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[Abstract] Inflammatory bowel disease (IBD) is characterized by complex etiology and highly
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heterogeneous manifestations, which poses significant challenges to precise diagnosis and individualized
therapy due to difficulties in early differential diagnosis, incomplete standardization of endoscopic and imaging
criteria, insufficient sensitivity and specificity of biomarkers, imperfect predictive systems for treatment
response, and poor patient adherence. In recent years, the incidence of IBD has continued to rise both globally
and in China, with diagnostic delay being common, necessitating the urgent development of systematic
diagnostic and therapeutic strategies. The critical steps in diagnosis are as follows: (D screening high-risk
populations (age at onset of 15 to 35 years or 60 to 75 years, family history in first-degree relatives, persistent
diarrhea with hematochezia, perianal lesions, etc. ), and initiating colonoscopy and imaging assessment as early
as possible; @ elucidating the three core manifestations—diarrhea, abdominal pain, and wasting—while
recognizing extraintestinal manifestations [arthritis, erythema nodosum, primary sclerosing cholangitis (PSC),
etc. | and special presentations (anal fistulas, failure to improve after appendectomy, etc. ); @) establishing a
logical chain of imaging assessment from 3 dimensions: the bowel wall, mesenteric marginal vessels, and
mesenteric lymph nodes, with computed tomography enterography (CTE) and intestinal ultrasound each
offering distinct advantages; @) systematically excluding intestinal tuberculosis, ischemic bowel disease, drug-
induced enteropathy, and rare inherited immune disorders in differential diagnosis, integrating information
from epidemiology, serum biomarkers, dynamic endoscopic evolution, and precise histopathology. In terms of
treatment: () emphasizing the “treat-to-target” paradigm, with therapeutic goals shifting from symptom relief
to mucosal healing and even to histological healing. Drug selection should be individualized based on disease
phenotype, biomarkers, endoscopic activity, and patient characteristics. Mesalazine serves as first-line therapy
for mild-to-moderate UC; corticosteroids are used only as a “bridge” in the acute phase; biologics (anti-TNF-a,
anti-integrin, anti-IL-12/23) are indicated for moderate-to-severe patients; JAK inhibitors and sphingosine-1-
phosphate receptor (S1PR) modulators represent small-molecule precision options. Management of special
populations requires a precise balance between efficacy and risk, with vedolizumab preferred during
pregnancy, cautious use of corticosteroids and JAK inhibitors in elderly patients, and prerequisite antiviral or
anti-tuberculosis therapy for patients with concurrent hepatitis B or latent tuberculosis infection. @) For
difficult-to-treat and refractory IBD, a paradigm shift from phenotype-driven to multi-omics molecular
subtyping is proposed, along with dynamic non-invasive monitoring technologies such as Al-assisted capsule
endoscopy and plasma cell-free DNA (¢fDNA) methylation profiling, and integrated management model of
multidisciplinary team (MDT). IBD is essentially a systemic immune disorder; diagnosis and treatment require
erasping clinical clues and evaluating the 3 imaging dimensions (bowel wall, mesenteric vessels and lymph
nodes). The principles of “early diagnosis”, “individualized precision therapy”’, and “whole-disease-cycle
management” should be implemented in diagnosis and treatment of IBD, gradually shifting from symptom
relief toward mucosal and histological healing, thereby improving patients’ quality of life.
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=61, 2/ — 14 B 5E R (KR >37. 8 °C b
Z>90 ¥K /min | Ifil £ 7 4 <105 g/L | IfiL L >30 mm/h 5§
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TBITIPLOMELNIR A o BEAE N 25 Gl KRR I e 52
AU N RIELE AR BGRIT ISR
2.5 HFHIBD 89 948 5 4 4

G &R 5E CT I CT /M 155 (computed tomography
enterography , CTE) 7 IBD %9 PVt (1% 2l 4 1] Wr A IF:
FAE R P HLA BN, LI R B A v ) e
R RBHE CT AR AAE ST IBD B RIS o I PR SE B
HRE A TBD s LA B9 28 132 T2 B D) 138 5% 14 2 IR
PR YRS 4%, AT ST IBD RUI2IA . SE A IRIR I,

W | FR MBI AE | ZR IR T 485 3 4 4 i A H) B A0 TBD
(1) CT AR - R

2.5.1 BEMCTHG¥RA OBREE,CDZ
B RO PR BE R SR (R 5 >3 mm) , R A2
A 5 AR B WEAE”  UC W DL St R R B -
COREE IA e IR P B S B R R Rl 3, B R R
22<10 mm , P2 VERH O] W B s B A i e e | 280 2
BEV R “BYERE MU . QM AE , CD # LA i
AT sk B BRI AR S PR Can g - W -5
B - R IR PR S ) s UC /DI bk A8 5 848 (H L BT
ST B4 2 R AE AR R SR B B, R IR
S50 EHAR>6 om, I BEAR W A1 BE R SR . BB
LS S F1 4 o CD % shibl i B2y 254k, 230
Ry B2 B K S 2 B S s Ak, R AR R R T 2
UC U 5 45 Ay e e i R ) B e e

2.5.2 RIS CTG3RMN  ZFEZm
Yk AT A B HES 5 R i A T
ARG R EE  JE AR, TP LA e B AR K A i
fIE” 76 CTE [T KU B Il W o 2 AE S AE CD R BH PR
K 75%~89% , UC H 5 H B I 3% B 25 18 1ML A8 7 938 T
i SRR A E I

2.5.3 RBREZEM CTRZHERI CDERER
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FEI R B RE 70 07K M 0l A SR O BRIt 9 T I
B S RVAE 5 1T CD 9 A8 22 521 Botk sl Bk R 43 A L 3%
IR BT oAt v 97 RS B AE AT A A
A2 IBD IS F B, UC Z RETRRZ A ZE



http://aammt. tmmu. edu. cn Bl 7222 155 R 4R, 2026, 48(13) 1805

JEETR 2 00 20 L 1% 2 91 AT UL B s 435 b 25 L B B
Jir (TR Z R 18R TR G S Pk A 3 i S RE AR 5 1 CD A
FEEREVE S AR T WEFE N 28 LR B Al 215 1T
R BB 2K £ e N 8 A S e B
2.6 JeBEAL B K aEM A TR D LK

G IR i e 2 0 R R S g stk b
A5 N2 W R LA 4% . IBD HY 502 Wi R 40
PEHERR ZFh EA 1BD ARG PR RN A 2% -
2.6.1 BN WrngoCcsvE TR T EENNZ W,
T e HERR 5 IBD ALY R UL OGS B . Din %
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(abdominal cocoon) , P-4 & ML UL 4% T 20 i BE 27 3K
5 (T-SPOT) \Z5 AR (25 4% T8 R X 56 (PPD i 50 ) 23
G HIWr . HCH o S5, W RER 2 S5 %,
B IBD G IS A% R, B e 4 A% 10T 2~3 i)
PR B IBD LEG T . @Bt . 20T
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