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Abstract: Phosphatase of regenerating liver-2 (PRL-2) is a member of protein tyrosine phosphatases family. As a
protein phosphatase, PRL-3, the third member of PRL family, has attracted much interest due to its specific high
expression in tumor tissues. However, as PRL-2 is widely expressed in normal adult tissues, researchers have

become more and more interested in PRL-2. Here, we provide an overview of the physcial function of PRL-2 and

its role in cancer.
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i F2E R (phosphatase of regenerating liver,
PRL) ZJILAT 3 ANEo, 70l & PRL-1. PRL-2 Al
PRL-3", PRI S5 (1) PRL-1 $5 52 AE y—Fh 1
SSEELR], WA 2253 R DU R AR A S S
kMg R P, 3154 PRL. PRL &% AR R
PR Bif§ (protein tyrosine phosphatase, PTP), #{ PRL &
JO& X R FR )9 PTPAA S, %I T PRLs 4k 45 14 35
PR IER T H mHrids, PRL KGRk 7 HA HAL#E
R AL T S R 2 R RRAL I BE 77, IC REfE AL R L 1)
%2 | JRa BRI 2 IRAL, BRI HAR A 2 B U
V% 5 (dual specificity phosphatases, DSP) i P [,

PRL ZGRAERN—FEE O EERE, 25 7 2ME
G, FK, AT REN, HS5MHRNE
AR BRI Y, MR 2 RIET SR
ARERE PRI D, PRL-2 28] 7 AA TR
Z IR

1 PRL-2B4EH4FE

PRL-2 [ At 5 BRI W] 4 S Bl 38 AR X 49 ¥ S 2
N2x10° A4 E A, H%X k5 PRL-1 A1
PRL-3 ) 4 i 3L [543 i 45 63% F1 71% [ AH AL
M AEgRAG X (1 2 F 4R K, PRL-2 HI5EA 5" iR gw
i [X 5 PRL-1 LA K PRL-3 [ K R 20%~30% [
MEUE, R =F Mk EETRaRcER Y,
R A, 0 I 285 ] (1) e € 4k e 32 7 ThT,  PRL-2 1 2
AT 4e a4k 1p35 |, 1fif PRL-1 LA & PRL-3 f) 3%
R AL T 824 A 6ql2 |7, AE i g 41 7 1Hi
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PRL-2 5 PRL-1 1 PRL-3 AR & H [R5, HAER
BB H FAEfEZER « PRL-2 1 167 NE LR R R
4R, Ft PRL-1 #1 PRL-3 A LA 7 6 4
IR Y,
EEARSH L, PRL KRB E R LK
BRI B 7 AFEAMLL, B EN#A —4 CX)sR 4
P UL R AR R 2 B R R Tk 2 CAAX = IR ALz
Wio U A& PTP LA S5 7 %1, N PRL KRR
bR s J5#&, Bl CAAX g5k 5 2 A B0 5 1)
Bf—E BB RNE R B 0%« X HE A XS
PRL-2 ({40 P s A7 AR 22 B o Btk 4b, /N
ff) PRL-2 55 AZ& () PRL-2 LR 7452 & —58 .

2 PRL-2MYZARREN 52RZAFRIE

7 mRNA /K, PRL-2 ]2 @ £ ik T A &
MEFHLA S, ERERGN T MELHLLL B ik
Bl i R Rk e m Pl i PRL-1 BARAE SN
b RIE, AIELERFMAL A RIEKTFZERR
Ko AERTEMIE AL =R IA 1 PRL-3, HAEIER
AR, mRIETEBEIL. BERFR E KON
o, MR AR LA RE B,

I AR, O IE 3 PRL-2 £ &
Tyt AN S e S T N N (1 1 4
/NERYIA A, PRL-2 RIAJG @z T4 ps b, [FIR
TESH M N 2 RUIRIREC A, IR0 B A% A B 2R
gL,

3 PRL-2AVAEIBINREMIR R

FEXf PRL-2 #EAT 1 — B WF 50, AMT—E A&
Bl i S HRE B AE Rk — B T AR EL )
Aeo BIRIIAE, HEIRCE IR0 B RR fb 1Y) % 2R
A S22 ) DR BREA LA EYE, {2 PRL-2 1
TER R BRI IUA W&, PRL-2
] DL 5 Rab ) ) 3L %% 7% I (rab geranylgeranyltrans-
ferase II, RabGGTII) 1) B AL AH 454, (HIFTCHEAL
KPR R, MRAEHN RabGGTIN f)— AN % R 1k 45
THRMEAEM, HWE LR :ZER T
PRL-2 5Ltk As s

PENFEIE S AR M B b a2 K08, 18
N ERE S ILCA SO s Rk, [EIE, 7RSS e
R EESRANEH, PRL-2 7E1EH A FIRAS T
ThieslE Tt K oei: B, Dong % 1 1
Li 25 W R sr 8], PRL-2 fyBkE S5 /N R 2 hurp
PTEN &R &I AFEA—MEREF, PTEN 7£

SN ERIE, SMAH A KK HKE Kit
I3 1) PI3K-Akt 15 5 ER )R 55, A3 B0 BRI
MR TN, SO BRE 7R U 132 Bk
KEUIA . R, BRI PRL-2 28 1503 [ 2 o Fr) 186 B
ZEIPAAT, ARG K B kR EUR B iR %

B 77 0T /I BRUAS 20 M E R AR R R B AR DL
4k, Kobayashi &5 " ZEHJF 95 o &K 0, PRL-2 7E i IfiL
F4nf ) B IR FE RS AR RS CREENEN. X
—{EH EEARBLAE PRL-2 X i 12 it A0 4H 40 A =
Fom e Kit 5 5B A — € KIEEEH, B,
W4 R A R S Tl R AR 2L, PRL-2 1
7N g B a ] N EERE X7 <P = PO (X (NS
ot — 25 i 5 R R B, PRL-2 78 286 & A I %
(acute myeloid leukemia, AML). 18 1% 21 i (5 1197
(chronic myeloid leukemia, CML). % & 4t & & /4
(multiple myeloma, MM) 1 S 4 ik B 40 i (3 1M1 995
(acute lymphoblastic leukemia, ALL) %52 F LI R 4t
FHOCEA =Rk, H— P uEsk T PRL-2 5i& T
20 Fr A DG T

EAFERER S, PRL KR & HZ 5N
&5 1@ o> TAEAEAR R ZE 51, 40 PRL-2 5% Src ¥k
(K35 M TG R 2 B, 1 PRL-1 A1 PRL-3 #1455 3E it
VA5 Sre W S 2 IR TR B BERR AL 1T R 4% Sre WG
(G 1k B s U Btz 4k, PRL-1 Al PRL-3 ¥
A I I Y A L PR 3R R BT T R 4 73 T pS3
({235, {H PRL-2 Xt p53 EN9%&AT FALIEH PO

IR X LA TR DAEN, PRL-2 RIEHIEH 5
300 HE e AT 1) 1R B A KA T — R, (HIX
—AEH R A T AR A AR TR g — R IR
HIRIT 7T .

4 PRL-25ME

HAR PRL IR Bk AN &KL, (HE
FIWFIT R I 5 b PRL-3 7 Ji 988 20 i o 1) S
Rk P, RANF A BAEM AT %, PRL-2
LR BT AE B et fA 1p35 1 36 IRk 22 # M E A 5
Ji R A K DA KSR AR A 56 P, TR PRL-2 A BE 5 fi
R A HERZER.

FAE 1996 45, WFFLN 01k O & UE B 7E 6 BURR
IR G B D27 4 i & 1 id %A PRL-2 2 3 804
A Kk e B b Pk vk Y, HLIE 3T SiRNA T4 %6t
PRL-1 DA Sz PRL-2 kAT 2 PR T BR mT DL 1) Jik A 41
ME B G e R, RIS, S B 7S 0
Akt 7> THERRACFERE s P 2 J5 , Werner 45 Y
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PS5, 5. PR BEIR -2 1) ST T 7E o Fé 779

HIREFe 2l LB, PRL-2 783K 7 4 ff A i R ik v]
DL DNA [5G #0 G, 3900 240 i A 30 & B K
P B A1) 77 (cyclin-depended kinase inhibitor, CKI)
Rk, 13 p21°P™" RIK B & FRAE, e ikgn i
MG, BA% M) S B, MR 2E 40 P kG 5, {515 40
SR,

2002 4, Wang %5 ™ j@ i % 57 51 B ge 20 43 v
B - B A EAER BT, Bl T PRL-2 1E
NIRRT T, HAE RE R R B BRI R Y,
PRL-2 [ 8598 68 77 0] LA 5 e 5 % 7 g 400 i) 77 e
LI

2010 4, Hardy % % & 3l PRL-2 5 3, B g (1)
AR AR K FR . PRL-2 fEFLIRIE 44 L
J 3L i A (R bk L 45 b s R IA, A PRL-2
Erb2 ik a] LUt 7L B e 0 il X 1% — 458 1)
E— B ALK I, PRL-2 IR m & v] LA T 7R
SRR DA AR SR IOVRAE BT, S B I A B A
WA B0, MEB R 324K (estrogen receptor, ER) [H 4
o 42 25 %2 1R (progesterone receptor, PR) FH 4: i) fx
A, PRL-2 [f]3R 1k & & T ER [ 14 8 PR [ 14 (1
FrAs P9, i Reuven &5 P ZERFF 5% 01 S8 it 2 L,
A O A  PRL-2 ) mRNA R E &5 & ¥H
RN A — 2R AR

Wang Fl Lazo"” 7ESzi6 b % 38, PRL-2 7EALF5
AS549 4HHRLLE I 4 Fh N Bt dl i b =R iA, B
AL ERK AH OGAE 5 8 2% o6 it 40 B 7% LA N AR:
BEATURE 5 1 Hwang 25 BV 23d w5t R B, PRL-2 &K
H RIS AR/ e 20 27 b B 25 T, HovT s
IR p21 HERIE RN ERAn i A 3, i s AP-1
FHORAS SBR[ 35 56, KB PRL-2 1E
B ifides T BGOSR AT Re AT B 1 B EAEH .

2015 4, Hardy %5 " $3] PRL-2 {1y 53— A~ AI &
ATk : CNNM3, CNNM3 288 7 (Mg™) i) Fb
iz . 5 CNNM3 A5 —5E [[lJH 1) PRL-2 7] LLiE
it 5 CNNM3 [ & sl A% 0 X IREE &, Xt
NS TR RS —E HIEEH . Lima R
iEB], CNNM3 [J3&ik/K-F5 PRL-2 EAZAHK, H
CNNM3 )i A W] AE 2t e i 4= 4, Bl PRL-2
A LA 5 CNNM3 [ BAE X o i A= KR B —
PIVEFEIEA -

B T L& g LA, 2010 4 Akiyama 25 BRI
2012 4F Arora 2 P HF 7 K B, PRL-2 £/ L &1k
BE 20 A B s (AML) BB idRIE. 250 —
W FC LB X AML AT 45 PRL 3 K] 2 a5 45 150 ) A6

IOAE TX— KB, IF H Akiyama %5 B3R GE 52 T 16
/INERUHT B 41 ffd 3 Baf3ER DL/ UCE BB A AL
ik PRL-2 ] DL 5 35040 B o0 12E 4 A A K R 2140
fith 4= i 2% (erythropoietin, Epo) LA & F 41 fig /i & 3
(interleukin-3, TL-3) (1) 5l ¥ 58 I &g0Ek, 4 f 1L % 14
Tn, 20 PG B PR, AR S ECRAR NS AT
SRR J i) Kobayashi 25 U7 4iEB], PRL-2 11 PRL-3
#Z5 7K A KRGS @S,
KITD814V. FLT3-ITD. BCR-ABL. PI3K/AKT.
Ras/MEK/ERK DL 2 JAK/STAT %5, {HIX W& #£iX L
5 TiEE & A R RS R EHE PRI
5 RE

1T PRL S0 B D2 2 1) /&g BE R0, 723 AT 0t
FUBS, BATTT B — L7754 PRL-2 5 HAMH &
X3 FFk,  anfd AR IR PRL-2 HHREA & 2
& 7 5 i e AR Xt PRL-2 & H#E4T A0 OG04 5 @ id
Southern 74742, A %) PRL-2 FE R4 51 A BERY
TREFRARUE S0 25 R AT S 1+ a5 AR e M il
B% PRL-2 ZE[R /N, X PRL-2 HEAT A THIAHF 72

E AR H AT X T PRL-2 W 7T HLAS 1 — € 1k
J&, (AARA IR 2 In) R S5 A JAT sk — 2 I Fi ok
fiEER

VER—ANEIEE NME S H R P 5 = Rk
53, PRL-2 AT HERT AN AKR AN 23 4 i 1) AR K R
BHAEEAER, HHAR 4RSS T X &AN4
FA AT AR AR FHE 75 B2 — 2P I SEER I AL

EN—AE A BIREE, PRL-2 EY)—HEH
BB, EAEAN RS EIE EBRAKENE, £
AU R A 5 HALB R A L) &5 44, £ G
T IR Bl % 1 T AE AR N IE A B S BERAC KIS 1, X
77 EH AT — PR T

VRN gg AH OGP 4 1+, PRL-2 B 1 A DA
9 BT I 0 B — N TR A, T iR 4 e
AR AR A2 15 AT DU AR A — AN B I R I 9T
I RO TR A M B AT R e M R AR, IR RR B — DAL
Wmtst. HAET, CAWFFIUER PRL-3 ()50 fEdLA
AT LA N B R B, X AR T B AR
T ENZFE.
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