602 B E £ %24 ] REG ANAT OPER SURG  2026,35(7)

http://www. jjssxzz. cn

- AR -

doi:10. 11659%jjssx. 02026003

ETIREREFANFRERBREE X R XEIBE K

* EBOIEE,E& B,E F (BEEAERE A R R E B 4 A GRS I DT 98K B 2 T AR
7% b, TR 400038)

[ E] BH SHEKSEENTEAEDER S N EERERE RN CHEE K, FiE DRL SRR
T TR IR 0 B4R (TMQ) , ST /I BRI AR A8 5 o 4R S o B 15/ R AR Stk BRI BRU B R 0B A 75 S AL, &5 B PR 0 B A A i 22 S 3Rk
LR (DEGs) , i 32 JCHE IH ; RT-PCR IR TF A4y G M B B ) ik 2 570 R R/ N BRI 32 B2 JE B R In , 215 2 |
5% )8 VT3 B S TP o3 B3 s, B /D BUR TR R A A ) )y o e Sl a7 L0 3% 11 4 7521 DEGs, Hih 2 276 b 35 1/ ,2 476 4~ 1
FH RV _EVH DEGs E2 w4 T AN 7240 BTS2 44 5L AE | b 41 i 2754 R B NF-KB&IL-nﬁmﬁ&%#mrifaa@ﬁ%
T M DEGs 2222 & 4 T3 S ALY BHA . AMPK {5538 [ . PPAR {5538 4 LA B 45 g 0 A8 16 45 . i — 25 R A RT-PCR S 3iF 8 43 &
K 3235 B I, 500 MR LL 4R S s 4/ BRORZ Ik 41 8 b g B A R AH G 23 7 ELOVL4 .SCD 1. FAR2 FA2H .GSTM1 mRNA [ 3235 T i,
CXCL1.CXCL2,CXCL3.IL-13 TNF-o mRNA 235 L, 22 F 8 HA G248 L (P<0. 05) . 518 AR Jm s /)N BRUBE ok 52 3000 928 AR o J3E
s N TS e AR Z N AR, R 'ﬁﬂ‘éﬁﬁmﬁiﬁﬁ%ﬁﬁﬂﬁﬂ’ﬁﬁﬁm AR ER 5 i ST A 1A DG 3 I B S AR L PR mT AR S R
ST TE BT A #E Ao

[ SE48R ] B2k s 8RB s 3 s AL 7 s AMPK {5 538 fif s PPAR {5 58 5 DR R8s S0 S

[FEHES I R758.63 [ XEktREm] A [WiHEE] 2026-02-01

Exploring key pathways in psoriasis development via RNA sequencing of mouse skin
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Abstract: Objective To identify the key pathways in the development of psoriasis in mice by using high-throughput sequencing of
skin combined with bioinformatics analysis. Methods Imiquimod (IMQ) was applied locally to the skin at the back of the head and neck of
mice to establish a mouse model of psoriasis. RNA sequencing was performed on the skin of the psoriasis model mice and control mice,
followed by bioinformatics analysis of differentially expressed genes (DEGs) to screen out key pathways. The expression differences of some key
pathway genes were verified by RT-PCR. Results In the psoriasis group of mice, the epidermal thickness at the lesion site increased, and
the scores of erythema, infiltration, and scales, as well as the total score all increased, suggesting the successful establishment of the mouse
psoriasis model. RNA sequencing screened out a total of 4 752 DEGs, among which 2 276 were significantly up-regulated and 2 476 were
significantly down-regulated. The upregulated DEGs were predominantly enriched in inflammation-related pathways such as cytokine-cytokine

receptor interaction, neutrophil extracellular trap formation, NF-kB and IL-17 signaling pathways, etc. The down-regulated DEGs were
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predominantly enriched in peroxisome, AMPK signaling pathway, PPAR signaling pathway, and various lipid metabolism pathways, etc.

Further verification of the expression of some genes by RT-PCR revealed that, compared with the control group, the mRNA expressions of
lipid metabolism-related molecules such as ELOVL4, SCD1, FAR2, FA2H, and GSTM1 in the skin tissues of mice in the psoriasis group
were down-regulated , the mRNA expressions of CXCL1, CXCL2, CXCL3, IL-1B and TNF-o were up-regulated, and the differences were

statistically significant (P<0.05). Conclusion The skin of psoriatic mice is characterized by excessive activation of immune inflammation

and widespread suppression of lipid and energy metabolism. with a vicious cycle of interplay between inflammatory and lipid metabolism

pathways. The pathways and key genes related to lipid metabolism can serve as potential therapeutic targets for psoriasis.

Keywords: skin;psoriasis; RNA sequencing; AMPK signaling pathway; PPAR signaling pathway;lipid metabolism;immune inflammatory
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