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[ Abstract] Carcinoembryonic antigen-related cell adhesion molecule 1 (CEACAMI1), a transmembrane
protein of the immunoglobulin superfamily, is involved in mediating cell adhesion, tissue metastasis, control of
immune response, and metabolic homeostasis. Studies have shown that CEACAM1 protects the liver by promo-
ting insulin clearance and preventing fat deposition. The down-regulation of the CEACAMI expression level
leads to a vicious cycle of insulin resistance and aggravates metabolic disorders. As CEACAMI is critical in con-
trolling metabolic dysfunction-associated steatotic liver disease (MASLD) , stimulating its pathway or regulating
its expression level might be a potential new therapeutic approach for MASLD. In this paper, therefore, we
summarize the research progress of CEACAM1 in MASLD.
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AL AEPERS P9 (nonalcoholic fatty liver dis-
ease, NAFLD) JEim & UL A8 Mo, 23k A
PR Ek 30% Y, LW, SREBRFRYSRET
TR A 24 py R B 4Rt NAFLD 9 X
MEVARESS AT i 28 v 5 e B AR R LB R, H R
WERTE 20 E X, Hek NAFLD 5144 AR 2 g b
Tk 5 G Wi 1 BF 9% ( metabolic dysfunction-associated
steatotic liver disease, MASLD) , e U W T BTG B
S ER AL IR . L | R E A
NS S48 1 A B B RH SCE . MASLD 145 s T
JERR B B A R B IRl A8, 4k i A B s e
PR RPERAE NS VR T, i —20 A ] S8t
T RE B A5 AH OC G 107 P 8 (metabolic dysfunction-
associated steatohepatitis, MASH) . Jif £F 4 b £ 2 Jif
81, MASLD MyREHLE T/ 4, WRESZ MG %
YL (insulin resistance, IR) . 18 1ERAE . WiEMAEY
L Lg% by B A 2 M fa B I R A AL Rl %) T
MASLD H3RY7 HHT 9 TR € T-Be, 2O T 41
TR, B, XA PLE SR AR R R
A EBIGRE L,

FEIRPU AR A0 M B B 72 7 1 (carcinoembryonic
antigen-related cell adhesion molecule 1, CEACAM1) J&
5 M AL A0 B R B J3  CEA G, F2k
T RS AR B R B, CEACAMI £
i, HAEZ RO bR 440 h T
25| CEACAM1 kK F T 2B EH,
CEACAMI X JFME B A 2 38 PR 9 4, el 42k JiF
VA I &5 2R 0 AR O 00 T O I 05 A4 i, 7 D My A2
K5 MASLD 835 B FFIE P 2 % Bl CEACAM1 K-
TR, Mk CEACAML 2 3k 7K % I 4 AT B ffi
MASLD & 4jt45 . A6 CEACAMI 7E MASLD 4=
KRR IBLE SORI7AE—2838, B 758 MASLD
M2 IR SR IR L

1 CEACAMI1 #%5Ak

CEACAMI fie /R LTI, Bk o AR
fBIE IE 5 PR 15 2 MR B2 . CEACAM1
F A AR A S e BR AR I A5 R B B X 5 i i 4
FOLL R, ANA S K s A A R X, o
WNEA 2 DAL, RS RZR, R4
K R 37 4 R A S PR i AL T 2 515 S 1%
191 CEACAMI JEH {7 T4 itk 19q13.2 X, &4
9NN T, Hsk i R R SRR R B B2, 1T
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FEA 12 FPETEE A R[] S AR A 25 4 5 ) 5L
TR TR X A AT X A0 KR AN B
FE CEACAMI WAL E A 4 S HAM A 1 A~
AR MEFEREX, Bl CEACAMI-4L #l CEACAM1-4S,
5507 AT v B R BV BB R 2 A K TR Y
CEACAMI W%, CEACAMI-L Fl CEACAMI-S,

CEACAMI-L (¢ ik Z A 75 T H M i 2 IX % A
2 ANHE T G A2 R I SR Ak L WG o 3h
CEACAMI-L "84T 2 A3 T 00 28 52 1A i 20 1R 1) 1 56
LM, X EEZEMERAE R B CEACAMI-L B BR 1L i 23 1)
M MRS S CEACAMI-S W] 546382 | L
BRAEF, BRI ER . MRS RRAEE S A7
YEFHZE H p38 (polymerase delta interacting protein p38,
PDIP38) 454y, JF#lEE s BERR Ik, DT 1o 20 il
HURMEHEA ) CEACAMI FZAE b2 40 . A
B AR A AR 258, (EFE B UL 0 A 4 i
HIRZEIA, CEACAMI 2 78 N SR 15 25 3h ) Hh i
SEAFNTRE S R O SE, HLELA A R A R AR
R UL AR R CEACAM IV AR 75 [] — 40 ifg v 3 /] ¢
ik, HAHDG R R K T Al 55 FaEs R
R ZREVERR T T CEACAMI £ R Y12 i,
FEFANREEHT . 2 5 MR R AE OV B R AR
R I A8 A T R R e I A A

2 CEACAMI1 &Iy MASLD 4% EBH1EHA
ML

2.1 RRBEFR

i By AL HUIR T 43k, AU T =R (i
glyceride, TG) TEARNTAH L b o7, HAZHE AR TR
MERAL AN AE . IR SR LN ZHER | I s 20 20 BT ik
5 B R AL SO0 FOBURE T e, IR b BRI
O i J B R MLAE o TROIRZS TR g 17 20 e 4, 0 s s
iR (free fatty acids, FFAs) K i B, & &1
FFAs JEA I I 300380 & TG /Y B AR % 2 i 45 1
(very low-density lipoprotein, VLDL) 43#, & E
JRBR T S AL TR Rl K FRAs ZE3E BRI
MARE MR — L INE IR, FE&BR
5 2 AT RS 2 A B E R 3R IR 251 MASLD
AR E AL, BEEOR SR 3 Z A
HURRT

CEACAM1 J2 JFFJUE v [ & 3% 52 1A% I 2= 1R I8 e 1)
WIS, EAE5 % WURIR D7 20 2055 b e 15 R
UL ZUh H TE Bk FiCRE M A A 9050 R IR
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B2 H R B AN b bk vh R, BT bR
BRI SR T R R A A0 A R R 2 AR B
CRN R S ) SR I A (TR BUR R Bt a8
Y KA B R AL, L4 CEACAMIL™! ) JF AL AT 3 B
80% MBI B 20 JitL ¢ L 25 1) e KA 20 v i i 3 3
SYRIALL B CEACAMI 78 Il B2 v R R OAE T,
RIS IR 1L i) CEACAMI AJ 4 1F 28 32 (R A 5 19 iR 15
FiEARANHFERG M EA/NL, RAER
il A op g e A 20 L R R R MLRE 5 R 8 R Bk b
BTS2 3 AT 30 ) CEACAMI B B R 1k i 72, Bril
S5208 190 I 5T X 42 4y AR MASLD 41, gl
JIFRE 05 48 M 41 % MASH 4L AT i ge, SR LAY
JBE B 2 A IS AR B, MASLD FR 2 i B B % I
55 R ERRERRNCRERED), 1 BRI
(type 1 diabetes mellitus, TIDM) & % i 1 Zh J5 P4
Jige 15 3 45 24 T OB 8 20 ik o R Tz BT
H UL ATHEI TIDM & 1) CEACAMI Mjfigszfit, H
De Vries %22 [ B 5% Jf & & ¥l TIDM i #
MASLD S 3 @ FIEw AR, P — ik v &
R W0 AUESE

Poy %21 % ¥ CEACAMI Jf & [X. Tyrd88 i 4% If:
B & A SH2 if Bt & A ( SH2-containg adapter
protein, SHC) ff SH2 &S558, ANAUFRH 4= K H 12
RESEHE M 2 SR R Z IR MHEEE, BME f Ras/
MAPK {5538 A 5 1047 225y 24845, BRAR T IF4n il
44y B80% M, R, CEACAM 5 SHC Y454 108
THYRBZEZEIKEY 1 (insulin receptor substrate 1,
IRS-1) Teral i i R Z IR IL I Re 1, T IfE
0 IS5 Y IRS- 1/PI3K/ AKT 3 % M 100 441 JIF 40 i
HIBETE . KA, CEACAMI RYBEMR L2 5 5 Tyrd88 45
B AR SZ AR R 2R DR IR G SHP-2 By IR 45, SHP-2
ATl IRS-1 KB AL I M I AR, CEACAMI i 4%
SHP-2 JFBHIEH 5 IRS-1 £54, MM IRS- 1 7 i
TS SRS RES Y, I IR 050 Josk s
A8 (conditional null mutation of the IR in the liver, LIR-
KO) /INERUESE, B A A9 1 5 18 5 3R 05 5 3 % 2
TGRS RREME LT, AR RS R
SRS 2 T HO™ A IR R R T IR R P S 2 i
SET ) SIS R, CEACAMI A fb 3 R 437 5 28
ARE /N B2 R I R B R SO T Bk kv
IR, MAh, CEACAMI R 528 /INR AT % A i 6 5
IR RELT e 4L, X J& MASH Y FBARAES ) BT
Ytk T2 TCFB-Smad2/3 AN T, HZ MK E-1
(‘endothelin- 1, ET- 1) F1IfiL /5 Al U8 1 4= K B F-B

(platelet derived growth factor-B, PDGF-B) [BEEE i)
fREFHEALIN T 3R 30 ) . CEACAMI itk S 50 h e e
5 FRMAE AT e ET-1 KT S I s A% e 5 14 7 «B
(nuclear factor kappa-B, NF-«kB), Gifb#) NF-«B {2t
PDGF-B 3 H %5 5% PDGF-B 5 ET-1 i 32 Hl 3T 5Lk
A0 M HG 5E LA S LA R 7 A, DT AR 2T 4
P S s k& B, HFAE CEACAMI i
R TA AT v T B R LAE 75 A 19 MASH A DG E IR JF:
By I IFEF 2L, CEACAMI FJRE 3 1 b K5 28 5 Bk ok i
IR RASIE 40 i 2 1k B2 2 0 I ¥Rl fff ET-1 F01
PDGF-B K& 1E %3 L8 Rk, CEACAMI 7& T
e 53 3R bR b A 4RO AE AT, (A 5 CEACAMT Ay
SR B R TE RS AR 4R 2 18] 56 &R i BL AT A R e —
HHE
2.2 FERACHE

IR K 0 K B B RARE IR 2~ 3 £55Y )
VR JEE (R B 2 2R 5 TF U B 2B IR 197 5 7 ((de novo lipo-
genesis, DNL) , AT GEATL ] 2 40 A Hh A [ 0 Y5 T
BeEEEE (sterol regulatory element-binding proteins
SREBPs ) % 53 PR 71 &% ZR B0 , 38 1R 07 A i il o
i WY OCHE MG TG VRS oy, A0 A W | JE R PR AT R U
fifi (liver-type pyruvate kinase, LPK) . g /i iR & H i}
(fatty acid synthase, FASN) FlZ, [t 5 B A & 5t i
(‘acetyl-CoA-carboxylase , ACC) '), FASN J& DNL i
FErPRELIN —BEA A A B AL 0 FOIR TR 1Y G BE 1, SR
WM, A FEE BLF BFBE FASN i 4R ik, Matveyenko
S50 LB 5 8 2 Ik oh SRR S B9 CEACAMI
BRI A G, Kig B ILI CEACAML A] T i
FASN RGP, R AP T IE B 32 o 9 5 28 7K 7l o i v
TE NG A2 BN

ARNE RS, e 17 308 ok ok 40 Ak 0 il 2 348 B 0 0
% & a ( peroxisome-proliferator-activated receptor o,
PPARa) ff7it4E T4 CEACAMI [y 33k, PPARa J&—
MR, 2510 B A LRI N AR, 7]
i B AN CEACAMI J& [ mRNA 7K °F DL il
CEACAMI Z& (16 507, M AREGR AR 26 h 1) FFAs
KPR TIER B a4, H CEACAMI KA,
INET PRI AEMES @ B KPAZE MASLD () 55—
AL N D R R A AT AR A,
fle R BN MO R Z A R A N 1, AR SR A
AT o (tumor necrosis factor-o, TNF-ot) . HZHfES
(interleukin)- 1B, 1L-6, THLZ-y (interferon-y, IFN-y)
SRR, LR FOKFAE MASH B3
Fo/NEAR BT, OF SR AR R R AR OGO
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X EEAE 5 PR T BEAS IR iR BT A 5 A RE B, il
TNF-o W[ TS RE LS, TG sk-4
(glucose transporter-4, GLUT-4) f 23K T i TR 5
—IE Y LR, ®IRKE (high fat diet, HFD)
3 JEJG /N RUFIE CEACAMI K- FEAIG, 530 5 R
W 32 30408 6 T S IO v e A R LA, e A 2R I ) O
T EE R A R B T IR R € i s A
PR ZRIR, BRI A2 AR OCH S IR &
B, SEAERUNSAI, AR SRS 0E (liver-spe-
cific inactivation, L-SACC1) #l CEACAM1 €& F 547
(global null mutation of ceacaml , Ccl_/_) /NI I
AT i b TER AR 73 21 s it —
SO0 BN 7E 4E +F HFD @945 00T, E OB i
CEACAMI 3R] Bk IR oK A RACHEZ w7 AT
JIE CEACAMI K- 3 %65 i 117 2 2 & 3% U A9 F1
DA PR3 kit i AT AR A K TR T 210 (fibroblast
growth factor 21, FGF21) A~ S/, FGF21 REMSAEH T
R 3R G0 5 5 7 T TR 1) 38 38 1 RS Il 22 15 3
M 512 32 3 ft ARG BT FERE I 40, — 00 % S o
BHEMBFFEIESS, TE B B NURNE @R 7 H U 2 HoAth
B HRZMATEL T, B IR IR AR 155
RO, R R E BR B A 5 AT E IR XU 8 A
A
2.3 BERE

Ji7 - JFF S S5 0 i 0 2 v R S IOE A3 2
BB B A R, AT RE S BUIF R R E JF 9k
MASLD/MASH'**' | CEACAM1 & il K% 40 g i) A= i I
FEIR i PR AR B Y 08 TS, R B Ok A BE R GE R
Ji7 49200 g R 22 [0 7 8 S B T A
JEYEN S (inflammatory bowel disease, IBD) ) i% #h
FEL, T REAIL S T 40 A S B A 95 2 i
VA S B i T BRI T A ARAE A, AR H E A
B BT 40 B 2 A5 AT A E O B I AR AR
B SRR W, CEACAMI 3 i A 5 T 41 My ik
WS T 4 (regulatory T cell, Treg) T 1T IE
R 2R T 2 3 R I A e AR E I, 4 IBD K2
s HIEH AREAH L, MASLD &% 19/
TR W) B R 2R D T 3 DA By A B R DR
55050 HBFST R B CEACAMI-S it ¥ &3k 19 /) U
AR A BTN, 4, CEACAMI &
W T TIRFT I . RIAT IR, P01 S (0 2 Bk 55
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Z BN B B U RS2 A, AT s R A AR
7 AR 1Y R AT SC S BE T 32 9T = T A0 A A
F T IT RS, LA JEF IO G 28 0 S >

3 {&k#i CEACAMI1 % MASLD W& TEi4f7
Y

1 SR A ARG FE PG B2 A v ((peroxisome pro-
liferator-activated receptor y, PPARy) J&—FF A4
(5 S 98 5 I, © w9 AT AR E I 40 i
CEACAMI BEFHMA T, I8 & B B i
PERFERR-1 (glucagon-like peptide-1, GLP-1) REWZ il
M PPARy kK L, EIAb T 5T & A8 1 &
5 2 IMAE SR GLP- 1| {GHEFRARTY , Bk, 0%
GLP-1 (iR n] {358 CEACAMI A JIELR 4 15
M—Fhyrek, BFEEEBL, GLP-1 ZARE B L ZEHR ik
7' HFD 1 3%/ BUIFBE CEACAMI 193k, A BT
R i ) 2R R O R L U AN USRI A2
PERRURE ) 55— Eh S e B, 3L TR M
T HFD 7 o 5y /0y B 48 1 7 514 ) TGFB/
Smad2/Smad3 {2 £F 4t 1k A5 5 38 1% 59 G 1 X W I
BFSEIE S 547 CEACAMI 19 3635 7K - 2k 15 e 1
FRASXF T B W5 722 1 1936 97 2 50, hm DR % Ak i 5t
J 7l

4 INE

MASLD J& & % UL A48 M 9%, CEACAMI 7KF
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B CEACAMIT Rk 1/ BRI B R i — 20478 T
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PR 2 S P T TR 5 RV B, 51 i R I 2% il 5
ek kv IR A0 DR IE 5T A= BCHS i, CEACAMI 7
MASLD/MASH % Bl il o K 4 5CHEAE T (B 1),
X CEACAM1 43 F AL TR A BFFE A B2 MASLD i
HIFRER BRI B, — 28254, W GLP-1 321k
£) b IR TN D G i 1 5 e AL DR R (Y I (=
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1 CEACAMI 78 MASLD % 4= % JErf B /e FIHLI

Fig. 1 Mechanism of CEACAM1 in the occurrence and development of MASLD
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