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[ Abstract] Inflammatory bowel disease (IBD) is a type of chronic inflammatory disease with unknown etiology, including
ulcerative colitis (UC) and Crohn's disease (CD). IBD is not confined to the gastrointestinal tract but can also involve multiple
systems throughout the body. Anemia is a common and serious complication in patients with IBD. The causes of IBD-related anemia
are diverse, among which iron deficiency anemia (IDA), anemia of chronic disease (ACD) is the most common type. The severity of
IBD-related anemia can affect the patient's quality of life and the efficacy of medication. This review focuses on the diagnosis, related

pathophysiological mechanisms, and treatment of IBD-related anemia.

[Key words] Inflammatory bowel disease; Ulcerative colitis; Crohn's disease; Anemia; Iron deficiency anemia; Anemia of

chronic disease; Hepcidin; Biological agents

KAEVENI (inflammatory bowel disease, IBD) #&—Ff
B 8 B R R KRRV Y RS P A
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FERIR A G KA 8 A N G e, sy
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Il (extraintestinal manifestations, EIMs) , FH.J&7Ef A=
PRAENLEI A 52 2TE 25 . 2024 SR 72 2 B9 AN 45 i 4
2021 (European Crohn's and Colitis Organisation, ECCO) 3t
WPTFR Y, S0% I IBD /g ] B 1 R R LA 1 i Sh %51,
1 6.2% ~ 46.6% [ & 75 B 12 Wy IBD il 5 t vl 3L 1 4
KUL EJzhh R
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BRI i 0L 20 4 B 5 A 2 B4 A i N L 41 2
1 (hemoglobin, Hb) F&EAE, FEUMMBHIE AL
IR MRS . AREE A P AEZH 2L (World Health
Organization, WHO) 5, XIS bR : B 5T
Hb <130 g/L, WL (dE4EYR) Hb<120g/L, Z#id
Hb <110 g/L. 5¢T IBDAHICE I & 2 1) i i 22 AR
K (6% ~ 74%) , WIAES BHEAEAATL. ECCOfR, IBD
FHITT M A FEE 84 33 I (iron deficiency anemia, IDA) .
12V 3 1L (anemia of chronic disease, ACD) . 444 B,
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(interleukin-1, IL-1) .« FI4HES 2% -6 (interleukin-6, IL-6) . A
JEIRFERF o (tumor necrosis factor-a, TNF-a) A3 2 -M
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201,

IL-6 # I\ N il il Janus il / 15 5 5% 5 58 5%
W5 Al (Janus kinase/signal transducer and activator of
transcriptions, JAK/STAT) {55 1@ % B2k U 25 1 H1 22
M. IL-6 & B Th2 40M AT B WRdn i = R ), A
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i LA S A BT ORI B2 20 R A e ek 7

BAE S T4 e R 2k REREER. IR0 A0 e b Ik AN
RILLIFRERE . HT AR E BN 7 8UE MK
I AR K B4 AT e 2 5 SRR IRE, 53 n 7)== 5
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Hb. #4LEH{MWAE (transferrin saturation, TS) Z&48¥5
A4k, RVEAL 2 B & AR B 15 L. — A HD
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3.2 AW
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IFX) FIT i A 545 (adalimumab, ADA) 4 2 ix 824
FIE A% R 20 L ER] - 0 £ 40 0 AE B 4R 2 EPO 7
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PGy kb AT AR 28 40 B R - (R K7, g T 410
IR P24 SR, 291/3 1B X 5T TNF-0 23411
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3.3 ESAs

ESAs F B/ N 1A 21 23 M 4H M 3 T F0 4 0 21 40
G EEVERIA CRram iy i) k3. HafimK L=
HNBA A A 2 (recombinant human erythropoietin,
rHUEPO) i 5 8 132 Y, SE R IAIT - 35 VD ik
(erythropoietin mimetic peptide, EMP) i 75 # it — 3 lfs R
WHot. Hr, EMPRE H EFFR K — M T & Bk
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FH T IB D AH < 24 ML 1Y) R8T 222 7 38 in S HLxof 28 5 A=
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AT LIRAB PRI, & BV g B2 DA 3 4 H
1R, ROFEFEI 2L AR MZLLLA . SF. TS, 4k
B Z B, MRS N IBD AH G ML FEA R A N 45 . BE
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