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Abstract: Phosphatase of regenerative liver-2 (PRL-2), which is well known for its carcinogenicity, is highly
expressed in normal cells, tissues and organs, as well as in most tumors, but the molecular mechanism is still
unclear. Recent studies have found a new binding partner of PRL-2: cyclin-M (CNNM) family, which provides a
new direction for further research about the physiological and biological functions of PRL-2. This review
summarizes the current understanding of the role of PRL-2 in solid tumors and hematological tumors, explores the

relationship between its structure and function, and comprehensively reviews the physiological functions of PRL-2

and its binding partners.
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JF AR B R TG -2 (PRL-2) J2& — Pl X 4 7 i &
K212 20 kDa 145 5, J& T A AE R TS (phosphatase
of regenerative liver, PRL) %, %M T HH—
AR IR PRL-1 2 AT A b R 22 40 3

SR ERNmEA Y. FHif, PRL Fjk %K
% 2 FR T 2 i 4A (protein tyrosine phosphatase 4A,
PTP4A) 5k, WUHLFER 4 JRFRy PTP44. PRL 5Cj%
Ff144 PRL-1, PRL-2 #1 PRL-3 =4, A
Z (B FIRIE AR R, (H PRL-2 #E HEIEIREH it
fi > B, X AN 22 5 S 80T PRL-2 D
A FIANE, W23 7 AT =2 K.
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PRL-2 7E5E1E C AR Ui Ak 25 2R () = AN LR 7 Re ke
T1E PRL &1, PRL-1 #1 PRL-3 #4 KILAE Y o-
W A (a-tubulin) #EATAHEAERH, A7 PRL-2 A
Re S damMIRE . FF BRI B TR
U PRL-2 NRE R = AR E R R P A,
PRL-2 AL B A — SR g 5 E, a3
FMFEFEF N TR B AP FE (B-subunit of Rab geranylgerany-
Itransferase 11, BGGT 1T) %% 7,

5 Al PTP ZR A2 —FF, PRL-2 /A LA
R v il ) % FR I (cysteine-based phosphatases,
CBPs), H R 57 B4 Ak 25 48 CXGR HR A7 7E 101 fiF
(¥12)- B 2R (cysteine, Cys) 7Rk, & HEgE H 0
EAEAAE Y Cys B2t S 2L (-SH) 78 H & F (1)
HrHEPIRAE G KAEER T, XMEe R A
PRI HOO A R AR LRSI T 4 (reactive
oxygen species, ROS) 753 T, WEr] LAAT0TH A pl ik
T2 (Cys-SOH), tn] LAY 254 E5EiR R Cysd6 &
o T P g O X R AR AT — e FERE
VT T R B A IE R, AT DUOR R A A A 2
IOt 20 T Bk A AN B AN AT I A AL, TR I AR S B
PRL-2 A LAt 20id 25 1 AH 5C 22 32 (thioredoxin-
related protein 32, TRP32) $¢ 7 PEid J5i. #F 7L & B,
AL A AL FE I 90 min 5, PRL-2 FEAK & 36
JFORAS, #7257 PRL-2 ik Rz M il T
Pan e et ks 3T BIAD S ER S DR AE i S I N
%, I HAEIEE IR 1) SDS-PAGE iR H L #is
FERCER,  NTI R A ok . (HAWTER Cys FRILA A
W R g 3t — 5 AL T I P fi R (Cys-SO2H) B fitk
1% (Cys-SO3H), MbidFEATTY, PRL-2 %M St
g R B IR ARSI E AT AE A R A
iz AR B AR N B AR IS 5. RIFEMIELR
47 7£ F PRL-1 fl PRL-3 #1, Jf H PRL-1 f& T 47
TN AL, I Re i I HE AT P B R
FRIETE o 710 e U A, SRR AR
AR TR T 4 185 75 (1) 241 L w8 e 182 Bk LA R
FIHI i — e A B (o P AR AR R Y, (B R
PRL-2 [ BMF T 1A 5 3EAT

teAh, AHE PRL-2 /£ NI PRL X JEIE A A —
M ) CAAX Z5RgIa, B3 IY S5 I A0 45 R 3,
W\ A 5 41 i B AR 28 S5 AR s A ok T,
CAAX S5 #3805 AL AE C R X3, Ho C At
IR, A NAENIEREE, X NEEARRK, H 164
2 B ER R I i, 2 ESHS ™, If
55 PRLs ) 40 i 50 5E o %5 U1 AR O U)o PRLs 53 4%

TR g B 255200 PRLs FUAT N « #8955 PRL-1 1%
1 fg 3 U $k) PRL-1 {2 3F HEK293 41 i A4 K A1l
MG ", % PRL-2 5 BGGT 11 45 5 1
ghgy U1 s v PRL-3 MOMEAL AR U9 4. A5 PRLs
H CAAX 25 MW A # 2 5 B0 i 1T 7% AR 28
AE 100G, 2RISR XS T PRLs AE0iEPE
MY GmEE, 5 CAAX S5 A AR AL iE
TFAE—DNZIIE X, 15 CAAX 25 K 5 1R 4
KEVEW T, EAZEN ES, # PRLs 5] 3 24
Fdz b U0 (A5 E RS, R ER PRLs LAAME
HAth PTPs #3A B A5 CAAX 45#J38k, {HJE7E GTPases
(1) Ras i Z R I VF 22 B3 38R B T 22 B 2k [X 3k A
FIABH) CAAX Z5k18 ™, [FIFES Ras 553 B 2 1L
G, RHIEWIE ) — RYUE T PRI, B
7~ ¥ PRLs 5 Ras DREHIHI 1k

2 PRL-2BY4EIRIfIRE

i 1 PRL-2 3t 335 1) 41 i 44 5% DA & PRL-2 i
BRE/N BB HE— 2B R 7 PRL-2 (2B FEThRE, WFRC
FB, PRL-2 fE40 M8 W% s EKKE . #
TRAE. R, & MAERH %2 05k
EH

Werner 28 2 5 BLIE 6 RBIR 52 1 4n i &
D27 il ik PRL-2, H DNA & Bl 5 6535525
BE— B HTIESE, PRL-2 KR RIEHK G,/S 41 i f4 ]
B E KU 2 (CDK2) (3 PRI = 18%, X 54
P A 1 A B I 1 71) (KD p21°™1 [y ik
NUAHSR, WER PRL-2 A] e 142 p21 /KPR
YAMLE I A T A S, A
7025 W) PRL-2 )40 i A 72 o2 7T B 52 40 1o ) 390 3
5 B, SR T PRL-2 5 40 i JA& 9 9 4 2 18] f 4 L
TERIR A

W FE & W], PRL-2 & MR JIG K & I 46 2 5% 1F,
PRL2 R %38 1~ R B 5 B ALY 3,4.,5- =Wk 3- Bk
T 1 A1 XUy S M 25 1 1% IR 18§ (phosphatidy-linositol
3,4,5-trisphosphate 3-phosphatase and dual-specificity
protein phosphatase, PTEN) Fli51k Akt, FERELTY
BEAS A4S T4 DR V0% 77 400 8 ok /D R A KR 2 Y
PRL-1/PRL-2 X i [k (4 iR R 72 24391 9.5 d Jm 4= B 4K
2 ERERE PR A IHAS IR
MIELER, 275 PRL-1 A1 PRL-2 7£ 5 iR JiG B B 2
E ) EL AN LSO T AR i AR O AE TR R e B . Rk
Ab, PRL-2 BRERHI/NRARE TR, WE. MRA S
A4z B, PRL-2 76/ U BRAE A L b B Rk,
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i FEUNR T 40 % B 1 478 Notch/RBPJ {55
T SZBE B

Dong % PV R B, PRL-2 fl bk (1 ke /1N B2 30
HEAERAR. B8 N EEEREZIm
KA, BRI, PRL2 W REIE L T A
PTEN M ifij {i2 i3 Kit {5 ‘5 & % ' PI3K/Akt )35 1L,
AR T AT, 278 PRL-2 fEFS T K
A EEEH U RER T E R Al
J&, PRL-1 @ BRI AEPE /N BRAEAS T ORI A= 5 R
FEBLIE, {H PRL1PRL2" [k /N B s 5
FLESFESA, PRL2PRLLY [N /N R RIH
SEAAA, [FFEHE R T PRL-1 5 PRL-2 Z (A1 (T
R M P,

I4h, PRL-2 {Ei& I F40 L (HSC) 1 H F 58T
Wl 2 PR B VR P, PRL-2 BB /) BRI 34 140
M FOAE 2 B (HSPCs) 345 Jak /b, b ] ifi e PR
WE. A, R4 & A/KTFIER, Akt Al
ERK 15 5 ¥k /b, FaX eIl 55 9 S AE T
Wk, N2 BEEREF LRE. R, PRL-2 £
M RIE, oA R REEFE,
PRL-2 6l () HSPCs Rk oM b2 4, XRHE
FREFE T RS B h s E B Y,

1B EcH$E3) PRLs 5 Ras 2 [0 A EA7(E T
BERUAE IS, Yin 25 B9 R B, PRL-2 RERS LT 48 iE T
A& ROS, il it 5 GTPase Rac [ HAE 5 7
W 2 e 1 ROS B~ 42, AT 52 R B TE M. X
$&7~ PRL-2 A] REAE RARPUIE e b K R EAEH,
NGB B R AL TR B T Al

3 PRL-25/HE

PRLs {E A 80m ], R BLEZ EH . .
HU B o R A0 7L R 5 e i DA R L0 0 e e n 2
RYEEEER . SRR A IR RILE R P,
E AR S0 20 M R S IR 40 i & it %k PRLs #15
SRS . B AR A AR R 1T,

FEJE R, PRLs FUZRIASIRAALL, PRI
16% ; PRL-2 : 10% ; PRL-3 : 16%", i\ &y PRL-3
1E 2 POl IR e o b 2 G E 22, {HX]F PRL-2 (1)
FHIHT D . WFFC R B, PRL-2 77N [ ¥ i 40 il
REMRREA, 0wt s AR B B B AR
g O o U, R B S ep R, B
5 R R R R TR R < . Dong & Y K B
PRL-2 5§ 3L K] PTEN Z [BF{EAH EAEF, R
T IHEUE A

A, PRL-2 {E g i3 1 10 i A 152 2]
NI Z 29 7RI, PRL-2 mRNA [J#&iA
5 A M B AR R A< Y, H PRL-2 I Rk
e — AN R TG feAr B (BIX 5 LR E B
PRL-2 BRIEH TG, & EH— D0 7R AR .
Akiyama 2 B9 76/ )| 2k A8 & % (AML) § ok
P PPL-2 i385, H5HMEHRE. WSS, FE,
PRL-2 & # R ILAE S W s 3Rk, 5 3 A7
WEREYIMI T, M HRIA S B E KN
AL AR O B, 3208 PRL-2 75 R [FI o & A K R
HAER M Z RN, it — B iRt T K

4 PRL-2HVFFBIZ S (8. CNNMZRTX

AR PRL-2 25 & 18, B T BRI
BGGT II ( &Mtk PRL-2). p21 (2 540 JE 1
). PTEN (AR F R4 ) b, IEJUFERI—K
B GAEE - AME I B M (cyclin-M, CNNM)
Ko ZEIER S M E B (cyclin) KR IT 41
AT A3 4, SR T & AR AR PN 8 DA ) 3 2
HIIhRE, FERENMEEHE T (TR
BT ) BFHE A R EER

CNNM Z %4035 CNNM1., CNNM2. CNNM3
FI CNNM4 PUAS R, JEid H CBS 4544385 PRL-2
RAAHAER . Hardy 25 B % 91, PRL-2 @it 5%
Friz ik CNNM3 254 T8 B B8 57— SR A AT 1 15 48
N4 K. T PRL-2 535 e/ 40 i N 4 5
TN 5 78 PRL-2 md R/ BTG BE KT 8.3 = T
Xof IR ZH A5 45 356 I PRIL-2 76 1 15 g Py 86 8 7 P-4 7 T
ERBEAEH .

2 J5, Gulerez &5 " ik #y7d PRL-2 FIEE S T
Feiak CNNM3 S d iR S5 1487 7 A BAE
5> 73t BT, PRL-2 fEALAL AT F it
AR EEMNEREREE, it &K kAN
RAR I 7 B N R VB R A, AR RE FH 1k PRL-2 1
CNNM3 254 5 b B a iR Kk A AL,
HHEA R R RK. Zhang 25 U BE— B R T 6
T 2 AR A S A 0 (R B ML . PRL-2 ML)
TV IR B B AN S 2 JpE 2 R Ot 59 CNNMI3, 4
BT 103 A7 1 P AR A L H R R A1 4 ) CNNM3 (1)
RAERAIRIRIE, &% CNNM3 R fr 1 A, ixwf
REMARE T AL A PRL2 5 CNNM3 35 F1 1 8 )
JRR . 55— T st e s T CNNM3 A7 SRR T A
[SCBAL T e AR I CNNM3 i — N 5k
B2 1) i AR (D426A) 1] DL 5E 42 il IR PRL2-CNNM3
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TEMITE R

NERNIRFT PRL-2 1 RIS KV 5 M A B & 1
K155 &, Gungabeesoon 25 ™ f¢i | PRL-2 ) B-
e L WE T R R 2 D DN BRABE AR I ) B 4H 2R R
PRL-2 [f15R18. 52 HiMIkiE—3, PRL-2 2] %
MRIE, HEEDHAMEIT. SEHEMM. #ik
FUFPIR G B AZ e . o AR I A RN S AU P i
WLCA B B B R 4R & Hh Rk i A v, 1T 7 JHF O A0
HRI S R A SRR, HEARIE. BRRUERV,
PRL-2 Z 540 AEs 70 Mg™ 0245, 1fi PRL-2
L AT REZ R E v Mg™ KPR

Hardy 2 % # PRL2-CNNMs-Mg”" =% 5 Ji{igg
BRREEK, KB CNNM3 /KF5 PRL-2 Rk Fl s
W R AR A . SR AR R T I I i
PRL2-CNNM3 & &Y 1T 1 e 0 ek /b L 11 s (1) 1
FE RN o A K B, X e RIF S HE— 2B 8HIE T PRL-2
B s M, R 2 L EL AL 43T 0 5 .
B3 7E = 142, PRL2-CNNMs-Mg™" 5 4= 3 4 it
BEZEN MR WAL, e GG 2H2
1, PRLs F1 CNNMs [1 3% ik 52 14 51 F B 3 15 4 1)
4% ¢ Bk PRL2 50 Mg™ #2980 WU ik i
AR A, miBR PRL-2 J /N B Mg™ = 5 i
BUk, FHEAERA IR s Bh4h, BRE PRL-2 &
B ATP ¥ B IR 2L R B (Acly) 23k kb, MM {4 g
R A Bk B9 B Bk, PRL-2 B4k vl i i R
BT 5 B2 AR 1E 23 A, TTTORE Acly B89 15 U 4101 1)
A RACEE, ESZ T PRL-2 76 1 51 FLE 0 15 A 5t 1)
e U R EEEH .

5 PRLS{EAZYIEESBIATREME

b6 % %F PRL-2 78 4[] PRLs 5% D fig (IR N5
T Tk FL T ORI TR T N AT . R
F 2002 4, Pathak % ™) g% T 5 — A fedr
Hu ] PRLs LAY, —FPP R A2, k.
R AN ZH ) PRLs vEPERERE 10 pg/mL ek 5E 20
fil, B IXFINEE AR, 5 2 AT A
B, BT RRAR I] B AR I8 PRLs JaiE A 4K
Bl Meah, RBEIRAE b ar A2 G TR IR PR A H
ZAE, RIBAHANFIGE, ERGWEEEZ.
RZ, NTAFEERLEN, THESmRFEEAN
B A -BA B PRL K E S E, PRLs t7]
VENBLRF A W T 8RB,

Hil 2, PRLs fE R FMEMMEE T, 1l
VE N 5 IR 45 16 ¥ Bl (FTase) #1014 771 (FTIs) Fi i 16 #1

B, BT FH R BH W7 L 45 4 1 #8511 Ras A1 L At /)y
GTPases &0 E M P [ LTk, PRL-2 Al
BGGT-Il 454, FMMT IR IEARA ", PRL-2
7 oGGT-I 3% 4+ 1 45 & BGGT-II, M ifij #1 il GGT-II
MG . o/ BGGT-I 57 — ALY il GGTH-II J&, GGT-II
A REHt— 0 R ML Rab R H . 45 LATiA, PRL-2
I35 4 P 45 A 471 PRL-2 Al A LT Rab £
S AL DA KL S B S BB R AE R

6 iTig

H 1994 SE 55— R fiE 7 PRL-1 WIAAA4E, X T
PRL AT AR 2. F5 T S i MRl A 51 i F
FEZ B, PRLs (45 H 514 22 QU S 1 I 1 Tt A 0L,
$&7~ PRLs A 1] fe Al i 2 IR 1 22 2 0R / I3 S IR # 5
BERRAL 7, H BAREMIE R KB, I T T
W RN, fERHEsI+, PRL FGEA & = AR,
MAEFSINZE B JLbg f1 AT B HEsh P A — A
PRL SE[A M, I H A 8 dL b () LmPRL-1 A Bl
THAE BRI N A7 @ PRL [ &9 R AT
AW, SR T e B A S TR B
g,rﬁ [48]0

76 N Z& i, PRLs 4 i 75 A [A] 1t 4% 6 44 L,
PRL-1. PRL -2 fl PRL -3 43 5l 5& fir. T 4 o AR A7 15
6ql2. 1p35 1 8q24 | ; PRL-1 1 PRL-2 & [X] ¥ i
Fik, i PRL -3 (FRIAHAR . {H2&, X PRLs %
HRIB sz 0, EHARE. PRLEXESS
YA AANE IR RN B o S S I R A
K, FTH XSS IEBAS MR R AEAE DG, S
FEMETEThRE— 2, (HAF AR 2 1ik %L PRL-3,

SR H AT A PRL-2 AR A 4, 63
THAEAE FH M AEAE S+, 1B PRL-2 S 3L R 45 1 (1 B3 ik
e AT HAERFREFE. REM )2 M R A e
H (I8 7R D B R A LAE AR IR AT, PRL-2 7EA&
TS J B A BERREGEPE, TS0 R 1k
SR 2 75 52 A G T e B = AR AR A,
519 737 PTEN 2 [a] AR PVE ML, 0/
R TAE . AN, PRL-2 {E ARG
(R s B TS Fabs, AR TR R — A5 1Al
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