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[ Abstract] The early symptoms of Crohn's disease (CD) are atypical and lacking
in specificity so rendering early diagnosis of CD challenging. Therefore, improving the
identification of early CD is conducive to early diagnosis and timely treatment, thus improving
the prognosis of patients with CD and reducing the disability rate and associated disease
burden. This paper reviews the research progress in developing early diagnostic biomarkers and

targeted biotherapy for CD.
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RAEE MK (inflammatory bowel disease,

IBD ) & &A= 7E 5 W3 i DR AS B A 08 P Al A S
i, BFETEE BK ( Crohn's disease, CD ) Fli
ML R (ulcerative colitis, UC) , B ChFR E
W ILH— P AL RGP, AR ABUR B
SR ETHES Tz AU R AL R e 4
BT, RIRY T B AR, (EGIRYT 2SN 5-
RBIIKAZIRMI . W B B A se sl 0] H B
BRI AER, KEBIN AR Z, (5
a2k L AR IR Ty IBD 3R YT iR
fE 7R FE, TR IRSER T (tumor necrosis
factor, TNF ) — o HLIEREPLIRARUS A ] 1BD fEAR,
P B AR PR, 2GR IBD B9 A AR, (HA)
A 1/3 19 IBD & XL INF- o 3697 LR, 5
A1 25173 19 IBD S F FEHT TNF- o HEFFIRTT R
WA, IR 2 409%~55% K CD (BE AT FA
T T ARk, ZIBFTR R R B T
FILE RS2 B BH KT CD 149 2 e Oy T e 4 e 244
. AR TR BURRE, X EHE L
Kt oA EEE LY Wi, R e
Wi S BT TR A iRYT CD G . AR SCRXT CD
A S 2 Wt A= b iSO ATAE ) £ N6 7 RO BIFE
kAT 4

1 RFEm RIS EMREY

PN 8 R A A 4T3 9K 2 H AT CD 2 W A i il
bRt A= Prbr e — R R AR PR s Il
Jivk, ATRTA R R ] TR T S AT
5. SWCEF . B, mibik B R %
JERE FVRE SRR A PRSI B B2 T €D, L
HIR R . LG A wbREYan ¢ RV E N
( C—reactive protein, CRP) . ZLAUMEITRER . A
B M RERERERAR, HaX APk
1E CD F1 UC 8% Z B W HUREATR, 58975
PRI TG 3 B RS & SRR 22 . It
it LI AR AR EY), ARG WG 7 e
TR, DT A A SR B K A R IR YT o
1.1 #EFDER

FEENEE (fecal calprotectin, FC ) fE N
IBD £y E bR iy, HAE I PR Z HHEE
St FOBRSE R, FCWREERT TN CD A
Bl ik AR B sE e PTAR (adalimumab, ADA) JRY7 R
WA B it ZEFe IR, HLFC X IBD i5 3h 1

(SN (B CRPY. 23250 TNF- o VR Y7 1Y
IBD [, FCARF- 5N EE FaPar i BEA DG,
FCIKPAEA 050 A K HAB 251677 I R mT e
BUR% IBD BHEPIRE MBS "
oM, A2 3T TNF- o JRI7HY IBD B,
TR RIHEZR FC /B, 10975 JO & 358
5 R 2 i R AR 5 A1 12

1.2 mEREFRESRKIE

L5 K% oy BORF T AV R Il AR I R
T FYERF AR, BN s R (main
accelerated transporter family, MFS ) =55 Y0
P BRI GE M s iz — 7,
X & A B AT B B 45 Rl ( Mycobacterium avium
subspecies paratuberculosis, MAP ) VLR IGHE
(1 S LR P 5 43 BT 7%, MAP 5t R ICH A
[, I HAE MAP 5 MFS 1 2L R i TG TR Y
{2228 PRI AR [ ) B IR P 91 . X R 22 ik
AW 4 LR I Z TR (anti-
paratuberculosis—nocardia polypeptide anti body,
anti-pTNP ) . A< B 5% A BA T 3565 o [ 9 4> IBD
By Gy CD SRS LI i i TR 45 R oK,
CD % M anti-pTNP /K12 T UC 52 g
X HELL, [ CD [ anti-pTNP JUK B
BT Mmasm A CD B, A LA
A5 R anti-pTNP TgG 7K 35 i T8 TR 9
A CD B HE M (HAA A, anti-pTNP F1T
JEIBRIR S CD FR T S RE TG Sl 4 A B 2 FT A 3%
anti-pTNP U 7% 2 ] CD [ & i ROC Ml 48 T i
BUA 0.918 (95%CI: 0.886~0.949) ", | ik #f
5% 2% W] anti-pTNP "] /E 12 W1 CD 19 —Fh BT 9 A4
Prrebrali . FERXS T R i A8 | PR
ZEMAT B CD (8 Ak, {27 anti-pTNP
{18 FHEI AR R S s HE R T4l CD SR e ™
A
1.3 TNF-«

YU TNF- o 677 AL 38 3 FE AR TNF- o 97K
e IBD SRH WiE RAE, NI AR TNF- o H)
BESEKSF- T FFREARPT TNF g7k, imimrssss
. UC IAFIE TNF- o« 1% K7 550 TNF- o
BT Z AT BFEACHE ;s R TNF- o Be5%
KV UC BHFEAE FC. UC B 1 348 BO¥-4y
DA K Mayo PNBE V70 45 i PR S 80CRAT R4 A9 AH ¢
P 2P BFTE R B, BESR A PG HHT Cinfliximab,
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IFX ) IR 97 N2 IBD B 17 B TNF- o 5% 5K
R, BRI TNF- o %% 557K 5505 25
i R A R DA o PO oAb, BN
TNF- o % 5K 1R 5 AL iR IBD B35 458 H TFX
IR E IR R 28 i 2
1.4 IL-17A

Th17 40530 F 408472 17 AC interleukin—
17A, 1L-17A) B #2058 UE 326 PEAf 1BD HR
HPUTNF Sy roh B EEAER . BRER %R
B UC HE BRI UM TL-17A 55K,
PR TFX BT PR & A R s Y, 76 CD BB
AR IL-17A ¥ 532K VR85 ADA JRITIE N
BT SE AR A VI P, BeAk, TL-17A K
IEFATREWR CD BE KGR i
1.5 IL-7R

AR IIE, TERBEIIHIA . W B R L
KAt TNF- o 1677 BLHT 0dB7 BAHTIA T TC & 1Y
Ch 5 UC BE MBS, 1L-7 Z{k (IL-7R)
AR F R, AR TNF- o 167 TCN
) IBD fE L B . 72 ANRALR /N AR L
RIL, BHWT IL-7R 155 AT 982> T 20 A A U 5359 ik
BRI LE I RAE, ]I UC BN T
AR ASMESE P I, 7E IBD MG ARG,
IL-7R A3 58 5k T ZE 19 A T7 HE s A B TR0 A T 7 3%
RIAYIbREY
1.6 BEMFEIEMRE EZME

A yEg 3l & M ( Oncostatin M, OSM) Jg& T
1L-6 HKE, 2 i e 40 AL s gn i r=4:
B HFZEHE H OSM K2 OSM 3Z4& ( OSMR ) 7£ IBD
SR IRE Y R I L 2 e s 3Rk O 5 0 AT AR
HIEME, TP TNF- o« 3697 R & IR
W, ZERRIRBGTIRYT I RIS itk — 2
TESE T3k — 5, 77, pb4h, TNF AEGE 4 U AL i
Hfrh OSM AHIC A 22tk R F CXCL9 il CCL2
HZeik, R OSM 53 manff s &k 75
HAE S R EMRIMEH 7 Bk, OSM mIfEN
IBD &40 TNF- o I6I 797 B0 I AE bRy
1.7 miRNAs

WOMEBEAZER ( MicroRNAs, miRNAs) J&—
KK LN 20~24 MEATIR A IE GRS RNA, £
TRE5E 48 i, miRNAs 7€ IBD ()& &R h il E
HEEMEH . AR AFRIES, Wil IBD B35 1%
b 4 b 26 55 miRNA-301A 7K 7B & 7 i,
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H miRNA-301A ] 3 & [ I #8 5 X BTG1 15
A Rs, R A E R R, AT
/N I 980 % A BRI i . 5 — i
FEdg . WSl CD B A B AL R LT
miRNA-31, miRNA-200 FY % 35 7K S 24 72 T {dt
NBE P AR AT & B miRNA-31A 5 7 55 5 i
BEThREI 0T . B TR R AR B O, JF
%I miRNA-10A . miRNA-125A Z:1 0] g5 IBD
RIARSE PO I, miRNAs A 22 Rk T L
JARYY IBD B — 28 A hr i) .
1.8 EBRRAF

M T IBD W R &2 2% . I R R AR B, [R]
IZR ISR T IR R . B, L= H
AR FR ARG G HIW, MubHEb Y2,
HTw T2 Wi Sbrit . P md2=n e, ff
IBD WIRFSEA T iE— R KR . Meuwis S54fE
T ARMIE RS C/MERER T 4. G553 E
a2, SR FIIK A MIBEREAH G 8) 58k
WISRE B OIAAOC,  HJR = R A AR 1A IBD
WA WIRRE Y P, Zhang S54RI G & (A 2
SO HTAE S IBD 5 WA 4 4% i A BN E
Starr SEAFGEHEN, —2HH 5 FPEE A RAL Y AE DY)
bR 7E %) )L IBD J i BAT M, dF—
oY R —d h 12 B AR AR P s
Yol G 21X 43 €D A1 UCPY, 1Ak, Drobin ZE8F5%
S 1 13 AP E 8 5 IBD B 4 S 5
BSR4 T A S BT

FEFRR IR 2=, S AH DG AR 1 B A 3 A9 AR
FEAETIIN IBD AT N2 5 100 Jr it HAT S
A . Medina ZEAF5E K B, 76 54 6 CD BEH,
L IRACTET B 17 FhEL AT TNF- o G397 BN
BAWIMMAE, BF5E R 4 R 250 TNF
TRIT TCR B TR AE A= Wk 9 Y, D'Haens 2548
5 13 FhEE 5 (ANGL, ANG2., CRP, SAAL, IL-7,
EMMPRIN, MMP1, MMP2, MMP3. MMP9, TGFA
CEACAM1 F1 VCAML) [ L3 /K-, FF456 M8
TR —M 4 EHL B8 50H AT CD M
HIBIREIRIE L, Wurss Rk — R, %48
BT AERA TN CD B M T i As oL, 5 FC
SR ) TR AN (EAH 22 AN K Pierre 2546}
52 IEXJRYT I CD BE AT K IRk T 2 B,
143 BT R LI ()8R A1 2F AR AR T B CD R
(A L B KBTS, X 0T A B Tl R B A=
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MBI I PA T TNF- o VAT BY 24015 10
e
1.9 MEES

Bl & Wi A S R R R R A, £
WA R IIE RS 5 T 1BD B R4E . Kt
o WATE BRI AR 1BD 5SS, Honl
W3 2RI R A W A TE RAE RV . PRI,
XA RS IBD SC R IHFTEA N IBD JRY7T A
PR T A AT T

Magnusson 55 iff 58 2 38, 7F 2 5Z Pt TNF-«
TRIT I IBD FRAE I AR N 2 I TG I B AR A Y
WA TE R A B R TR], 5 IER A AR, IR
O] 25 2H A FE LR AT BRI A 25 R BN 35 i 1)
R R MRt dE t, TEHEZ IFX 5§
ADA B FIRIT MR, DA A RAR R AR
FEERIR I Y, ARG KB, 4 IFX BT )R
CD BILIiE A B K fR B ) A S 2, 1xXn]
AES IFX JAIT R4S 6 / AELE A IR TT R KT FEAIK 2
HILRF A I b, IFXIGI7 RIRFE N A
R AT AR . AR R . BEER A
JE R (s L- RAER . Wil
M L-FLIR ) WA FHmAHOG; xR W], &
531 1 20 v = B AR K ST 1T e A S L
HCD BAE MY IFX DA E O, 38 W T T 48
FILE CD B i e Bt A YA IT . Aden
PRI, 3B R AR A A FC I A 2 b
N, AR S S 2 B TNF- o 3397 Y 1BD £
HIR R i i B ARG ™ — TR XL TNF-« 3R
J7I Meta 3748, IBD B35 Y2800 o 45 1 0 Ao
PR AT PRE v R AT BRI 3R B 1) =F BE AR
1766 0 P 7= A BT ) = B o ™, S SRR g E
— N, PUTNF- o 697 0] LU E 5200 1BD &
W T S A SR S, MR SR L ) 1
FELL R L SR T Ja A A =i A8 Ak, ] X 4y
Pt TNF- o JGI7 N H 5 TN E, JF 100 1BD
BB TNF- o JRIT IR

2 BRHim% BEURHEWHIFIaTr

AWy IBD 5 A4ERF i . At 2
BREA G PR R E AT RS WSO . 5
RGLiy “THBER” IR L, H ROk 2
7 5 IR AE CD ] B BV A 50
23 CD A AR RIS o

21 HTNF- o BEEpEHE

Top—Down 5% J& e - PEAR 4] CD & v H
AYIRIFIRFSE P P RRLE 2 ARG T 18
Aruty, BAEEAL RIS S PR (IFX A
BRGNS ) SALEEYT (FE R DT aR sl e nErs )
PR CD A TR SRS, RHIBAS
S AL 26 O EIRE T IR IR R 3% = T
53874 (60.0% vs. 35.9%, P=0.006) , 552
BB SR YT 4 S SR T A MR RS Tl IR
R TCIES (61.5% vs. 42.2%, P=0.278 ); A},
R (104 J) , BEAIRTTAL 73.2% 1)
BATEMGERER R LTS, E5IRIT4N
30.4% ( P=0.003) !,

Colombel 2538 i % SONIC BF78 AU I 70 #r
X oA el FH 3 A 2 40 ) 770 LA B A 4 i 500 4 SR €D
BEETH—2EGT, 8558 BRERY CD &
FH, 5 1FX(25%~50% ) S AR MEIZERS ( 109%~30% )
HIRRITARLL, BRAIRIT AR S A ARE L
BB = (63%~76.5% ) 5 Bl 18 ™~ H, Bzt
HIRITHI R CD BB, 80% LI LikF|5E %%
fift, 60% Lh LikB|5¢ L8 M NG N RS,
P, SONIC A5 2 B A 2 il 70 08¢ & i 4
HlFNIEYT Al AR AR A O H 4R K T
MY, 75X T ADA By CHARM W58 i 3 5
R, B CHARM BIFSE A A REAR H s 1 K
B R3INTH (<24, 2~54E, =54) ,
MR RIEE R BE, R (< 24F) , BEIRIT
AR I PR IV 25 S5t g 170, BES ADA B e ek
AR EXTED 58— 248 1, KW CD &
ADA 6T AT NI REIR B N BT R IR i 1,

— S P 5 R AR St — A E S T R
fifi 4T TNF- o B3R Y7 AT CD S5 4K 45 . Mandel
MR, B CD B (2WiE 3N )
PUTNF- o« 057 0] B E R (P=0.016) ™,
— Ik A B BAFIWF SR G i, 7E CD #1i2)5 2
AT TNF- o 259 350 AT B AR 1 02 4 1)
KU ( P=0.018 )°", 1A, Ma 25 1y [ B AF5E 2B,
CD BERW (#2)a 24 W) i FHHL TNF-«a
TRIT A RS A FARR, It A
190 ] CD &35, KW T TNF- o 3697 IF
HEREYT, PRI R Y 154.4 F8, SRR {E BT
TNF- o JGI7H) CD BEHF AR (30.7% ) J&HH
T (57%) B 544 (P < 0.001) ™,
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22 MESERTERE

H i HFIAY7 CD P A R e BEhiiAn
FRFANEY) TG AT AR BT (Vedolizumab,
VDZ ) FUIRALER BT, (HIR AL ER PAGTAR SC A AT
P22k s B ) T R A B AR
VDZ () GEMINI 2 F1 GEMINI 3 (yilfs R g v
ARG I HT TNF 259909 CD H 35 1 R 28 i R K I
PR 2 2600 i, )42 I T 9 R S5 PR 7 3 B AR
M, AHZIA AR I8 P AR EE— R P 7R
— T EL S RS, VDZRITE 6 N,
CD & (< 24F) LMEZRMS NG FEE
A E e Y, HEre T vDz 55 CD jRIT R
Il RAFFFEAR XD, 75 20 2 B gE iE— 2450
2.3 HMANE12/238=EHK

5 A WYL ( Ustekinumab, UST) & —Fp4
N 1gG 1k ByapEPUIA, FI45H 1L-12/23 ) pd0
WL, HATE T CD BT U K 4R 5%
G Yy Y. HOET UST £ ZAE A BT TNF- o« 3677
RMUG ) 22y, I AR CD YR B
Z A I R 5T 4RGE . 7F UNITI=2 Iifi PRI 56
thoR B2 4T TNF 18971 CD 52 ol R i R 1
SR T UNITI-1 355 88 220 Hit TNF 3G 97 1Y
CD B3, WA 4L SRR AE & B,
UNITI-2 HUEE Pl (8.7 £8.4) 4, T
UNITI-1 H P39 (12.7£9.2) 4F, B
X A R BN TR TR e agisE, (H
A TR, 42252 UST JRY7 R A B
IRt

3 4%k

UTAF R, B R 22 B Bl I PR BIF 5 T 5
£ CD WR2TT, B2 Wibr ¥ Je 25 W) b e
AWK A, BAE CD FH2YT AR AFAE
AR B, HERMEREUER CD LIi2 K
HEMIRREY), PR A R A bR S 2 Ta] 1k
AR AORS Y, AITAR A Ak ol BRA A
CD A7 U, AT S = M CRE
(4 2 RN B R AT S R0, 75 20 2 0 5k
AN RAETE, LASE 3 CD 3 i R 1 ik
R, E B, IR R B,
£ CD W EAT I 1H , 752385 K CD AHSCHIR,
e RIS KT, > CD SRR, I
L NPT DS EL iCiE
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