2B, FELAZ 40
#3090 /9 2 BERR AL AL PPLiEAT ¥ PP1LAS:
TRIRIEAAEAE, X ST 2 38 000, 7E I
W, PPLA 4 DA L. PPLAEA T 5 o
(PPla). PP1MEfLIIER (PP1R) . PPLEALE AL y1
(PPlyl) 1 PPLEfL W y2 (PP1y2), Hi3FE
RITEFr A ARG £k, PPLy2{UAE 2 ALrh &
IR TR R R A A R AE 2 40 i R DD £ S Bl B
B A0 ML AN SZ A M B . PP LA 24 P 45 AR
5N DGR AR ¢, FE B I i /R TR
AWEMNET, —H 1, PP1S5ZAF 58 50
T, R A ARG FE R T RN 4 R D A O B A A
W S —H, PP1#LZ 5 DNA #i i f& & Fi 4
i ] 00 R A S B A . PP AR A g 30 ) PR s
SRR DR %) P e T g A 2 10 L b e 3 e 1 By
Bt 5 PPAH AR FI AU 5 S0 4E 0 PP 2k 3% 5
BB OvE e Bh F 2A  (eukaryotic translation
initiation factor 2A, elF2a«) WJ WA T4 40 B A9 4k 7
U ™ PPLIAS TR (PPPIR14ZKIE) 192K
5 bR R A R A B I OCHR . PP A i Ak T B
PPP1CA F1 PPPICB 7F B J# . 4 % (esophageal
cancer, EC). BifiR¥#% (pancreatic adenocarcinoma,

PAAD) . BEEPMPEB T S RENEGFYA

%, EWEYUEE ™Y, PPPIR12A A1 PPP1R12B
TE 1 91 R 8 K e PN R 4H 40P i ek R R O
P, PP K H 4% I 56 76 45 Fh 40 i ) 8 19 I 45 vh &
VEEEAMER, (AT PP1 K H 4 W 35 78 g b 7
S HCAE Bl ggg v i 2 3k IR B AL i R S B . AR
G PP e H A% e Ar 22 Fh s % Bk st R P Y
VEIHE T i, 53 PPLAE M IRAE 1A P H A 1Y
SRS, R PP1 4 4 S 10 25 W 78 16T
NSl IE N

1 PP1EERHIZHFNThBE

PP1 4 1 MEfL L (PPP1C) fiED 14
WAEEH (PPPIR) 4. PP1AYMEAL 3R A 5
B o/BITE, BIRATE 24 « IRAELE M 22 18], H
Ak W 3 W] 5 22 FhE Y 3 2 A OB BUAS [ Y 4
fitf, ALV IS5 LRk RN, I I Y 2 AT
PR HOKE PP 4l o 07 2 4% 0 1) 0 40 i &5 44 sk 90 5%
FEE R, DN DR 52 4 il 04 s 25 R S T RIS ) 1
PE L L, PP 4Ry A A TRk 3 SR T PP
P WA E K . &4 ik, CEWETH
2001 94 19 AL, Hrp RS A3 TR 7 A B TC AR
PP1 M WAL 58 T PP1 5 K [R] i W) 45 4 1 fiE
25 90% f PP1 8 7 W 3 i@ #f PP1 %45 & % %
(RVxF) 254 PP, A A48 o A 5 7E Y
£ (B12-BI3FRLL K PPL K ad . o5 Fl o6 B2 JiE = £
o IXB8) Ko id 43 5 PP1 B AR B AR FI A7 5 55 PP1 4%
Ao RVXF 5507 T35 P A7 45 20A b, A AN 52 1)
PP1 S M . RVXF 35 848 22 BH 1k PP1 a5 7 5
G54, (HR £ 550 5 RV XF JE T S0 1Y S 9 sl H: i 4
il ) 2454 . PPLAYIASY WAL 405 14 PP A E 45
Fa 3k o B 43 847 WA AE LA BUAM 1 PP LI i 25 44
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B, i PPLAYISPEAL A, AT B Ik iS4 5 i A
REG . W2 W ERA R EN R mAaE, /i
55 R E AN S B AL (LR I om0k ) 1Y
54, Yem PPLIY )R vk B, JFAE 2F 5% 0 40 i 45
P R S 1 AH G B B PR AL IS ) L B A . #4314 9 I
HE 3 o1 BHL K PP 1Y IS ) 25 6 Rl LA BH 1k - 20 i ) 2
Rk . 4 PP IR 1 0 S 7E 45 40 [ JC B B Bk,
IR IREE A T W & PPL-AE . PP . i
PR SRR (B0 40 M0 ) A 45 AR T BE SR . PP
PR A AL 5 A A T R A L o I R R i K A 3 A
TR 25 5 A A 28 AL o 34 U pl HE A A 3% v
D FANETF RS, B& CY” B, R T —FE
B 2R S5 X Bt——B12-B13-loop B, %I HEL 5
AR AR, A X 0 R0 A R

PP1 25 4 i J 09 . 4B v B BT A
RNA B 52 f % st A Yok #2 . PPLad i 5 J4 9] 45
P14 i M 38 B (cyclin-dependent kinases, CDK)
S5 5 R R SRR . A T R — R R
FPHESE T s, fEIE WO T RS 4R R 2RISR B
BV SR, FEGMERME R, TR AR R
P, S O A0 A Y T R 1 FE RN A7 3% . PPLaA
o ST E A EAEN, 0B 40k g 2
(B-cell lymphoma-2, Bel-2) ZEH5E B 51 F 2 b 2
R ) R 4 2 R & B (cysteinyl aspartate specific
proteinase, Caspase) %, Z 5 W i & 40 i I
oM. PPLA 5 PS3AIZ A F kB (nuclear factor
kappa-B, NF-«B) %% s KA AR, 5
Foxl DNA ¥ 31 B9 25 & 68 1 FI 5% s i ¥ . PPLiE
5 g i 45 A2 BOE 55, PPLAE N K2 40 i vb i 335 1 4
PEXF TR B 8 B 2 O E B, I AE A M
PP1 2 54 il ol 42 ik i 3 A iyl 72 . BFgE
7N s PPLTE i o 0 55 A4 ol 40 i 3T B op & 5 T 2L
fEM . PPLIE 5 247 5 38 6 AH OC 88 1 A B AR
H o, R %h & B EE  (focal adhesion kinase,
FAK) 1% 5 M AL BE 3 ¥ i (phosphoinositide 3-
kinase, PI3K) %5, 520400 2L s/l . 40 i Ah It
JoT B 2 R 2 A s R L AT ORI R A L ) S RS A
€0 J1. PPLi&Z 508 T 41l (cancer stem
cells, CSCs) Hy¥4E, Al 520 CSCs A T 5 Hr fig
DA K S B A o3 AR S

2 PPIAREIHRELEI R E RGEINE L & % RAIR M

2.1 PPIRFHEEEANIRBLELIENH W
2.1.1 SDS22#& 14 SDS22#& 4 (PPP1R7) &2

PP1 & B O SF 0 45 0 5, A7 F 4% ({4 2q37. 3
o SDS227E G,/ M 2t i Ji 11 4t 8 vl e O R A
A" . PPl 5 % 1§ B (protein kinase B,
AKT) KBk ] i S AKT % 8 B2 1k Fn1 i S 04
T2, RN, 25 PPLAr M AKT 21 I8 5 A& v
K#h &, JIANG S5 " DR BCH R R 58, |k
KB SDS2z @ ot W ENERE A T (Myosin 1)
Flc-Jun & # K ¥ 3 B (c-Jun N-terminal kinase,
INK) 551046 ohJeg (9 a2k Jig . SDS22 76 ZL i
TR . PSR R RN SR AR 2 RO AE T &)
MR, 48 SDS22 nf gE H A M /E M . gt
s UL M BRI RS, SDS22 nf @ if 2% 1%
AKT F1 %2 24 J5 35 1k 5 A # B (mitogen-activated
protein kinase, MAPK) {5 % il % & # 4 9 /E 1 .
PP1 f1SDS2{#i AKT =iz 1k (1 v 25 34>~ Thr308 il
Serd73, /8 PP1-SDS22 Al fig A AKT i IR i (1)
e, SDS22 nl GEAE A AKT/MAPK f XU iR i
KAEMER . WFgE Y o BEIH AKT f1 MAPK
15 538 I W] Be 2 — Fh TR 4 0 2L MR O VA T R B
I, YK & SDS22 7E FL M 9 vh /Y %35 W Ae 2
AKT F1 MAPK 15 5 2K 1 T 57 % M i g 1 v 7 3%
1o SDS22 (1 3k & 3k w] LA il 2L A Jas 40 A i) 184 B
ERMIRER T, JFMRIEMMIE T, SDS22 ik 1]
o 0 AKT A5 5 38 5 8 9 7L A o 40 1) L iz - i)
Jo A A R A0 S S T AR . L R 5 4G SR AR R AE LR
Jia Hh SDS X i 4 ML B A S0 AR, 3L R A
SR T By

2.1.2 PPPIR14B PPPIR14B & PP1 (¥ # i ¥
PR EE, Gn AR R A7 T AR 11q13 | BFsE
. PPPIRIAB7ERGHN AR . U0 519 . 8 B AN
FE N BE Pk ik . SR, PPPIR14B 76 A 2K
i H AR ) 2 D) R RN A T AL R SE e B A
2 1 WE 52 T PPPIR14B 78 = 91 #: FL Mg %
(triple negative breast cancer, TNBC) [ I {¢
#E TNBC #F Ji& 15042 B 25 o B 1R 22 B S27a
(ribosomal protein S27a, RPS27A) 5 £z R
17 R 5 PR A B 9X (ubiquitin-specific protease 9X,
USPIX), M4 PPPIR14B (32 Z 16 Fl 7 11 M 14 [
fi# , M S 2 PPPIR14B 7 TNBC 44 L
PPP1R14B i 13 3 38 STMN1 2 11 #§ /R 1k finfa e 1k
e TNBC #F J& S k2 Bemit 25 . iR fF s W] 7
KR RPS27A/USPIX-PPP1R14B-STMN1 {5 5
B AE TNBC i Ji& F1 58 A2 B it 25 0 0946, nl i JF
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2.1.3 PPPIR14C PPPIR14C /& PP1 1 Il 1% %
A . PPPIR14AC S — i i ME 3 775 (09 I fii 2 1A
PPPIRIAC i #F ffi %€ fib /& M X & [ 25
(synaptosomal-associated protein of 25, SNAP25)
Qb T R RS 0 A o 2 8 ST ) R T O £ e 2
JCHE AN ¥ PPPIR14C 1 36 3K i RB #% 3t 4t
A F 1 (RB transcriptional corepressor 1, RB1)
BERR AL KT Fhdr, HOWAR ST 77 A= 08 1 240 A f
PER, R PPPIR14C v fi 38 o 8 45 4 2 25 1 0
TRALAR S 2 5 N iE o I . W s G 100 L e 3B
(glycogen synthase kinase 38, GSK3pB) J&—Fhi& Ik
it geg 40w R, AR R . GSK3B Y Ser9 5k
SEu R AL A TR MRS, BRI BUE (S 5
. PPL#¢ % o GSK3R ka2 1y £ B8 4 I 1,
GSK3BTE TNBC FIHAb A g iR TG BR , 35 W]
1% T 1) 4 FH AT R 76 8 0 DA PR R . RS T R
£ TNBC #1 PPP1R14C I, I 5EREARTGEA
K. PPPIR14C By 3K € # TNBCHH il i) 1 58 F1
1RZ2PEFRA, T PPPIR14C Y i 45 I 7= 25 41 % 193%
. PPPIRIACHEFIHEEC, iota (protein kinase C,
Iota, PRKCI) M2 fk Jf 78 Thr73 i s 8 ¥ i
W R 1t PPPIR14C (phosphorylated-PPP1R14C,
p-PPPIR14C) #Iil PP1 DAL RE &5 K F 1 GSK3p #
2tk . p-PPPIR14C 44 5% E3 i% 4% ilf TRIM25, fiff
Hoz 2 46 JF B fig AE 8% 1R 1k 19 GSK3B. it
PPP1R14C i i 4E #5316 P GSK3R, 7EMRAM R Y
{23 TNBC 4 f i 2 280 . I A K K 5% 7% . BH
Wr PPP1R14C #§ 2 1k 7] g & ¥a J7 TNBC 1A 257
1, #2758 PPPIR14C AT REAE Jy ¥ 76 1 £ Wb i ) 5
BN, R YT B MR LR AR AL TR & .
2.1.4 PPPICA flPPP4C PPP1CA il PPP4C J&
PP1 i fE A I, 2 3 il A7 78 1Y 22 54 TR - I3 2 TR W
TR i . 7F FLIR i 20 40 b PPP1CA H1 PPP4C 1Y % ik
PIo W EoR, a4 RNA (small interfering
RNA, siRNA) #i il PPP1CA #l PPPAC 1y % ik,
T A1 ) 7L B A A ) 3 58 KT, 478 PPPLICA
A PPPAC A LAAE 3 L Mg g 19 & Ji . PPP1CA il b
WoE MAPK {5 5 38 A F i 98 40 Jf 34 5 Fn % 7%
Ho& T ASS & a5 8 F D1 (Cyelin D1) B R
ft RB ¢ & ®F M b AL e 5 & E A1
(dephosphorylated susceptibility
protein-1, BRCAL), 534 i i 1 2 98, £ i b

breast cancer

AN . Uk, i PPP1CA Al fE 264 i LA
TR AR L R rh R EEEAE  BEoE Y R
R R, PPPICA A] RE7EJi fE T 40 M BE vh & 4%
fE M o PPPAC W] il o HE [6] 98 K I 3% # (non-
NHEJ) #1 [7] & &= 41
(homologous recombination, HR) il DNA & &
TIfg . PPPAC & 35 W] 3l ) 42 5 NF-kB £ ik R 2
o R X EAR 25 W I T 25 1, I PPPAC AT S 3
y U R R R AL ANz Ak, DA BHL DR £ A
B, SRR ENPUEEMN . PPP4C @ I PISK/
AKT {5 %5 i@ B {2 #F 2t & J8 | A (matrix
metalloproteinase, MMP)-2 iIMMP-9 3%k, fEit
IR A M 1R 22 N ELE R, . DRt i i PPP1CA A
PPPAC 7] fig SE L4 6 /E . PPPICA Fl PPPAC 7]
VAR SRy 2L g6 0B A b i 4, 2 5 ZL AR 988 12 W v
iff 4 B S P o

homologous end-joining,

2.1.5 DARPP-32 (PPPIRIB) DARPP-32 &
PPLIIRIA . 76 SRR P47 3k . BFOE Y 2%

B . AR/K P DARPP-32 235 5 3L IR Ho B A
FEIAA G, I 2 7E YR 52 14K (estrogen receptor,
ER) LIk FLIE T, $&78 DARPP-32 A7
PR o I A R iR & AR R R A R e AN ]
AL AR IE R, K REMEER . IR
T AR UK, TS R 2, ER A AR R RE
XF P A R 25 W fE . PPPIRIB EFLER A A
RS /R D, S48 RNA I 20 2 45 3 oK .
PPPIRI1B i i sev i A% 1k 40 it 0 v 9 15 4% 25 P9 iz 41
Ji, PPPIRIB# PN Bz 20 ff 46 B v A2 i Jifeg ot 45 A
WAEER, i PPPIR1B 7EFL S A A B iS5 7
. DARPP-32/PPPIRIB 2 FLARIEIRIT RS, IF
Rk J N FLUBRIE B 45 A 10 I B TR 1

2.1.6 M 28 B Z& & 11 (spinophilin, SPN)  SPN
(PPP1R9B) & —F PP1 Ay 45 W 5L, 1 K i ig 410
il PR, HCAE A A 80 00 ) 4 3 g R ek R &
AEH . SPNA 10445, i T Yk 17921
(AR S P R R NP - e S o ORI B LR
Hil B X, W BRCAI MAEF B 4 1 £ 1 (non-
metastatic cells 1 protein, NME1) FER *', fk K
-1 SPN 55 358 w55 1 i 96 9 53 R A 25 1 TS A G .
FLIR A R b, T SPN &M . A
M 5 1Y AR R AT A A BUR R, Tl R A
SPN W 25 7= A M B A R0 . SPN T I8 38 7] 35 7
20 B %) PR R i, bR R B B AT CSCs R
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T 7/ I I S S B R (nanog homeobox,
NANOG) . /N Ak 45 & % 5% W ¥ 4 (octamer-
binding transcription factor 4, OCT4) ., HHkEX Y
P fh f&  (sex determining region Y, SRY) & F 2
(SRY-box 2,S0X2) #1 Kruppel #£ [l F 4 (Kruppel-
like factor 4, KLF4) #y#ik. il SPN #— Rl E
i AL AS66V Bk B, % AL RE R I SPN-PP1
AAEAEH], 52 i Wl R il 0% M, O3 ok 4 m LA e
S Y CSCs 2 F PE3MRMPE IR 2 Ak . &k
IR TR B 240 LA 5 A% R g i 2 ML B AL T
BRI, A IR IR T PR AL TR A AR SR,
TE B BT FL I 25 W BOA T T iR SR R TT B

2.2 PPLARF % & A& 5B K £ R B t) % oh
2.2.1 PPPIR14D PPIRI4D & —Fh i £ ik M
PP 1Al P 9 45 0 L, 78 Rk A iz i b )iz Rk
JE AT REE MR & A R R BUEE I . ZHANG % 7
W98 s o 0 PR AT DL IR H b B O
PPPIR14D 72 B i AR 25 4L . DANG % 7 #F
U TN - 4R AR AN SZ 45 b ) ) 20 S T A 4
fE AN 2 R B BE R, T PPPIR14D J2: 7 S i
BEHEXEREAM 17 (recombinant A disintegrin
and metalloproteinase 17, ADAMI17) 4] #| %% 1k 4=
KA ¥ o (transforming growth factor alpha, TGF-a)
BUR I LB, SR, PPPIR14D e i AEH]
Fe HWEAE ML A TE R, CAO ™ BEgx £ -
PPPIR14D 7E fili B 4% (lung adenocarcinoma,
LUAD) HZUbmik, nl ki #os & A Ca
(protein kinase Ca, PKCa) . B 2% A J§ 5 7 Jig &t
A 7] 7 % B1 (v-rafl murine sarcoma viral oncogene
homolog B1, BRAF) . W % & Jt il (methyl
ethyl ketone, MEK) #1480 Mg &k 3 5 & H ¥ i
(extracellular regulated protein kinases, ERK) {F%5
%R LUAD 93558 . 18 i 28, S5
LUAD #ilf5 AN K . % ¥ PP1 Al 5 8 PKCa 1% ¥ [
i, 38 ) PP LG AT RE3E in PKCa @R T K- o
PPP1R14D J&—Ffk #i T PKC J#42 i8) PP1 #1181 57 ,
PKCa %54 PPPIR14D, i 5 7€ Thro8 fir £ i iR b
PPPIR14D, 4| PP1i% . PKCa/BRAF/MEK/
ERK {558 B BEE T e 5 PPLgeilil A 5¢ . itk
PPPIR14D il i 4 il PP1 I # LUAD M £ ¥ I fiE
9 LUAD #Y % A5 HIL ) #0505 37 52 46 708 59 23 7
i i ) RS FE VR 9T HE R

2.2.2 PPPIR3 PPPIR3 N PP1A#W I, T

P ik 7q31. 1~q31.2 b, 4ifd 1 122 A ERA
B 2 RK . R R R, ER e
U0 ] 9 T R S AR AR S R R O HEE T
7q31 4+ G MR K AE A 2 R S AR N R E
A e . LM . BRI EE . AR A
o BFSE Y W% PPPIR3 TG R4S X 5845 78 Ji
RAEAR /N BRI AR . D0 S L e S A R T R
JE U, $78 PPPIR3 0] B AE A 2898 4 VB by b 9
P B R AR . SR, AE il R 9 P PPPIR3G
Fik B, mRAEURHBUS B2 Y, BFg Y %
W] . PPPIR3G % ik 5 LUAD | B ik I 244 j .
CD4A+ T 7k B 40 i 00 1 15 200 0 %) 952 90 7 SF 52 0 S 0F
MK R . #8 PPPIR3G M1 £ 1k 5 Il oJe (2R 55
T SRR A O, T B S R T A B 55 /0N 24 L i g
B i J5 A 5%, PPP1R3G ] g i PP1 F 41 i
MK S S LUAD Wi, Hit, PPPIR3G &
it B S T T RO A, R R T LA i v 0% T e ML RN
TR T HI K

2.223 PPl WIS Y EHEMERLEA
(mammalian target of rapamycin, mTOR) 1&g 41
v 38 T DA S A BG5S PISK/AKT/
mTOR i # 175 S 3008 A < AR 2F il g 20 M 19 A <
Gy 240w e SE S N B AR R I (Sre
tyrosine protein kinase, Src) /PI3K/AKT/mTOR
15 5 T8 I V8 Y Bl s A R o B B L SRR RIR 2B TR ) .
PP 1 & — iR 5 1 FA %0 Sre il 71, 7T BHWE Sre/
PI3K/AKT/mTOR {55 5 38 F 400 il i M i) 4t 98 1 4
Mo #F5E " B8 PP F /9 ERK 2% # 1R 1k 9%
DARPP-32/PP1 & G W4iil, #Fifiid o 7 ERK G
PR UE il R A= 4, 4R PP LR Rl oA IR VR A .
IR FE S AL Sy i ME A T 0 i e R R BRI T
PRI, Ry Il RS 35 7 R AL 1T Y ORI SRS
2.3 PPIRRAAREETIFEBELELEG YA
2.3.1 WUk & A ® B2 B FE 1w W A& 1 (myosin
phosphatase-targeting subunit 1, MYPT1) MYPTI1
(PPPIR12A) J& PP1 YL a4 WA, MYPT17E
S LA R S R AR AT, R R e 4 i i
GRS = e e - ) o
KW MYPTI ol 0 i 59 89 & 4= & & . MYPT1
16 91 S rh Rk R, S BOL AR AE SR AR
KA, FFXFHIR A YIBIT T 2. )
MYPT1 #f# /N RNA (microRNA, miR)-30bid £
KGN Hh CSCs FERRMERT N . 1L G fbyT A REHE
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] CSCs, W] fig & 3 3000 98 & & 1 5 H . Hippo
S TR R RS A AR v o R 2 A K
M MYPT1 58 PP145 41T, MYPT1XAE K
VI Es SR, MYPTI1-PP1 G848 fd Merlin & 1
5181 22 1R F W Ak, MM fff Hippo {5 % 3 i 2K 1
FEBH IR PE R . ik, MYPT1 2 Hippo {5 5l #%
1 B 4 F . MYPT1 0% Hippo 15 5 38 % ,
Hippo {5 5 il # i yap MO BE RE K Y 3R 35, IR
SSAM T, AR, MYPTIZ X TS % Hippo {5
SRS, I A4 yap ORI A SR L Fe gk,
0 M 3 S RN A M T, R XA YT AR 2 .
I, MYPTIVERIGYT PSS, AT R TE AR
TR YT IR W RN ) 25 ) $R AL B AR, A I R
U1 SRR £ 1R AT RICR R T 4 1 1 JEL B

2.3.2 PPPIR12B PPPIRI2B (MYPT2) £
KARPP-32 Z JG& 09 % 51, o0& PP1 A I8 45 W7 3%
PPPIR12B mRNA 25 “ R AL E H - H A AR
o AEME B Y 458 B8 . miR-1299 5
PPP1R12B Z [A /7 £ H 4N 45 4 7 %), PPPIR12B
J& miR-1299 (Y B £ 0 55 . miR-1299 A] DL 48 [n]
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2.4 PPIARZEEASPAAD L AR Hh
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