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[ Abstract] Psoriasis(PSO) is one of the common chronic inflammatory skin diseases in clinic. Many fac-
tors such as genetics,environment and immunity can induce or aggravate PSO, but its pathogenesis is still not
completely clear. Studies have shown that immune imbalance is closely related to PSO. Macrophages,dendritic
cells,keratinocytes, neutrophils and T lymphocytes are all involved in the pathogenesis of PSO. These cyto-
kines secreted by immune cells involved in the pathogenesis of PSO interact and form a complex inflammatory
network that continuously affects the growth and differentiation of normal skin cells in patients,leading to the
emergence of typical lesions of PSO. Toll-like receptor 4 belongs to the family of pattern recognition recep-
tors, which can activate the inflammatory pathway by recognizing lipopolysaccharide or bacterial endotoxin to
produce inflammatory factors, and then trigger the occurrence and development of inflammatory reactions.
This article mainly expounds the research progress of toll-like receptor 4 in the pathogenesis of PSO,and pro-
vides ideas for the targeted therapy of PSO.
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1 Toll #3Z K (TLRs)#ER

1.1 TLRs W% 53066  TLRs @ TR KRR 2
R, B — 5 SR, 1B — M REA,
TLRs M2 4 i i &b & 52 2 R 8 &2 )7 51 (LRR) | 5 i
X 38k CTVD FfL N A5 5 32 i 900 6 390 g 7 2 1 CTIR) =
TR, HM Py TIR 25 & BUBE 0% 5 88 FE 7t 7
88(MyD88) 4k A, if 1M 3l i 45 A 11 41 Ml Ay 3 (1L)-1
ZAR KB IEE 4 (IRAK4) ¥ 5 IRAKL fl IRAK?2
A TR A E3 2 R % 1R 5L 4 MR RS A A2 1K
MR 6 (TRAF6) , # 1 ¥ 1% T i NF-«xB ik 72 .
MAPK #4880l i TAKI-TKK-8 4h 4 g TFN 3735
T 5(IRFS) s

1.2 Toll HEZERFI A G /A MRYEA F] 1) R B 5
SEANL FEANARINA 10 FASTRI Y Toll Az 44, 76/ BUK
WA 12 FE . R A TLRs g 9% 51 5 A [H Ay
DAMP & PAMP, H:th TLR1 fl TLR2 ¥ % %Kik 7E
I 24 L AR 5 R 200 L 2 1T, O A S IR, T 1R
S50 YA 7 L A0 A s AN T AN R RE ) R )
BRE MY, TLR2 kg5 TLR6 3 [FAEH 2 5H 5
K [ B A0 B0 Y PAMP, TLR3 3% 3 4 1
DAY ST P9 R A0 i P S L, 2 5 100 5 90 o A A A G
AEE RNA, TLRA 3257 40 76 B g 240 A B 298 R 41
JL b B 240 LR P R A B SR T, U IR 2 8 (LPS)
FEAEH BE— A R . TLRS 3875 fi 1 6 I8 | i i iz
JR 5 1 R AN 3Rk i R N E i EEAS S
GRER ., TLR7 1 TLRS 7E 40 i P4 52 14 F0 75 Bl 4
1 %3k L BB U B S RNA, TLRY WA LA 5
417 DNA Z5#g b g Ak B 364k CpG WU,

1.3 5 TLRA MHXHEZHEEE  1ER Toll FEZKAK
T B LA B, TLR4 45 I\ 4 55 1 10 240 it 0 e 2 s 4
it A % A gk R 2 DA S O A RAE | Y R
R EEEE A AN, TLR4 EEHG] LPS I
VB B 3 — 25 i 7, 2 T 2 F 9 E PR 19 40 0 5 v M
M ITE L ISR RS . TLRA 15| LPS (95 S & 1% 4
R MyD88 Fil dE 4K i MyD88 Y 2 A il i i&
P AR MyDSS Al %, B LPS #%7% B9 TLR4
FE B 558 — X2 3k & Toll [ 2 1 22 ek iy 1%
EH (TIRAP) #1 MyD88 M HAEH . TLR4 454 ) TI-
RAP % 4 MyD88, MyD88 i# — 4 45 & IRAK1 i
IRAK2,JE i Myddosome" '™ , # 1fi 5 TRAF6 #H H /E

FH 0% T NF-«B.MAPK F1 IRF5 3@ &, 4k
A MyD88 3 B KA 8 TP % TIR 25 b 3157 4 2R
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BT B NF-kB #00G . 1 NF-«B i 42 59 5 ] 34006 X
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P 2 R 200 0 | 5 40 R 0 R T 40 i 45 1% 3 A L
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2 TLR4 5 PSO W& 5%®
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2.2 TLR4/NF-«B % miRNAs i % /E/H  PSO
KR FEHOIA 5 PSO AH 5 55 47 55 B 4 1 1) ) o3 T
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miR-489-3p Pl il . [l B, % BF 52 8 8 T miR-489-
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155 PLER G X H o GE SR A7 0F Al . 45 SR W, miR-155



HREGT A 202642 A% 42%% 23 ] Mod Med Health,February 2026, Vol. 42,No. 2 e 419 -
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T TLR M5 MIP2, MIP2 1% 1 /N BRI
240 M & MyD88 1 TRIF 4K #i 1 LPS i S 14
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PR 105 P S 28 R D I R A5 AL o O R TN .
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5.2 TLR4 #0570 78 K Bk B2 0 o 36 97 W% )
TLR4 R 5 PEAHI0 TAK-242 G898 5 TLR4 LA
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