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Role and research progress of leukocyte cell-derived chemotaxin-2

in liver diseases
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[Abstract]The liver is an important metabolism and detoxification organ of the human body. When affected by various pathogenic
factors , the normal physiological and biochemical functions of the liver are affected,leading to liver diseases. Leukocyte cell-derived
chemotaxin-2(LECT2) is a basic protein secreted mainly by liver cells,which has many important functions in various systems of the
human body,such as controlling and regulating the immune system, changing glucose metabolism, promoting bone growth,controlling
cell cycle and division, etc. The clinical significance of changes in LECT2 levels in different disease states is different. In patients with
different types of liver diseases,the level of LECT2 in serum and liver tissue is closely related to the decline of liver function and
pathological staging. A large number of animal studies and in vitro experiments have shown that the abnormal expression of LECT2
leads to metabolic disorders, liver inflammation, fibrosis and tumors. This article reviews the relevant domestic and foreign literature in
recent years,and reviews the molecular concept of LECT2 and its relationship with the occurrence and development of liver diseases,
invasion and metastasis, etc.,to explore whether LECT2 can be used as a potential target for the treatment of different liver diseases.
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1 LECT2 B9&E=F41E KR IhRE

LECT2 J&H1 133 A2 SER A 3 4> i B Wi 70 1 4t
KK 16 kD BIREME S EH Y, T 1996 4E 1 Yamagoea S
M) I N RS R P BTG AN T 41M R SKW-3 4l
R FE I P AR B — b PR TR L IR T, Yamagoea
S AER T 9 E ALY T K N LECT2 R P s o 31 A e £
1R 5q31.1-¢32 I, 1Z X AL T 1 A0 & (interleukin, T1L) -
4 1L-5 1L-9 U4 - 5 20 it 42 v i 35 P9 - 45 4t e PR 7
LN, LECT2 SEHAYES LN 8 kb, f0 7 4 A4 T-#1 3 4
W, BB 1~1.3 kb B9 mRNA , 51 EEF /4 B 78
B RIAHS T B 70~230 MEAFRNA 4 AR 2
B SRR IR O AURUL MR BRG] 41, AZEIW LECT2 3P A
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B B BRI T Ay B B R R 2R, B
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ATRRL 2 I R SR AR A TR R X SR R
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49 N S IE B P PR G548 | LECT2 YETE Y IS4 4 RS Bl
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T 1L 20 M P4 8 A Bl B S R 1 B R g
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R/ FRBRL, BT T ConA 5 S FE M3 5 /N BUFIIE LECT2
mRNA Fik 281k, 458 BR , /NRIES ConA J5 , LECT2
mRNA [R5 5E T RRBA S P, T TP 0095 45 P 2 (ala—
nine aminotransferase , ALT) FIl DNA H B bR e i Tl i i
JEREAR, 24 ALT R 2 IEH K7 R S TE T

JIE P YR WL E] LECT2 mRNA 23k, (A G IA Sk 1T 40 g
LECT2 mRNA ik il 68 5 0 056 ¢ . Hak—2Bwoe
KB, TE ConA i HERAISG , 4/ N RS SR e R g R4
ZR H H /K 1 (caspase ) Il 57] Z—VAD-FMK n] i3] ConA
BSHFE 8 h HFIE ALT FHEH DNA F Bk (HAREM
i LECT2 IR RFE R F o (tumor necrosis factor—o, TNF—at)
Fl y T4E % (interferon—y, IFN—y)mRNA 32352, H LECT2
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MRS R I AR5, B 41 IFN—y 4 B) F LPS/d-GalN i
S AU R TR 2 A R A A R B, S B AR
RU/INEUAH LG LECT2 Sk B 2L/ BRUFF NK AT NKT 28 i i)
IFN—y 77242 B s/ Bt LECT2 it f4 BE 8% 08 4% LPS/d—
GalN i1 200 7T fig 5 5T NK R NKT i IFN—y
JEHE TR, LECT2 64 A S s BT AR , T AR H
ORI SN A (914 T 4 s W 2R L) 1S Bl LA
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22 LECT2 5T 444k
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Xu M SR B LECT2 I EFdifb s 31k, H Ak
WG AL ALT ZKSF- Fl 4 B 2% 24 i (aspartate aminotrans—
ferase , AST)/ALT B LT3 F87~ 0 (B, Wi LG LECT2 7K
EEIR T, T B LECT2 & —F P 5 4N i
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Tie2 /& EC FERMESZ R 2 MR AE , v) LLR IR — RAK T =X
A, EAM DRI 0 T I8 RS I AT Y, Rt 2 5 1
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PO 5 Tiel WA EAEN, TEMA A it R, B4
J& £ i (matrix metalloproteinase , MMP) X 2 Jifd 715 Jii 85
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LECT2 VEN A A0 i eIt 7 A AR I — 25 5T
2.3 LECT2 53

Ji 2 e 9 T 4 R R N B AL ) P PR 22—
[ liR Y e R AN S oy N =R AN o R A 7 TN
ekt 52 KR FET S AL T TN AR
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B LECT2 /K00 B B A . LECT2 (93635 5 g 4n it v
LECT2 B AT A% B J5 , Okabe H 204 —2F5L T
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B, HOTREMLEIRE LECT2 S 28 M A% A0 il Ak ok fage
13T, FHAE B—catenin BTG FFANAR AT L% ) 725
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HIRFFEE—PUESE T LECT2 P9, 32 4 LECT2 w]ifat
5 MET 1) a 5E45 G SLHE 06 11 K 2 MRS R 1B (protein tyro—
sine phosphataselB,PTP1B), fifi PTP1B L #§iR b , T HA 68
BT AKT F1 ERK Gl H M HGF i /0 MET #RR b ek
R AR 0 R 2B LR )y X ] Reff s
T YA R B e K AR Ak 2 — R R T LECT2
MIFRIL I RBUM AR E LRSI, B 5 X AFESE LECT2
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U5 S 1) S A 88 %) 1 5 A 1,

K I AE Wnt/B —catenin 42 A9 5 F 118 LECT2 78 #F
MR DI RESRR B ZE ), 1T LECT2 7E Wnt/B—catenin 75
Ji LRI B, PR aT AHER LECT2 7] LIVE A Wnt/
B—catenin J#IE AR RN, £ = AT LIAER Wnt/B-catenin
TE AV TE VAT L, LECT2 78 AN ZE 40 g o A% By ol
Y R L B R VAR B3R 7 ROV | 0 B8 S8 3 B XU 432 AL,
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2.4 LECT2 X5 3F 8 bk i s LI %

LECT2 MUY Z Y5 LRI B 5 A BF9E A S
B 231 44 H 7R BUAR 32 38 3 64T L LECT2 K, 314
LECT2 SHEREAEFIAR MG 2 ] OCIK , LECT2 5 RERE A A
PRI AR bR (A B E 5 MR MRS L A B ) SR EAR SR 5F
HZItmIE4 7 R, LECT2 76 B LECT2 5 y-45 ik
S KEERTH I =g AHC , e et P i3k S5 MR R A, =
NG R UM y- 7 S WL IR A G o 42 B A Fn IR I 23
WIS LECT2 By7K~F-, IFHR W] LECT2 S —Fh g 7 0 JE i
AHICHE 90, 5 b —3, ¥ SR AEE T 137 BilFr2 b 2 AUk
JEHG (diabetes mellitus type 2, T2DM )& FFARTPORE Mg 05 P AT
93 (non—alcoholic fatty liver disease, NAFLD ) f 35 46 il 1fi 2%
LECT2 7K, RIS AT AR 8 B 45 T2 E Ak A b, 13K
LECT2 /K V-5 A a5 y— 4 2 b KA H vk =R | PR %=
R FE G M 42 IEARSE , T2DM 4 9 NAFLD Ha 1 3%
LECT2 ik 5t W 0 FH i, JF 5 [0 5 = A0he ARG 25 al %
YIS, Bfif5 Takata N®IRATFEAIESS T LECT2 SAMTE 4L
IEARZE, 15 ALT AST WL ILLT 3 (H AY7KFE 058, I ELRBR
/N LECT2 35 R AT Bl 3% v B K6 0T 375 S5 0 i s 2 2
JRE , Wang TH 250[5) NAFLD F1 75 Jg 1A £ /N BRUR 8 ks 5
shRNA 5% LECT2 jaF 3 35 i 2 480440, LA 0 ) sl 36 i 10
LECT2 W35  BF5% LECT2 7€ NAFLD e . i —2E
SEAENAFLD AL BRI E 0/ B LT LECT2 ZKSFEF- &, 3
il LECT2 11 2% 1K RES A A58 4% = IR Tk 175 S 09 I g s A2
PEFSEAE , T4k 238 LECT2 WIARSZ . Jf Hal i RNA %54
TR A W05 B 22 3 B STAT -1 15 5 38 #% £ LECT2 F01
NAFLD Z [BI 4 AH B AR F e 5 A v sl fE A . iF LECT2
FIRAGIM G CE Rl STAT-1 AUBRRR (LR, i LECT2 i
FHIRJESTAT-1 ARSI A /K ST WU i, STAT-1 4kl 77 ) LA3E
HLECT2 i 35518 By A5 BT & F, X IR 58 LECT2 A g
83 STAT-1 #4518 NAFLD , {H LECT2 J477 STAT-1 A9 E
IRHLRIPANTERE BT U —2 15T

3 EESRE
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TR FERR A G B 7R BEA L B P R 3R
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# , BIRIE — SRR E T LECT2 Al REVE N - )
TESr FARCY) (0 R P UM 75 30— 20 W1, OF B
B LECT2 AE S i 36 77 $8 85 0 HAR 23 7 BL A7 oK T 3

LECT2 1E NIRRT 2 — 75 il #a b Z R i A 5
ok & HE DI REVE D, R A IS S RIS P T 5236 LECT2 M
ARSI 538 I 5 PR 95 1 OCHE , T3 LECT2 1EfiT4F
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