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Multiomics biomarkers in ulcerative colitis
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Abstract: With the paradigm shift in the management of ulcerative colitis, the treatment goal has shifted from symptomatic relief alone to

dual relief of symptomatic and endoscopic. In recent years, with the in-depth study of the pathogenesis of inflammatory bowel disease,

many non-invasive biomarkers have been identified from genomics, proteomics, microbiomics, transcriptomics, metabolomics, etc. These

biomarkers have been applied to the diagnosis, efficacy evaluation and prognosis prediction of ulcerative colitis. This article reviews the

biomarkers that have been applied in clinical practice, as well as novel and potential ones.
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W5 P45 17 46 (ulcerative colitis, UC)J&—Fh & &% 45 % %
JBE R R T 2 (R M S PR, T PR R I i IR TS
R AR, A PR B 2y IS R AR, UC 538G st ie A
PE RS DR VIR DG VR YT B bR A 47 1 PR 22 figk 1 P 52 86
15 (mucosal healing, MH) , 3 Zx— E K N B AL Wil UC
RSN i T8 40 1Y) v A b, (E S N BT A 2R AR, HL
oy 2% e AR B A R 25 . BB X A TE
Ji (inflammatory bowel disease, IBD) % L B IR ABFFE, B
MEER 2% R T2 2 R W A S 2 A AR 5%
TS E B Z AR A A EY . MR,

1 mEMR

1.1 C B f 7% & (C-reactive protein, CRP) CRP 7EZ kK 4E
OITR] 2 30 HiE  ThTE SEAT b R Y AR 0 T AR, TT S UC i
TEIEBIEE T UC fy 520 ™ B AR B, (LR S AR, R fg
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ARE B EEFE AR , P2 W A K ALB 7K SF 0T L FN UC
I AR RE . AR & BE s UC [ 1 CRP/ALB L {E
W TS UC B3 TN UC I RIE Pk ¥ e 2L bR a5
Yyo EAREIEHR 5 T A PG 54 (infliximab, le)JﬁJ&FEﬁ
CRP/ALB 7] LI HUMA YT S g, FEH UC 83 47 45 W VI B
AR o

1.2 404w 830 % & (erythrocyte sedimentation rate, ESR)
ESR 3§22 UL T 2P S8 | XUIE o 176 2l 301 L S o T ogg 45, 7
IBD f 5wt W B 3, w R B UC 55 155 355 8l ™ L il
ESR 52 ZFh R R 200, £ W7 b i 2 55 55 B PN BURPE
1.3 [%4%5% J& (procalcitonin, PCT) PCT 33 HUR AR C 4
Ji = T R 4 B S RE G 0, H BT 5T s PCT A] P4
IBD $Hi i sh i 5 s

L4 Pieagmpe AR AN RT DL SE o R AR R 40 A 0
JfANFBE (neutrophil extracellular traps, NET) , 2 5455k (9 4t
PRIAILA o A6 B il 248 T R0 EL P AR 4E I [R1 B, NETs 55 30 ks
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AR ML AL —FE , AT BE SN B (ALHE UC) B9 KL
il AFFERIT, RN AT BEAE IBD JEAE {1418 3515k £
TR PRIPAE T, ) A A 0 75 40w e P XA D ke 3
RO 1 B R R SE B i PR S ) UC 8 v ok 4 0/ ok
CLAAE LU 2 T I R e 4L, EL5 N B8 3% s T 2
TEARSE, B AT HN UC [ % 25897 10 SOSE M S A1

2 EEER

2.1 #4245 T % & (faecal calprotectin, FC) 45 JEHE—
Tl BRI P A B ) 5 B AR 1 A AR B S
T RT DA PR R, PR LR AT RN S AE R R, 2
T FC 5y, AL PR SRR E , 40 A 3420, 2 il 2 b i 6 £
FC /Kl 250 meg/ g Bl R hPE UC, ik T° 100 meg/g
FTRER I NGE T i, W SR IR A5 R0 . FC {5 1BD ¥
5 IEARDG, FC 8 Ry, IBD A2 J KUK 8 i , HL7E 95005 52 K i
FC AP 2s B, AHAN R ) B () 25 AR A f FC ik B2 7]
BEANTR, I FLATRESE F R A28 1k N AT Bl A s

2.2 #2504 % 9 (lactoferrin, LF)  LF R p{@h A b 41
LRS- WARR 4 - Bz 4 7 £ 3 gk R ) 2k 1% 7R 400 ) 24
BA K TEWIE R A AR, ks 40 M A= A B 5 | 2 LR
. LF ZKF-A7 Kt B e 24 475 kS 10 b 16 48 S 784k, AT RE
PRI PP, UC B 3R 7 I, el 258036y P RCR

2.3 A% %, 9% F 40 (fecal immunochemical test, FIT) @i
oAl E= PR RlEOR R N 114 I = v LR 1R N @ =
2R, 78 UC 3 FIT K- 5 g™ SR BE S FC K-
ARG, AT T UC B MR IR AT G . B RTAH DGR OY ik
71 FC ey FIT A6 AT 32 s a2 Wik i, ELOG T ot

3 ERRAF

2022 4 8 F, T RH— A A FH AR 1 B 20 2 A , A S
R PR 0 HE = AR B AR AR W, BE AR G CLBEV R T
(gelsolin) FIRhoGDI2, 5 IBD (1) /™ & 2 A & % A ¢, Horp
gelsolin 595 15 1% gl A ¢, AT K U 26 B A5 . RhoGDI2 If FC
LA O O R R S
3.1 X {4 &% G 8 (matrix metalloproteinase, MMPs )
MMP9 & —Fp AR T-45 1 1 5z 40 | 5 05 40 i v b4 40 i 1)
WG , A A58 A8, IBD S5 FE M8 1 5 FH AR AEZH 2L rp MMPs
K- Th i, AT e UC B i sh g S e s .
3.2 F % A BR-2 # % & (leucine-rich alpha-2-glycoprotein,
LRG) LRG 7£JH-4H 6 . o4 4 Af | w5k 4 A R i 1 B2 46 i
Rk, 2021 4RIy — B ST, 3 X L S S 2 AR UC
TR B AR e, & BT Sh A AR 3 3 T LRG Ve B B 58 7
5, FL R WO 1% B L CRP AU 41, Shinzaki %5
WFFEIN LRG & UC B A5 1 M35 2E 0 hn i
3.3  feik =vt B F (trefoil factor 3, TFF3) TFF3 X} 45 H
[ AL N B Z Rh a8 Y b R AR AR R A A VR . SERTY
5% R ™ 8 IBD %14 TFF3 /K 372, 5 CPRESR .
AR EAHDC  7ER B IBD &3 5 R A& S A R 20 2 Ta) A7

B ARG AR LK P 2 5
K AN TSRS

3.4 -1 W& G B (al-antitrypsin, AAT) AAT E—Ffp &
PRI A A S S0y 2 1, 322 R, TR A M e, AT
T B0 AL, AE IBD BE PN AAT Fhe, 5
CRP I FC /KPS P % ah e He

3.5 B @i HF (B cell activating factor, BAFF) i #§
& TNFSF13B,CD257 , J& T 9 35 56 IR 7 e 4R R T i it o
WrgTE L A UC, 58 % R IBS 5 fa BE A 1 Il ¥ S 25 f
BAFF /K- V- B, W stk UC 35 1 IfLIE BAFF & B 2 & 1
AEiESNE IBD (835, 1M f5 25 5 (e X HR 41 22 ) 06 1 35 25 5+
FEALRLE UC &, RIS BAFF 5 Mayo 44343 B #H
St , W Al e — R e TS PR AR

3.6 #L1A Ak (antimicrobial peptides, AMPs) X FRHLIH A
Jik, LL-37 2 & B — 727 T A& d % Cathelicidin 28 AMPs,
LETE FXHRAE 4 2 58 1 S0 Sy v ey 7 240 R 4 40 7
Az, LI AE R AR AR , 25 20 8 B o PR s A
HARAEVEST . UC SB35 B RER6E rpa] A0 ) LL-37, 5 (g 5
XTREZHAH LY, UC 3 B I LL-37 7K S & 19 0 T = LL-
37 K V-2H R PR IEAT R a3 1

3.7 AR A AL F % 4K (receptor of advanced glycation
endproducts, RAGE) &—38J8 T BBk A Kk ) £ Bk
TR, S Z RS & R EIR RAE . fE R AE T R, RAGE
PG S U0 M R 7 2L 0k, 40 PR R Al F (tumor necrosis
factor, TNF)-a, Yilmaz 2" & 8, IBD % ) RAGE /K F i
B TR IRYL, HAE UC % RAGE /K& T30 % B
B I SPRBIE RIS Sh B VIG5 A B9 K L, RAGE
WS UC MM EIE R (CRP {2 7R C, Iy RAGE
AJ LA —Fh T T A bR

3.8 E34EH £ % (galectin, Gal)-3  Gal-3 7E & 5F JT I . £F
Ak M A K PR T L I A R B N H R AR
Gal-37E UC [BH ML PR 15 . SRR XT BRI I, 35 )
PERIZEAR I UC B L Gal-3 WRBE A THE . Cal-3 254
% 1 (Gal-3 binding protein, Gal-3BP), ¥ Ff 90K/ Mac-2 &5 &
#EH (Mac-2 binding protein, Mac-2BP) , 2 — F 4 i 5 bk 15
H, 8 TIHERZWE SR K. B AThs Wos, i
Bl IBD 3 L gt BR A A9 135 90K 7K -5 % . H i IBD
TRYTHY EEAE R TNF 40 TNF 259, 045 TFX, WH58idad 43
Hr IBD f84 IfiL 3 90K/ Mac-2BP /K5 IFX [ 1 22 i) (56
SERIRTESS S W (5 — Y5 22 ) i Bt 1IFX
PRI S8 2 AR I I 1ML 90K /KP4, N JE RIS % o T
H 90K 5 CRP 5 W3 1EAE, PRI, 90K W] LIk Jy 2 il
R TFX R B 1 T B A A b . e Ab 76
e IEX B 90K 1M 7K -, I 45 & HAL 4 AE b &4 (4
CRP) , AT LA#E Bl IBD #5536 97 A Wil ), kS PR 2k 25
N ZE 259

3.9 SI100A12 —FhEGE55 8 1, T BAAE T b ok 40
AL AL, )2 A A e O ZE M B B R R AR
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S —Fh ELAA R 5 R N S 45 A5 B 1, S100A12 1] Jz i UC
TSN R A R RS s

3.10 E§fg#s A2 ( phospholipase A2, PLA2) 77 T/NMa%h
JEEAY F A0 | it SRR FR AN B b, J2AE 2L DU R (arachidonic
acid, AA) FIFIIRZE K/ MG AR+ (platelet activating fac-
tor, PAF) S50 M 49 i A i iy R G ,  7° A= 1) i I A B E %8
RE AN UG b ke S B4R T, 7T S g UC S 175 16 sl v K™
BERET,

311 P Mok 4w A6 RR i B AR % 8 i 3535 %% & (neutrophil gelati-
NGAL J&—Fift g Jit iz 3% &
B ORI B A5 b R A SR R A R 2
il 5 /NEREBILL K UC BF h L LT NGAL 45 |k
VA, AT R M I S

3.12 B4R 4w AR b Rk 69 kR % 4K 1 (triggering receptor ex-
pressed on myeloid cells-1, TREM-1)  J&—Fp ek 7E 56 R 400
SR SR G R A A BT S M R 1 5 A S, TR
PR AR A A B L B WA B 3R 38, TREM-1 /K7 5 UC
Pt TSR

3.13 T @i hREG2Ea MRS TF 4(T cell immuno-
R — bl 3 A [F] 7 =
RS 5 e BT AE R DL S AR S AT B S e P 452y
¥, TR IATE AL AN B/ W R i AT D S o A SR i, 2
55 Th2 Treg K W40 ML A S 1) 2 Fh fe e sl B2 o A AFSE A
UC 7™ 5 A BB i Mayo 173 B8 g g HIE Ao 00 25 v ) S0 57, L
CD14" Tim-4" FLAZ AN AT S , X R E CD14" Tim-4" B
AR AT B VP UC ™ 5 AR B2 R Sk i AR R AP AR
LI L7/ R

3.14  Toll # % 4k (Toll-like receptors, TLRs) F—ZSHi iR
S, AL DA PR ST Y ST S B 5 R A R, A
TR AR A T B0 S e U . TLRs B9 0 AL BUR AE
P R, i BT e PRI M S I R . BESE AT
fli TLR-2.7 F1 8 7£ UC SR SN L oMz A b 38 1E R
—MHT A TCA i K 1 R A A RS R R AVE A Wb i,
T UC B T8 S ™

nase-associated lipocalin, NGAL)

globulin and mucin domain-4, Tim-4)

4 M REFMFRE

IMLIE SR~ ML B A 32 B BRI B 1 B B4 (anti-sac-
charomyces cerevisiae antibody, ASCA ) A4t 547 4 it it i 4t
& (anti-neutrophil cytoplasmic antibodies, ANCA) , ASCA J&fi
TP AT AT A M I 9 R g M AR, R AR — AN
IBD PGl 9 ZHEHUIR, 8 2 W5, %8 pANCA £ %2
B B o SR e FLAR SR R U A A SV
T EIBTIR 22 W IBD SURIEAR, 515 s s Jo W AR ¢, H
SEAPERE AL, BRIV X PT TNF 3897 0 S B4 22 , R B
pANCA {EFAE UC 835 v Al B A8 35 % TFX 09 1 IR 52 6
ASCA Fil pANCA H & 45 U 4 B F X 43 CD Al UC, ASCA-/
pANCA+3F UCHYRBUBPEAR , 15 5 18 570 L AT 098 R 3R, Hi %
B avp HEPUATE UC #1112 10 S FTHE AT Bk 2], H 5%

TR A RLAS RS, A B DTSR 1 B e i R 2
MFTREMESE K. TR A R B H B U ATE R —Fh 5
UC Iifs FREG B BOH G 17 B A M 54, I — b5 UC P
K IRARSC I BUR A s

5 WEMAEF

WFFE W], I 18 B RELE UC B %0 HLiR b 25 G
Ji 1 TR 1 AR A5 i 80 R A8 B2 L 90 IR 1 8 AR A 88 )
HYHESRA o WFSTE N UC B3 B 3E o 3 i — A B %
W3R R F1) 26 i R T T R , 2 BB AR S 4% i 48 T 45 i 20 i P97 14
Fik YL SRS T R R S — b 5 IBD A S A B IHR 2 1
ASTEATE, AT SE A T30 , 8 1 R W b B R % 5 b
I W 40 i 7 25 412 %6 PR 7, 437 012 TNF-or, AT fith % IBD %
e IS SRR I VR R A T AT I S N
UESEY IBD %, FLERFT B A0 HUFT 5 T fE 2E B 1 5z 40 i T
B TRk b B A0 B R TR Y R R ok
BRI BRI R . 1S ER I P SR D B S B
W25 IBD %A, i RIS % 1 1 76 2k UC /) RURE 3
SR TR R S A R 2L B, TR
FUNE WY UC B M s O 1 TLR-9 R BUE R BS T
ZTIRE XL 518 S IE MG S A X, 475 S i
PR R filh & 18 469 9F S8 IBDY

6 RiAF

OB e e A £ S R Wi Z A EAE R A T
Heo T DA BRARE —p 1 FRF TF] 50 0] o 2 A SR 2 i PR A8 A
ARSI, AT R o 18 3l I i A 15 75 0, 555 4 B
TP I E S B OIS . IBD BE IR A B IR
PR, WA B JRIRER il LU TR AE 1 A AR 5 . BR 5 IR TR
AN A BT IR L | 2- AR R S IR A R T
AT R BB OU T RN Z P S 5 e Bt
BB 2, TSR R E, L I 2R Y (PCE-
MUM) 23 IR i Y 1 1 B I R0 S A 1A B8 T, PGE-
MUM K223, 55 UC H A8 2 E A5G, PGE-MUM 3£ 1] ]
THIBHEAE RS o AMIFT R IS s UC R e h I
ol R B T e T A PR A L T e LAtk A
AFFEA R Z A 5 IBD B34 N BIBTE S A . 7E5%
T TNF 37 e b B AR S oK 5 i R B
AR 15 M B A DG o AR B i A E SRR T Y 1BD f8UL
WESE b A B, PR TR 17 R L R Iz TR /N L& i B
FRIT i e PR A5 i B LE bR i W) . — XS IBD 4%
BIRTIETEBN ST TR E 1T DR L3S AU 2 e a5, RIVILA
W2 | AR PR TG -L- DY R L AERE , 2 AT 2 45 A IBD i PR A2
R SRR b T AR AL LA LA G o v
SRAETE TN, 7 1BD 1297 rh o 32 3 S0,

7 HRAF

7.1 %] RNA(microRNA, miRNA) B 19~25 MEH R
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ZH RGN B AR RS RNA 23T, 78 40 i sl 3R 855 78 4k b 2 4%
R R EHE TR AN, 1125 R AR 7 i 7= A &R
JETL R, B Tl R Y o ATFEIESE UC 3 I miR-
21 Fil miR-92a ik M, 7] H T X 4376 g1 3 UC FHE IBD i
& Hirp miR-21 §3R35 7K 5 20 SR A i i o A
TEMIE™ ZE/NL IBD HoR AT TNF 453697 )5 , 7 F miRNA
W ZRIBAE R B h B B B8k, PR L AE T4l IBD g5 Xt
Bt TNF JA 77 W Rz A, 10035 5 R I miRNA B VA i A A s
Py B RNA A58 1 AR AL 6 4 i 1k 2, 2 T miRNA
P25 AT AR G2 A 1BD 45 2 R B 1) E it

7.2 PLPP1 XBP1 Yt {REEFEDI AT (CMA) #EASE—F s
A3 AR A N S L K 4] DNA #5501 $ A8 5 (copy
number variant, CNV) iy FZ A H R, 55 E M GEO
B PEFAR ARG B 42 , R T ST A B R UC i R4 2
] 1) 22 5 3R IR FEE K (DEGs ) , R 5 3l i % KEGG & 12 FlHE R A
W (GO) AR 5 8R40 , Bt J5 3204 T SR o3 [l U5 A 6 1
DEG i T E LK, 3-8 #4757 5 4~ DEG (MTIM . BACE2  AS-
PHD2 .PLPP1 1 XBP1) , fifi ] S} 9¢ 5% 5 & PCR (gRT-PCR)
s e 17E UC B3 o mRNA 35, 36 GEO fr & i HoAlh
AR RN B ZE R KK, &5, PLPP1 #l XBPI
BlesE CHPIAS Hub K217 PLPP1 XBP1 FIZH 4 AUC 43
134 0.986.0.991 F1 0.994 , 52 B Hub JEFHE W LI/E R UC A4
rEY EHEH . £ GSET3661 $idlR 4, XBP1 7E 54 4
BEMT P EEH, 78 GSE11223 FI GSE92415 ¥ dli 4,
XBP1 L EA RFH X AR BB UC e . Xt XBP1
M KNG RPE A4 T 4007, 25 5 3B XBP1 &5 UC AHSC I IR I
FIPEATELIEAR G, R, XBP1 FiI PLPP1 #BH A5 1R 38 (912 Wr
877, XBP1 38 A I [ W 176 27K F, £ TG IBD 8 35 X
HL TNF 557 B g i BAT — & M fE

7.3 4 TNF 3 % % # 4K ( monoclonal antibody, mAb)  mAb
A AR TNF-o 1) 3% 35 7K T I 400 46 48 0 S5 B, TR Ot 286
TNF-o 5% 5% K AT AR S ITAG BT TNF 3897 TR A ir 90
BRI E 2B IE T 58 TNF-o 5 55K E 5 UC g TNF
mAb R R 22 [ A DG, R B AE UC B3 p, 5 Al
IRSH(FC, UC Bhi 18 B 484, Mayo NS5 P43 ) A LE , B4R
FHIBE TNF-o 5 58K SR B0 0 A Wrbn i, B S il R 445
BRI TR LY o AR IFX 5T A IR B ) S8 2 v
JEE TNF-o % S KT B8 2 R IR, BB TNF-o 3 S KT IR
UC F50 % B iR 232 91 TNF J7 35 I 00 22 A 23 LA B b i
WEFRCGEL SRR AE NS BA RIFHHCHE, b, 5
JIEE TNF-o %5340 F 1E % K, X BR 3 UC & 20k Bt TNF
YT ISR BRI R IR 2, J0E T IFX 397 )5 UC
BB OB TNF-o 5% K E T B 7™

7.4 THIT AR &M e BT  THI7 AR PE4U i B+ IL-17A
TRV IS 1BD 3P0 TNF J8 7797 5506 i (8 iy sk 4=
PR L BRI R, BB TL-17A B Sk F B ) R
e =W IFX B VA AT A 3 BRI 22 i 3, iX s i IL-
17TA 3K AETRM IFX 7 37 0P M E . B8 IL-17A #%

TR B FEARG 5 1 32 BTk AR BALEYATT 1O 7 % JE 5 H 2 5 4%
T i A T 2 SCRA 52 A B I A MG, TRX BT I IF 3 (0 36
55 TL-17A % S K P05 25 5 0 BB £ 2 300 11 9 05 2%
fi% o ZHIMLR 5409 & M (oncostatin M, OSM) i 22 Fh 2570 i) 4,
PRI TR AL A o IR A BIFSE 4 , 75 B R K -1 OSM
Fe HoAZ A 55 1BD (B2 14 40 A T s A i s Ul ke o7
UC e B 0 &0 F B 4F LT, B AT2 B 008+ 16 K
B FIZH U AL . AR, B e BRI AR S B 2
AR F R A YRR B TE UC 297 v K18 B e RS2 %, B
ARETE B NES , (B BT 15 TR , B RORE B Ho s /D B
FH A AL AT BB AR 6T F) N BEAS
FlzEmE X

2% 3k
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