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[Abstract] Interferon regulatory factor 5 (IRFS), as a class of key transcription factors, plays an important role in regulating the function of
the human immune system. By regulating the expression of cytokines and chemokines, IRFS can affect the inflammatory response of a variety
of immune cells. Many studies have shown that the dysfunction of IRFS is closely related to the occurrence and development of a variety
of inflammatory diseases such as systemic lupus erythematosus (SLE) and amyotrophic lateral sclerosis (ALS), and that IRF5 also plays an
important role in the malignant transformation of tumors and immune regulation. It has become a high-profile therapeutic target in the field of
drug research and development. However, it is still challenging to develop drugs to precisely intervene in the IRF5 pathway. This review deeply
discusses the important role of IRFS in regulating immune cell function, and systematically reviews the existing intervention methods targeting
IRFS5, in order to provide some reference for the development of IRFS5 inhibitors for the treatment of immune diseases in the future.
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Figure 1 Structure of /IRF5 gene
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Figure 2 Structure of IRF5 protein
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KT —R 84 IRF5 mRNA Fl CCL5 siRNA )44
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119 (CRISPR/Cas9 ) i bR PYK2 fig % Jik 55 g £
BERIT IRFS (3005 S AR 96 40 B R 1 7= A 190,
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JEANARE DC W IRFS Bk %, HREA R A5h
JL i 2R AR AN U R TRFS AR fhad 72 .
{HATE )2, YE6144 15 FAA% 41 il b % NF-xB #Y
MsER A R E R, X3 YE6144 HAF
PEBEE I IRFS BMRAL I AE J1, A4 i 25 i
NFE-«B Hy7E BP,

£ NZB/W F1 /NS R 7F SLE ek ) BLHET
s EUS i YE6144 2 s 3] [ B ik rs 4
MRS PO AN, YE6144 78505 K AE 5 BEA 5Um
il B S R T RE RS, $EUR YE6144 FEiRYT /IR
SLE Jy TH A9 9% 75 1 FH (8L LA B2 I &2 IRFS il 570 4
SRIRYTT AR ML SR 1 T AT

Boeszoermenyi 25 " i H —Fhgr B ] IRFS 3%
TEIRYT SLE M7k, Sl P alia WA b5 g ik
F %15 W Bt 4 (solute carrier family 15 member 4,
SLCI5A4 ) #HH /F A A9 TLR i fid #% ( TLR adaptor
interacting with SLC15A4 on the lysosome, TASL )
FELWT TLR7/8-IRF5 1551 3 LABH 1L N U#AR 48 52 07 1Y
&' Feeblin (4) BT TASL 817K
S, {EXS P E SLC15A4 T B35 5 . F R848
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KA A R A b IRFS AO30HS A& TNF F1 CCL5
(e M FEEAC N B 4, Feeblin AT 3 & F#AIK
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BEAb, Cui %5 ™V HEFE & B, B A O i AL AT
T A A P 5 Dectin-1/Syk/IRFS 15538 4% 4 411 i
M1 G20 fO i Ak, DT 2% figt 5 0 240 i Deectin-1
i RBGI RN I RE R, Pk, L B
Dectin-1 F&ik R d/ IRFS #4356 520 M1 4R
PR At S — AT AT 3R A AEPELEIR I SRS
4.3 Fi# IRF5 A EA

W IRF5 263K 19 siRNA FE 5 H#E 5 1&
LR AN e 4 B B N TR G 5 5 =g 1 i B
IRFS RARAM i -0 P45 A L0 47 i LABH I
IRFS 528 R A EAE

Weihrauch %5 " JF & T —#h 44 M IRF5D 5 1H
BRI, HF SRR T IRFS C A i ) — R k45
¥4 3% )7 31 ELSWSADSIRLQISNPD, i i 4 22 %4 I
B KA Z RS IRFS iR Ak A i R 1L 175 15
ik (ELDWDADDIRLQIDNPD ) . X} TfE H &
RGN B AE (55 SE R /N, IRFSD 5 IRFS 454
J&i Al A IRFS 238 ) 40 B AZ S 60, N 3 5 o
I JIE S AE b 25 0 40 I (B 25 B 29+ -1 (intercellular
adhesion molecule 1, ICAM-1) FEik Kok 3% N B2 4
AR LA e ke L % i 1L A I S O TRt
IRF5D {HY7 AT A3 20T il 22 Ge A j i /N BRUA O IL 58
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