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Research progress of Latexin in human diseases

LI Changjin, GU Haoyu, GUO Zhifu*
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Medical University, Shanghai 200433, China)
Abstract: Latexin (LXN) is the only known mammalian carboxypeptidase A (CPA) inhibitor, which plays a
regulatory role in protein degradation and metabolism. LXN was first discovered in the developing rat brain as
a marker of the specification of discrete brain regions. Recent studies suggest that LXN also plays significant
roles in oncogenesis, tumor migration, and tumor invasion, as well as inflammation, lipid metabolism, renewal
and differentiation of hematopoietic stem cells, and cardiovascular diseases. This paper reviews the study

progress of LXN, including mechanisms and signaling pathways of LXN related to human diseases, to provide
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new strategies and drug targets for the treatment.
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1 Latexin5#JE

RAEAE AU XS R —Fh 55480 S S, A2 VR
2P0 I AR B AR AL . TTLXNAE Y 2 R 3£
IBHERSS I, B R 2R i A S, (A LAE
PAE I BARE IR R Aagaard%m]ﬁjﬁ,
JIE 22 4 RN R BER 7 1 AT 5 0N R 4 i A A
KUM= FRIBLXN, #RLXNATfES 5 1 B4l
PR (0 9 RE I S o X —HEWT1R 2 T YouZs T HIiE
S¢, AR, LXNATIE N 508 4 8 E A3
(ribosomal protein 3, Rps3)4hH MMl 4% Al +-
kB(nuclear factor kB, NF-xB)IJiEM. MRps36ES
VP2 EAFAHEAEH, WINF«B. NF-«xBH#IH|EHa
(inhibitor of NF-«kB a, IxBo)FlxBHIH] & [
(inhibitor of kB kinase, IKK)™'", #/RLXNT]fE
FENF-kB15 518 %t AR s E

28 0E 14 17799 (inflammatory bowel disease, IBD)
T R B RANPTRAE T I8 B KT . /EIBD
R RS SY, M RER T ImEN KB,
H A 2R 6 AR AR SE R 1 o S5 AENF-k B FH T KA
THim . LissU BT SR, LXNFER Bk N E T
HIR BRIV 2N R A %, RIA/D BRE
i JARESTINE, T TR IBDIN 254
NAEHRR AT LB FLXNE A RE, N &
SERN . HEERAYE R TR, LXNRESE3ZR
HEHERFHECTD 1 M Rps3AH B4R I TE B h e 52 &

f&. IxBo/Z2HECTDI IR Z —, LXNZRILMR) T
58 THECTD1 SRps3HIAHEAEH, {2 T IxkBal
2R AGER AR, 3R Y R SR I R . 3K TR AT UE
B, LXNZEH 6K IEIIHECTD1/Rps3/NF-xBi&
BINE SN 98, KT B LXNYRIT 45 W 2 105
g A EERE . 52, e g
M ZTHE R T LXNA @S SHECTDIA EAEH, M
MANHITNF-015 S R AE RN, I BT 7 4EH R
P RAEH -

LXN#E A A5 BG40 2 DI ¢ . B4 i
E—H T AR, 75 H SRS A S i Ok
BEVEH . HeinrichZ5" 418 20 M7 T R Sk 5 ) oK 52
) TR 2 R (MO) . MIT TR T 0 i (2 4 -
EEAN AR VAR . B2 B, y T A1
M2 E 4T (4 E WA AR VA IR 7. AN &R
ARV B . KA LA 2 E. SR E
N, FERERFRIAAKCFLXNAIMS4A253 ) f& R 2EM 1
RUFIM2 28 [ W 40 AR %) s 5 OO AR M0 b 4, SR T
16 A R K FLXNAIMS4A2 25 A BE X 0 M1 HL Al
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(osteoarthritis, OA)JGHH T 1h, Z=XHEK
P, S A 2E S K BN VR B R A i LXIN ) %
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M AR JG 1230175 FH# L OA K RBAL, 7fEOA
(1 - BA T B O Bl R I BILXN R IA,
FIEFEOARE L FE rp 2 I TR AR 1 1 o XN
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g R EE MR A . R, LXNW]BE/E NIk i %
R I R 2 50AE R T RE 4y L. it
Ab, TEH TR R FIDBA/NRH, D254
B IR AT S5 35 L XN 2R 398 im 32 i = 248 A 28 1770 £
B, 005 00T R I 40 B ESYR T IR A -
EWEdl i RS, Xulfaes Hx 1 %W 5 it
FHR
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B AR 5 I (pancreatic ductal adenocarcinoma,
PDAC) S 5 g AT AR 41 2 H LXNAICD 133 [ 3%
k. AT AREAHLSE, PDACHAHILXN
FIXRH R R, 1R T4 AR ECD133RIA
. PDACALZIHFRLXNZEIE 58 K/, 44
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i A4 5 BB A OG, F HLXNHIZ#R X 5CD133/1#%
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A, I R IE XN R 4 i V8 T 2R B L T R
O, MG RE G B B TR R AL, Rk, XN
REAE 94 [ CD 133 BH 14 A i e 40 A 1y g 0 | FR1 -7
RIEAERH

LXNEZ 5 7 s 4l e (42 28 f % 7% . Seed
SRR BOE R B, LXNAE IE 5 5 IR 5 s 4
s R iE, [H1E = Gleasony 2% ) | 41 iR g Hh
XN, LXNBER MR A, SO0 T2 iR 4 i
s, SAREBYERT I MRE AR LG, RS 1 A
e P IILXNR IS B3 TR, IX 7] 58 42 8 40 i 4
P28 6 IR (1) — FOBT AL . T 4 e SN 4E R T DL
Beo ARG FHLXNMRIE, Fik, HaTaeil
il 7T 9 R B R I A 250 B S o T
7N, LXNIERIE A 2 5 00 v B AU A0 T4 3=
FH G JERE f B IR B B DR R 08 R . IX e gk R
H T LXNAE AL 5 BEAE 5 1% 5 R0 98 0E 18 2 P 14038
TEAEF o BIFFTLXIN X fi 8 oA 558 w92 200 i 3 i
(R B2 T] R A BT 98 78 LXINE fi R 48 B 9 2 345 1
VR e s e R TS o

LX N5 ogs i 4k T7 24 9 1 i 24 Vet A7 — K
B 2 PR E R M ET A IR 1 — &R IT 24
/I EWNE 2§ 2 s B W Y 2SR PP MR 71
JEPC-340 i 3 ] 2 PR AZ BE M 2540 i 2 117 cDNA
TEEB A3 M7, A TR 24 2 A LXON ) 26 9 BR A
HLXNWFRIE R BN 251 200, ik
AR AR T e XN R 54 5 117 471 i s 240 e Xt
Z PR R S AR 251, TLXNGT 380k ] PR T
B 2 PG S AZ B i 25 P o BT A1) e A0 T
BT B b X 2 PH A I P2 AR T 25, HAEER
HAAE R KA, X588 M5 a5
Ji g A B L XN O R IR I /D A % o B 28 o 40 P i ik
HEAL BRI LXNI SR IA, IR T a0 21 i i 1L 7

M 25121 X e IR, 5 i 4 B i i 5
FEAC AR SR M LXNR S (18 1 77 28 2 78 5042 e Tif
2y, ME At 1 IXRi 23R R 7

3 Latexin5i&EM&A %

LXNX it Ifil 4 g (hematopoietic stem  cell,
HSC)M &M AR ) KN R REIER . BA
D2 Muty h 55 A7 Ji K B A7 75 T/ B Rl b
LiangZP IR B, 454 DI K [K14h4EDBA/2(D2)/ B
FIHSCH & =& 7 A BXE: K IC57BL/6(B6) /)N L 113
£, HA DA I PR ] {2 gEHSCHY 5 A1 55,
AR T, T INHSCHUE:, MBAF Az 3 Al
VE IR f o ML, MRATT S JE L, 1K 0 55
Fr 3 A HLXN 2 7 F sk RIEA K, FFHLXN
(R IE K SHSCHURE 27 AHK . 8 g
IR T MEAZ- B R4, LXNKR I ] R 2
DBA/) A KT % 7 IR R 2 — o FELXNZE A
Brir /N A, HSC. & AL 41 g (hematopoietic
progenitor cell, HPC)A 44t 40 i i1 E = 48 ,
G ITHSCA R PR e HACHA 1 B 850 8 5 0 A0~ 1l
(IRE 2R A BE 7, LA R M 40 1 484 5 7 22
IEH, MRLXNE:R A B/ R S s . ke
9o S5 T bR g R, A FRR L 5 0 R ZH /)N B
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BpE, (THSCLECRKR FAERE I BRI, X RS 8
(10353 A% B PR 20 B B R B A S S P i B2 1

Liu 245 81, % m B &K & A1
(thrombospondin 1, Thbs1)ZLXN) T fflbR 2
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SRR THSCH Thbs1 f3RIEM 73k, T Thbs15&
T P ek b E I U e 2R 1) R AR R R K
fit 3 (cysteinyl aspartate specific proteinase 3,
caspase3) FIE Rl T, i $E = HSCHI
R, Thbs 11 N B AT BELCAE T 141 51
WHRAMHBEAER, AMsZmHSC B E B 3 7
A/BAE . TENBZEAE T, Thbs1RIAM T M4
M BT A AR S e Thibs 13 DR R 4 /N B 7E 5-
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AR W 15 5 )R A0 1) S 3R A H 3 Pk 5 R
IBRE s EIRAFFEUESE, MLXNEThbs1 B AE
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HRLXNF R IEFIE MR IA 15 . Rps3EA NI
G 1, 10 22 4y 345 T rp A2 i3k 47 4 11 T i A
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WA 22y TR B, 5 5040 M A 3
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S Rps3Z AL, EULIEFEHRps3 7] L& DNA
s, derpRERARR e, IREARAER, &
St KNG

T B2 R % £ F1B2(high mobility group box 2,
HMGB2)ZLXN sl K1, HMGB2E: A i
BRI T LXNAE R M A UK FIERIE, BRAK
TR LTSRN EAER /. M EHLXN
MR IBREW T X e R B4k, $E/RLXNZ
HMGB21 F i $EAr A Th e 2 —P ik — b1
FN, LXNER B RetE R EREZ S
PErs31528793 5 HMGB245 & I 520 T J8 2 13
PEo 131528793 7 [ GEEA 2 A AR S 5 8 | L XN
RISFEACFTHSCHEAR G, 1M CEFALE: R ] F5
LXNMERIEFHSCH &I £, LR,
LXNHE R 3 5% 52 Il XAE F R F-HMGB2 F I A
IR 7 AR 2 25 Prs31528793 1 5 .

KN, LXNEE [y i i 34 InHS C i) B 35
BAIEE, {E1SHSCHIHPCREK 3 R A .40 g
PRGN, FERTIREE ROA T I HSCEE M A BE
il DR, LXNA] e 40 R 2 i HSC
PHh ) BRI, BRI RIE IR T 51 R M)
E 2 23045 o 2 S A Y o A R P AR S
HARE. M. O M RGP EVIAK, LXN
Xof L 20 FEL A P A FH R B 4 BRI 5 0 I 9 1)
A2 R A R

4 Latexing & Z%

LB PAY S 4 6 0 L P P 3R T, o e
AR FL TR 25 SR ey N AL W06S A BE RO BT IR Jy, ) 4
FRIVE WIS R € R EEF . E£5KED
ik SRR R AL B [X 45k, PN B2 4 5 48 2 1) 22 T B

G, T CE ST B0 ks AR AR A 1 X 38, N R 40 A
KR P . 78 AT 8 R IR J2 38 BY 1) B2
JIERIT, PRz i 1R T2 265 A\ 22 320 368 B R Bl 35
SRR A i IR AR, 1K I G S e A 4t
RIBHEE B4 T 45 1Y (B AR
FIARANTE 2 . HeZPIF R BL, ZHBIVIN /1
SRR T AP LXN# L. JHLXN
RIEFBT NS B F-WL2h & A E
W, HARNAEZ RIS ER FEEL. EH
JRAZEI R, LXNS 228 A A(filamin A,
FLNA)FHEAEH , LXN@#T T FLNAZ [ 7K 7
VIR SR, 4 P R 2 i 1) T 7 78 Ak A 4
HARE Y, I i LXNEE R R /N SRR ApoE B
LXNAUHE DRI B3% /0 B R W 52 LXINHE PRI 2R /) B
BNk P BB R . S5 SR I, LXNEE R ok
RENE T /ANROME@ESE . WY 5K M3 bk
BRAETEE AL CY . X TR FEAIE B T XN 4 R Py 57 41
JRUFE A5 B — BT i 1 R 7, LgRIA 1 TR I I
ENBRSAEAGHRIEMN. AagaardE X LXNS T
(¥ 285 K EAT SR AT B R B, G &5 R 3 5 e ok 2 1R
R P T O 1) A 2 )/ B bR 5 IR P A 1 o 2 )
FAEARUE, BERLXNATBE A BRI . [
W, ZWE IR R B, LXNE A BR #4560 4,
A E SRR R P I R R A AR . X
Se R BB, LXNA] BE7E O I8 28 G0 A I - 37 5t
P B ETEAE T, AT I R IR T $R
3T I SR R 2 1

5 Latexin 55 it

LXNFEDR 5 5p A AH G, 75 20 i 1 38 5 0 25
ferh AR E AR . Kalkhof25P 3 i % SGBSAN il %
HEAT 2 B AR A R SR S L 2 i, RBLXN
& — Rl i 07 40 B AR A, ARSI K G LXN
MRIEWHE T, HETMAEELXNS S HE#
Z SRRt . Kans O3 i I 5 15 AR b
ANERAEWTHZA P LXN R IL , RIUE T H R )
LXNTER 15 T A0 e A e ok f e s 3 n . F
T HE R W R B A AN LXNZE DR Rl B (A /N B, LXIN
5 DR Tl 4% 11 70N B2 B LR 0 T IR R 5 S 1 AT A L
ARSI S, JFRENCE R A R . SR
i = A B AE Ve . ARSI ST R B, LXNAEAS i
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RXR/PPARY/E 5 1 % 1) IE A 4%, MILXNRIEER
IA 8 1 5 i T BR 45 & R (4 (fatty  acid binding
protein 4, FABP4)/"S: 10372 24k LA A8 1 40 i
PPARY )& H /K, AT EU1R 1 40 43 A0 A i
W5 A B2 BREY . R, XN S 15 24 i 20 4 Fr o
BEIE TR, EFXTLXNT VLR LA B R
HE BB K MR 00 o T XN g 54 3 F 8 =%t AT
RE 2 IR B ks FERE AL i 1B RS, AT 5 300 I
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LXON S5 W7 94 2 B K BR A0 K i3 7 J X 3,
(TR 2 R AP e R IE, T RIALX N
ZIUAL T 3T B2 B B AL, LXN AR iz X 3
PP TLII AR B T X o FoAt i X 3 — 25 1
AR, LXNA]Red I i 4% & Al 2 50
WG oniE s, I TE T BCRE R0 T R 4 AF
FABT. JinZBS R I, LXINTE R 5 w0 2045 11 /55 3
SRS A G TC AN K — 3 o ph g e P R IR, LXNSE
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T SR8 10 22 FOK Bt A /B3 1) 7500 D01 T LA 3 % 704 ) A%
b, ARLXNHERES N TR AL T K,
AR A T, MARGESLXNEILK T
A S B 2 MR 1 R ERY . KiihleinZE P AR 7T
JE) R B AP R A 2 R G A A i o i B L,
A B 1 22 3505 i B R N AR R SR IR AT 4L
M, KIMLXNZE AT R IKEGA RS N, b
PHLXN 1) 18 B AT FH A0 54 22 JOA It A 0 o) 770 D1 o A
SN R S . AR, FERTTOBLXN
VE R s W XA FE I A T H . BRARA R —Fh K
JREEM, MLTHERZ T, SRS,
BEARAZ B85 38 B AR AR, o 3 s A LA e K HfE
J& . MorelloZ " F] FHLXN 4528 4y (2, [X 43 5L 1) B
WA MELREZ, I ATk — D% Bk 5 e
FIX 3. AR, AR W T LXNAE 2 AZ K
R B A 325 R T

7T BESRE
H 19944F H A& B} 2% 58 Arimatsu B AR IE ST LXN

M FE LASK, ELFI200749 A4 K B AR i 1 41 i
SRR, LXNAE NS5 1 4E F A5
BTG 2 8. 782 R IR Py A4
AMERIR ) LXNRIRIEE B ET. BRTIERN
WY 7L 20 0 K B R 58 DX 3 F AR id 4h, LXNIE ]
B Dy W 48 4 A4 F0 A1 5 40 B AR . TR
B, LXNRMERIE S 2 F NS08 75 2 7
%, HERAERIIIE. i 0T 40 B 5 5 5 A4
B YIRS . oAb, XN 2 #R 1045 P 30 85 (1 Fa
MR R R . BARH AT LXNK
DhRewt 598 X 2 AN 7T, AR FLAE AN J5 TH I 7
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WA VEGT I B, AL XN ] 38 e 32 Ok it A 410 st 7510k
R . PRI, BRI LR KA
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JE ORI, WILXNAE #0E H 32 215 E g4 i S NF-xB
SEEBA I, MR, GRS, LI REE
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MRS T X5 2O s LR S N 2 )
A, X e Y HE IR LXN X I 6 5295 ) 5 Wi A e A7
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