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Abstract

The incidence of inflammatory bowel disease (IBD) continues to climb, and it is expected that the
number of IBD patients in China will reach 1.5 million cases in 2025, and its diagnosis currently
requires a comprehensive analysis combining clinical, laboratory examination, imaging, endos-
copy and histopathological manifestations. Biomarkers of blood and faecal origin are less invasive
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and more reproducible, and play an important role in the diagnosis and treatment of the disease.
In this paper, we review the current status of IBD biomarkers and the newly discovered biomark-
ers, summarise the application of the current research in the diagnosis and treatment of IBD, and
aim to provide a better reference for clinical application and improve the accuracy of biomarker
diagnosis and treatment.
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1. %

JRE M 17799 (inflammatory bowel disease, IBD)J& 15 Ji KA BH (1) —2H AR5 S P18 1% B Mg 1d 28 5 PR,
FEAHE P B (Crohn’s disease, CD). i 125 1 45 117 % (ulcerative colitis, UC). B3 25 &k @G og, 2F
MRS KRS R 2 IR IR AR . SRR EIT /KT 4B &SR 57 HoR IR T DA N 1 ARG K,
IBD WA R4k 2287, Tt 2025 FFRE IBD &8 2] 150 JiI[1] [2]. IBD F A H BTATAS B,
AR BT FE 48 s FL AR AL 51 32 I8 A% 5 8tk T o e A« AR 5 DAL 25 A f s S i S AE R3]
T2 Wi 9 5 2 D7) M 0 9 198 A8 3 Rl 5 e 1 LR S R B T IBD B9V YT [4]. H AT IBD (i = 4
b, FERLEAINKR. LR=ME. BEEEE. NEREMALURIESRIETEE P[5, N
R 1) T ZALFAAE T AT LB L 52l T (1) AN [R) B v, S 75 I DR 1 A2 R A8 VT A 5 ) 71 B R 58 00 G
KIARTESIE L, fE—TiH 618 % w2 BB H AN L h R, WNEEE R A2 IR T (VAS
=4.4[1.2-7.3]) (P <0.0001), F %5 KA FE L5785 S T ZEH T HEEE(76.3%). HsA AL IE
HAIE(51.3%), H HAER AN G0 Rl n] o sl o LI XS [6] [7] [8]. SRR & EE
e, RAVER, fERIKRPEEAH. A EDE S 2B EREY . N EDAREY . YR N A
Yk EY) . TR EY . TG EbR EWEZ F2RY9], FERIRIZWI 2 BOGEZIEH, F1a4]
AW RISV . IRSTARIN LA R TRIN A ,  TTTH i IBD S IWTHERAVERNG T RO . ARZRIR AT
WAE R IBD A REY), DS AT, SHERAM 7 IBD BV =R .

2. IBD FERNEYIREY
2.1. AP EANEIIRED

C-J= ¥ % F (C-reactive protein, CRP)5 4140 fu T[4 2 (erythrocyte sedimentation rate, ESR)/2 IBD 12 Wi
I L9 R R AR A

CRP je—Fh@a iR, BAESS ROAE RN S I RE S Sl T [10], 7 AR R AR S0E S NI
2 ORE P I 20 A 3R -6 (IL-6)BE IS A2 AT IE 5 & CRP [11]. Jiny Reena #1 Dan 558 NI 7R, TERA
BAZIF L2 A 351 L, CRP 7K A I RS 20 LA R N BB s A — e A oM, LT UG, 7
AR CD # CRP JHE A R, HARPZHREN CD £#H 1 CRP AKFEA Z[12] [13] [14]. —
KEMEBET 5 FERIWT AR, CD B 1 4F/5 CRP KFEHE, BEJE 4 FFHCA v RE L VI BFAR[15].
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CRP 12 S B9 I8 TT 5 BOR 1 R I FR £, 1897 4 G CRP YK IEH v AFURIRTE 5 4F &S
Bll16]e HR&5—J71, BT CRP WAERE R, 1E B B S Al P00 FlC LS s R AR I B2 T s
FIBLG[17] [18], SBUNHRG W45 5 A UER . Arik A1 Craig K I CRP /KF 5N Bk, HL1 st
IR SIAR S M P2 A T M E R ISR, 218 =42 —1 IBD & JLIE2 Wi CRP #1EH#[19] [20].
H HBEAE SREIBAIIG NN, CRP IREEAHN. b FHE 5 55 A B2 B A B 2 J AR [21], AR
B CRP Ftvm Al A& — P /MAs A IR, AT e S AR B SE RIRHIE A O [22]

ESR /& —Fpszag s U, & E E R P O MM 7EE JEH FTE 1 /N TR I E B (23], 1897
SRV R A Biernacki RILT ESR, JFRIE R T MUTHING R = SL[24], 1E RN 98 5 50 U B 2218 (1) Stk
W A AR &, M ERERS R SO B R, R YT[25]. ESR ZZFE AR R, Wiz
B WO S A T R [26], ORI RRE. RRGETERT K. R BIRE S ESR
W HAFEFEE R FE[27] [28]. £ IBD H, WL ESR 7K 5 50 ™ 5 12 B i vs B A 2
1EAHE[29], ESR AT LA Bt UC F3E B ATE % 1) 7™ S AR A, 78 ) L= BA A 45 B 50 4E[12], JF H ESR
K5 UC BN BE IR ECH FEASC[14], s ESR Tl | CD & 3 8 i B 7= 1)k A
[30]-

CRP Ji{# . P, &35F, &HAEN IBD EEF M ELH, &% IBD i& s8R AT JUE M K%,
S MRUF KB E AR EY), Pl R SR P VAT R . ESR I8 AE N FARIG PRAN LG == 4G A
MFh7E, sk mBim A A LGSR, thah, BSR & UL T IBD BH AT R, 5 CRP —i2ff
Flo {2 ESR UM AR S A%, MO W iG sl i i, MR S5 5 R CRP [31],

2.2. #EFERANEPIRED

{845 T2 25 A (fecal calprotectin, FC)FNZE{H FL 2%k & H (fecal lactoferrin, FL) & IBD 12 Wi 254 v & F 1
HWphREA) o

FC £ — S Fergs A b MR gii i & e, F 20 thad 80 S E AP, H S100A8 A1 S100A9
PN 53 T A AR TE i, FC IR FE S5 ML 1 JO0E AL FE BE EG[32] [33]. FC A4 —Fh I8 8 T+ BOR i 5
AR EREAEREIR IBD 4, 1BD S5 MLs & 1EA MAIIGIREIL, FC < 40 pg/g i, IBD K4
PIMER < 1% [34]. % CRP. WBC “5fa¥5Kii, FC SHMI7IE RAETG S A H LA HE[21], FC
5N BB N B E s AR DI AT AR A TN JLEE CD 85 I PR AR AN 6 5 A A i B AR PR 6 [ 35] [36]
FC [FlR 7] AT 2 % > Roblin 28 AR I, TLI (<2 pg/m)A FC (>250 pg/g) i 4 &2 i pim 5 & 1)
RIFHER37],

FL & —Fh RS W Bk 4G S B 1, 20 TR2008 80,000 U, S FR MERLAH At Hh R IR — Fh ik &5 & 2R
H[38]. FL BEELG/HH . DL, Pimds. DiEm. LR MPIEUEFME[39], FL {£ IBD. FI/RKHEER
T AT B3 55 22 P RS Wi R Tz B, FE R TE B R S B A2 [40] [41] [42]. Sunanda 1 Stacy
IR 9E 25 B FL 5 IBD (1738 40 s BE A 52 [34] [43], FL [FREA BT X 4> IBD Mg 5 iss k. 2 1t
IBD LN B A5 AR FL A IS SR AT BB 73 AT B, FL WA T~ O ™ EAR R, JIF S
WBE T IFEUIAH G [44] [45]. TE—DURRKBARE VIR 70, FL FHEal 7l 3 4N H P9 CD 1 UC B35 50
546], TEMVIBRKEE T, FL ERG KB 2 RSk, Al e AR S Bl o7 #1810 2
R[47].

FC BoNFaE, AN, Anders MAFFRRM, 7R FTHE 3 K, FCIREBMAKM48], HIEH
A DAFE RUCEEREAS . BT 3 A Dhn B 5 Il 2 et foh, X LU i A Wbs Bk e, 7EHf € B
TEAER T RESEMER, JFE T —ERER e R ERANEREA R, HEASFUREACRE R, B
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ARG HIV. BT e 5 YL ER v LS| FC 7284k, Kk, 7Ei2W1 IBD 20, F4hA IBD IR«
I, JEHERRZEE T FCIRETHE M HARIR N . FL AKPBARK, A #E it — b4 . ESR 7E M2 [A]
oxdEn, JLE IR 5 HEAT N BE, Wi FL 78— S0 L AT DL 4 i 5 6 15 30

3. IBJLEF A M MRREY
3.1. SMEA MBS AEEL E

VFZHEF0 RIS JE I8 1 98 i EE 28 v BE7E IBD MG IR SE B i — & IS I, X 8 B i o 75 A4t
MR A, % T 3K1% . NLR (neutrophil-to-lymphocyte ratio)s CRP/ALB. PLR (platelet-lymphocyte ratio)s AGR
(albumin/globulin ratio)s LMR (lymphocyte to monocyte ratio) i] A% IBD 535 Mg 5\ A [X 43 FF[49] [50]
[51][52][53], FHEERPENERRZEY]. & TEs1 1BD 3 1) NLR. CRP/ALB. PLR /KF &
F i TARGESIY IBD 4, AGR. LMR & THEESM] 1BD &%, XA 5EJLE UC BT T K
Pl NLR 5 PLR A {E B Wrsis i& sh L 38 AR[54] [55]. CRP/ALB A LATHIN CD BFH B &S, AN
X 732 5 W 28 fLIEL[56]: CRP/ALB [RIFEREAE N ITAL UC B3 I RIS PR W E A Wb B4 [53] [57]. —
TN 362 44 IBD 3 B 5T & I NPAR (neutrophil percentage-to-albumin ratio) 1 AGR 7E IBD Flg 5 X}
R Z WA RLFZW A, NPAR KPAE IBD 35 & CRC (45 B W) AU i 7ol vl ge e B /E (58], IF
HIERAE UCIER CD 1, AGR 55 Bl RS SiE 2 59 [59] [60]. 2 Tk 7E & W] IBD &4 1) &
AN 2, LMR FEAR AT AT IBD &3 BB sl, I BRT LAE 3 S H A TG T 5 50[49] [61] [62].

BRI SR 71 Ji] i A 1 8 o0 LU AR 2 — AN LR T AN R ZEXHE, it DA 2252 21 K SR R 9 B 55 8 3R (1 s,
FE NN PR SE B P AT B IR A AN 5 3RAF 0, 5 A AR IR NI AR S RO 26 2 e U0 V5 3 m] SE R R AR o

3.2. EXEE o-2 BEZEH(Leucine -2 Glycoprotein, LRG)

&AM a-2 B H(leucine -2 glycoprotein, LRG) & —F 50 kda (MR A, BE&—ANEEFS, #hH
—NE SRR, AT UE Rk, el DR R A . BN BRI g b g R
%[63], IEJUFERAG KEFRRIES IBD HRiEsh M. Eriko AR, £ UC B+ LRG Al
MRERE &4, HAE CD B LRG FIE IS CRP M FC MH24[64]. Ith4h, LRG iBAEHSX 2> CRP /K F1E
HAHAELE A BBLIE B UC A CD i3 R I 51550 65], 1 Takahiro 28 AR 78 A5 3] 1 [FIFER 45 8,
AR5 H LRG 7] LA E X CRP SRIFAk UC [66]. 53— 5T B, 7E CD &35, 24 LRG 5 FHE N 8.9 pg/ml,
REUEER 93.3%: RN 83.3%, T BB 92 i 28 N AR 0.904. Yasuda &8 A FE L PG s
PHt T LRG AP, SGURKILM LRG ATREEL CRP SEAFHL P58 [67], LRG {£ CD E# % UC
BEPHENE . [N MLIE LRG A UE S 5 IIE S 2 A5 [68]. 27 b, LRG AI{EN TN UC #l CD &
R & I AEIbR B, REARXT CD &3 58 H N FH A E

3.3. MAEBERT 3R (Visfatin)

PG W 3R (Visfatin), & — g B IR T A 3, PO 0 306 B+ —Fh 2 AT 2 v B 4HE
REVE M52 R T (PBEF) ISR A J51[69].  HK-T- 5 Z R HOm % DI OC[70]. —TAMAN 85 %112 IBD &
& B 30 Bl R IRALROBT FT b, DI SE BT SO R A IE A RT3 - CRP. ESR 8844k fibn. 45 REHW], IBD
AIMTE AR R & 2w T A, HWRPIER S CRP. ESR Ml FC R IR IEMK. AEIIRA
fENiZ I UC A CD HIFREN[71]. Katarzyna 58 N BT FCFIFERAESE 17 095 P T AR I 368 200 1 v o
FIRLH] o B FE 4SS R WIS W R AE TGS IBD B HR A R, MiFARITER < 1.54
ng/ml YRR I REFARIR[72]. A TR B P AR 7 2t R el o s 0 A O TR 1 ORORE
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T8 I AT A 2 A JRE BT BRI A TR . I A IR DT R AE IBD R LI S SR IIERIA Y R, &
Bk 7 IBD MR E. P, (98 A IR B 3R AT REVE D — R E @UbR &4, wT AT IBD & RmIZH . i
B .

3.4. FF PEE(Galectins)

- LW R (galectins) e — M FUNEH 45 G 8 SR, T8 CERE AN 28 RE S50 R IE PA rh R A2 B[ 73]
— I Fi R AR 208 4] IBD FEE I 40 BN IMIEFEA, Hr-FA i R-1. -2, -3, 4. -7 F-8 K
S, PSR B REN IBD A IBD SR TESIAEbREY . S5 R EIR, IBD EF MG galectin-1 -3
KBRS T RE N, T galectin-2 -4 -7 F1-8 7K U B AR T-{ B, ZE#KIKT {54 4.1 ng/ml B, galectin-1
Ef X IR AL X 43 IBD HIRBUEME R 71%, 5 tER 87% [74]. TEZMEFLH, BRI FA AL R
X 739500 B s v, SRTTLE 55 — T 70 h R B Galectin-1 782 K& 1) 535 A BT+ #[ 75] - Galectin-1 (Gal-1)
RPN IEMERER, BAREIREREER, G3FES T MRIE TR W i gniEE 776, X
T Galectin-1 J2 75 B /E 9 X 73 IBD JEBNPERI A VbR E 4, 7T e 75 ZEAE T KA BAFI3EAT 3 — 2D 7 . D Cibor
HENFI TR DL CD B3 1 Gal-3BP FRAL/KF IR FXHHRAL, 481 Gal-3. Gal-9 #1 Gal-3BP {54 fg
X 300 AR [77]. DAL, AR UM AR R ANRE X i Zh ME AN AR 1% UC #1 CD, (HH A5 HoAth A4
VbR EWEES A FAE A IBD Wi G FH A Wks 54 .

4. HFHR
4.1. RiIBEZHEIFREP(Metabolomics)

AR % (Metabolomics) & — [ TR FEHAR, & — Bl AWk A Fir A AR AT € B o dr, IS4
AR 5 A5 BRI AR IR X O R IRE 72 7 20 [ 781 I Y IE R BAR, 5 Gk i AL 4R (NMR )i 1 B85
WHMS), ARYEMHK VAR A AL, w] DL A .

JUBUHE AR B, Sk E ME AR AR ) — AR mT LUK IBD £ A (g FRBA B Hh B Ih 43 B9 . — 5% T IBD
IS A 2R T R B, B EER . R OB &M A MRER . AR A IR . Wl £ B IH R 4 R
R R Re g A R HLIX 4> CD B A HC 3, ik N 0.861 (P < 0.001), FHAE¥E IBD M FH A}l
EER P X TF[79]. HAh, HokEZFIEIERV, IBD B TCA G321, Stephens F1 Scoville [
WHytr, IBD 5IEH X EAHAHLE, IBD 20 TCA FE3A Al 44 825 8/, BRI R AN SR I /K~ B 2 P AIK,
Schicho FHIF 5% 2% B L IE A7 R 7K ~F- 1] LLIX 43 CD A1 UC [80] [81] [82]. Daniluk 2% AXF 19 4 #ri2 Wi IBD
(13 I S FEAR BT T 087, AATR AL ER P I fZ 18:1/16:0 (lacer), W LAFR %7 UD 5 CD &%
[83]. IXELZELIN IBD B BRI AL, X872 AR AT LLSE 00, 38 mT LA o3 i ML il
PROL L. [FIB, ACUIZH 5 ae R I MAR S LAVPAL B 00 2 P, 38k B T i, TEREMARIL T
PGSR R R . AR T CD B FH UMY SHIRTEINEZ BB OC R, FEG AR IR ZH rh oA I 2145
P SR R 2h, MRS R, SRR L, 5 — DU AR BITE IBD W& AN, FeMEHa
HERR R KPR AG[84] [85]. B —WWFF R &L CD M 30 R R B R B LR, Y
UC BFRIFEEI O R WU S-BERAZHE 5 FC M EMOE, 20 CD Al UC WETE ST EUR A
ks E[86].

IBD 195 [R5 2%, AR 2H 25 1) S FH T DLR I SE 22 16 AR Wb ) LA 1E IBD J8 & R R i 3. 6 T IBD
KSR AACT AR 2 — M A 355 L 5 A QU 2 RN S (AR U 4 2 o 308 SCHRRIE IBD HR 3 o I R0 ) ) 4 52 A P 3
e T A S A A 8], VT JLAESET IBD MUiBACH 4 22 it e bk sk b %2, 78 RAEVEZ G 2 . 1
DR R FE . VRS0 15 Bl 1 v 31 AR o
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4.2. EEREZFHIN FH(Proteomics)

B 5T 4 % (Proteomics) , 2 % 8 1 IR 1) A& G 25 46 A0 Dy e PR K RIASEAE 9, A2 AE 90 EARHIHA, Hi Marc
Wikins MIZEFATE e fe i 41 . S AR CHH T/ B g E B, XU RHR Ik, 5
R BTG AT RS . RS .

HARAXARCETIERTIEZ 5 1BD KMHLHIA MM L&A A&, Skhoda 25 A F|FH
MALDI-TOF #l MS %5E th UC HERCEH A2 M T4t T EA 8 5 b 4 RAIECs) I Fa A Fl
MEIR[87]; Zhao %5 N4 i p38 2 A FiH A T MR (MAPK)E S E UC I FFric[88]. & H 2%
[FIFERE B SR X 4 IBD BB SRS IBD B r AL, TG 13 sh M. Yunki 55 AHF 7048 3E
¥ELn) LC-MS/MS & & & F R i, EAEE I RRER) CD B#F R LR a R E w5, IF
AL A IS F AR B, DB IR ARER CD B AT IERIER) CD B3 X 4K [89]. H—1
BEXT ) LB B 245 i A It el e 1 M A bR B4, FH T IBD B2 WA IBD WA () 44K, R4
5 )LEEHIE U IETT T H00], [FIFE—H 6T 45 id A i 7R I AE M br S AR BRI FERets UC 5
CD X3 FFR[91], FEARIE T 45 Wi K AR T IR 00 2 11 o 4L 9 1T e B 25 5 B e i gk A7 4 4o TR 4
A X7 UC B3 FIAN AR, Kanmura S 88 NEEL T —A> 22 4 CD & 48 9] UC &3 5 4] CRC 3.
6 IR Yt 45 iz 98 KRB A0 13 AR RE N BB F, 3 A L3RS DA R 8% 10 1 s IO I 0 B P PR 9 2R b i
Y. AR E T =ME AR ERIgEIAL 1. 2 A1 3), SHAMmArE AR UC 4)Mtk, iEshik
UC 82 1 MLIE 7K1 B 1[92 o A5 FH 2 11 5t 41 2 (A B ] LS R A b 540 F T V7 A5 IBD X 259018 97 S M.
— TSI T SR R PUAR I AA X IBD B LAIEST R ZIF T E T O A A A RS 18
FREE T Forh—LUpE A SR MR, T e pE S SO T BRI U, R RE R SR NF-x B
VA1 ML bR A2 25 R0 AR IRR B I A&, AT XTI PR FH 25315 22593

AT RKILE) IBD B EWAH BT R %58 1BD 38 R A R WG IT I R B, it
R ST o BT AN R R 77 2 B AE AN [7] (1 5 56 = 3 B A R S IR A R 2 — B0 . AR IyE . 45 g
T, BEE RN E AR RRN RS RB AR T EAFASLE BD H 1 N A E £ 50k
KHEATIAE o
5. B4

FI B IBD I ARG YT 4 i PP E AR HE N N B R R &, ©AE UC M CD 3 PRI B Al DLIRAS SR
FERIRIITT R RAEAR S AAEIR S PRIE ) S OB RSB 5, BN BB IR APEBEIR. CRP. ESR
SEH WA AR B H TR AR R SR, FCL FL A% M R BUEH B S8R 2, SNE g %6
PUAE 5 — S A B AE AR S AT 5 ik — P AE S 2 BASEEATIRIE,  ARR AN RAE BAT SR IR R B
WAL S . B A 2 AR A A ok e, DA 3 2 1) T H AT A SROT R AR ic Yok 2 i IBD.
LA T IR IBD HAEYIARCIRIRT STt e, 75 B 2 1 AR R X L35 A= Wb 5 ) 5 B Bk
JSEFH 2 H H I R S
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