E TR RNA Wit 52 5% 5 R EA 5

RHE T

Xk, XL, R 2 e T

L {IWMERAE a5 B TREZEE, RN, 2. tRINTTRERBERIRAL, RN

i El

AT SR FH B2 i S AH I R BOR i dr B2 il 57 98 (allergic contact dermatitis, ACD) FZ i 97)%
WINERHE, M Gene Expression Omnibus (GEO) #KHX GSE267929 ##E% (9 fiil ACD. 12 fiilfg
FEXTHR, 45,942 NAAL) |, SRA Seurat v5 SERRFIS. MRAERIRSHMIERE, }H45E GSEA ERE
B R THI, BAZAHEFRIEE CellChat BT M & AR K 2 Z M {7k a2 Mg, 45RE
e HERE 14 FMARREY; DASFEARMEREI S AL, AHEISRA Wilcoxon FEFIFEEE, ACD FZiH
IEE T4 (5.77%—40.27%) . HEFE T 4AAE-5S NS0 JBT RCA Af A3 S 38365 n, Th 4 g &2
FRAR (39.00%—7.12%) (¥ P<0.05) ; IFN-y/axN., &HBEMPEN T 258EK 5 E =%,
E g2 R NF-xB-STAT-IRF fRIEVIEMLE, BCZAR0 AT R IL-1. TNF SEH7EA AR B o,
CD40LG-CD40 M#H#4ir, CXCL9-CXCR3 N ACD 4HMf; B &1EH ik CD40. CXCL9 ZE
RO EEA, &5 ACD FZ#iPA Thl BUGgiEfb. ABUERAIMIN A CD40 &Ry HiE 218
SF EARHE; R RHESRAR BRI ELER, 7O0IAR ACD SR ifik (5% 1
SRS, A REE ICHL R R LHI SI6 T ¥ R

SR | AR ZE; BRANAE RNA MR, SPEROAEE, T 400, MU R
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‘@ O]

7% (FREESZERERZE) 2k A BRAL M Bk

12]= SR 90%~95%, HH ACD 2 5 HRNY HRE ki iz
RKHT 20%~25%, TE—MABE RSB0 HE Y
B 57 98 = B BN 12 B W B =2 —, T, IR R A 57 98 73 R IR 4 e R

2 B ULATER D 5 BRI A M B R 1 2 i 2 #¢ (Irritant contact dermatitis, ICD) K2R W P43 fi
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MRz 9¢ (Allergic contact dermatitis, ACD) . ACD
EHEE SRS T ARSIV RS BUR B
BRI, HCARIR B S SR B R N S0 2 O 55
R4, ACD W RERME. BAEAE, AlERIR
THBEFELWAETER R, HZWIRBEn %, 6
I7 ARG SR S B B i 28 55 AR B 32,
KR 2 22K, Hikz2e, AR T
PFEL, WGRFERIIARGRFE T

FRIRA B 32 oA DU A, BAAS DU 4R S
HER RN, T M. EVE4IiE. B pk
S A i S5 (R4 RO B TR R AR . A UK
AL YRR pEReE, e B Y [ e RN 4 A,
TERE M- PR B2 B AN AT R IL-1. TNF-a.

1L-36. G 3 R bk B2 4 AE i 22 (TSLP) PA K. CCL17.

CCL22 FEIR\MEIAF; B IURT4i S Bz
RAIAE . APRGUR S IER RS IRk ESs, ¥
ERIGE T MAHEEE R Thi, Th17 FERN LR
b N HiElZ T IR AR, 5ER
Y A5 B8 R A R R OR RE. 78 ACD BB S
BRI B, LIRMMAER. TEIRAS Rk iRy
Bl KBNS RAEGSER) HiXfhEMEEAH
SRR 5T RER i, AR B AKX
PAZY %, fERRAf D $R R RAZIE ACD R
AR A R, IRk S S M ENER, Ff
PRI LA 7, BB T ERHIAIN ACD
FISIEIR T o

RE ACD WABURRREZRC ) ZIAH, H
FEWRAE R 2 M A s i B 2k 38 B, HTE ACD
BRI B, YERERE S A R A4 A ()R
PR ARIIARIE LI PR NEEI RGN, £5
R TT R T HLUKER M b, ToikfdtT
B $53 PRI (] 200 AR 2SS 8 1) S JB P AR 4 e [ 3 L PR 8%
ISR, Al AN FEARCERBR. BHid
B SOREE R o SRR, D i R R S %
NG T BT

2025 & KT Journal of Investigative Dermatol
ogy HIBFZXHI FH A7 IR R & ACD, ICD FIfE
W HR Y B2 R AR AR A T B A A SR AH U7 (GSE26792
9), AT ACD TSRO RIR ML T E SR EHR IR 7
AWFFAREE: ACD R ELE DAREE S i (A
IS T 4HAf. A B AR EEASER-T 4
e THEE 2O A% O A R A R e e ek 2, BT X
{Bi%, ARFSHFIA GSE267929 ¥R ACD S
FEXT R scRNA-seq £33, K% FH B4t dE Sk it
GSEA JBISE 4. TRRUST #RK 7, Alszik
HIRIXE CellChat 73 4HIE T T M FLAEE & FEIRITE
DR, ZE ACD B RIEHOIAERHAE, J
W e ide o F R I 45%

www.bsjn.com/mhcp/zh_Hans

2 MRS 75 TA

2.1 BHERIE, BN RS 0EA

A B 5E B HE kR B NCBI GEO %} 47 &
( https://www.ncbi.nlm.nih.gov/geo/ ) 2 FH

GSE267929 ##E 5", % EHE &I IR K2 1
ACD BEBAA, T2 e RSN EEE LA A
TRSIG ME Rz fl i f7 28R BB E e DR PR TR
—THE (squaric acid dibutyl ester, SADBE) £k
IR, Bl AR R — & JE 4 AR [R] B kR L
7AlMiECE SADBE (BSIE#UER M) | + —hikk
IR (sodium lauryl sulfate, SLS, 7S HIBM: <
RO FIPAEAEAA (FAPEXTAR) RUBENS, FHFORBEARR
AL, MMAER —32IE NFH1TIES ACD. ICD
X IR

BHREII & 212G EH, B 944 SADBE
OB R NSRS (9GS P1-P9, 1EN
ACD #H) 1 12 Af@#FEERE (4S5 CB17-CB48,
HAER I I E X RREA) o 21 BEEEHRHE 9
%y w124 Hh ACD B 44, LS
%, NEHEBM 5 4. 2 74 ZIE R
BN, JREE SR % MeSH THZRKFHITN B A (Adult)
Hrhfg (Middle Aged) 2451, (HARAFFZENEKE
1, BENG 5 51 KRB A2 8 8 (ACD 4 7 4)
BEES (ACD 4 2 44) . FHAE, ZXZIAERE
RRIP, RGP EHRCIEZE dbGaP, GEO AT
BIEASEREENEARERSZEANHAERE, BUE
WU, g B At R St F 2918 e T Bkt
RORTRE, ARWFZE N R, FRICTER LT
B,

SADBE iR = (drop volume) 7 2,
38 8; WURBEMNG®EL 2 X, SADBE i 0.0001%~
1.25% M2 MKE, WEEUAS SLS BEM EIP IGEK;
PRIV 2 RIGEMEY 2 RISBURMSN, 55N 2
R WRE 2 RIGEMHY 4 RidBUR N, TS BUR Y
F%AZ, DA SADBE #U& SRAZ H BRI R AT ULHY TR 2 A
N, FF AR A 5 57 (Lesion_visual_score, 0~
2497) MZEESR (-, 2+ + ++) TERHEMR
¥, PERBUAIRALTCIR ML, 240 B2 R DA B R
HItAEIKSE (suction blister) (EEUMF, EOMEEH R
[ER R BRI AR, B A R R 7% (inDrop)
i3k, XA Ilumina NextSeq/NovaSeq Z %Il &

(GEO ‘F& GPL21697; RIAEHELARERE, £5H,
BER=HERER KRR ATTEREDE,
T EIME B H L,

2.2 BAR PSS T

i/ R4.5.1F1 Seurat vo TL#T A MEGE 7
Mr; ATHEZES S Seurat UEES T TRARE Y, fE

https://doi.org/10.68070/n1kv7s88
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FrifE: B ARAT IR R 2L 200-6000, ZRbi AL A
FEfil< 20%, BE/EE TFRER (NormalizeData) . &
AR FL[R 1% (FindVariableFeatures, nfeatures= 2000)
BAEAE (ScaleData) . PCA f#4E, UMAP RIfL{L

1582 (FindNeighbors, FindClusters, resolution= 0.5)
2.3 A R 5 T AE A 7

T E MR BIFRIC R R T FaERE, +
ZhncE RS BIRA A BUE R4 (KRTS.
KRT14, TP63) . 7 {LAIMAFIE A (KRT1,
KRT10, KRTDAP) . {HLA A PR A (KRT6A.
KRT16, S100A7/8/9) . CD4" T #iiffd (CD3D. CD4).
CD8" T 4ififi (CD3D. CD8A) . ELME4ififl (CD68.
CD163) . BRI (CD207. CD1A) %, Xf
FE T R TIC R 57, ERTHATARE L, =2
FLR %, PCA. UMAP F1822% (resolution= 0.6) ,
BT FindAllMarkers tric B[R & 8 75 2347 B 8h ik
R, R 8 MIEAFFRICHE A% (T _activated, Th2.
gdT. CD8_effector, T_naive. CD8_activated, Treg.
T_proliferating) , & #157r= VLBIFRICHE R FE
log2FC, eG4 fem R E N R TERE, (Y
A ICEARICE R DT 24y, siEHESR
B MMRT RIS 28 1.5 50, 77 RNZ
EERE; BNIZRIIRICHN T other (AR
R AT HAE NN KC_other) , AR, AR
TR AR TIRIPIRS A 7y, [ 7 DIRESHRIE
FL A% (KC_basal, KC_differentiating, KC_activated.,
KC_stress . KC_apoptotic . KC_proliferating .
KC_inflammatory) . 4HMIEAY K T 4HRf. MABUEK
AHRONE LA LA 35 DA FEAR N ELB g oA e fir, 4
] HL e 5% FH WU Wilcoxon REFNKG S (TC&h N S8 G
Wakeds, RSN R AW IESL AR IERIESIERD ;
bIREEAI L R TR R, IREREZE LK
FIER P 1E, MHRGERIENRELS R,

2.4 ZRFIEER S GSEABR BB OHT

L JRIKF I ZE T RIB MR AV AR AR R
BHIFEAIKF (pseudo-bulk) Z3H75RME, DLBEGK:
BN A Y EE SRR EESR

(pseudoreplication) : FZFEAKIE (orig.ident) K
JRIGH RGN 21 MEVIFEREA (9 il ACD. 12
B A B ) B AR AR K S RIS FE M ( pseudo-bulk
expression profile) , f#iffl edgeR fUtJ%: DGEList,
2 filterByExpr [RERIAILIE, TMM triffbig, PAGY
R =T glmQLFit/glmQLFTest £&55 7 DA
BH {EMRIE, EMRENRIE P{E (FDR) <0.05 H
IPEE log2 552 1K[>0.5, 7 AR RY ) 22 T Rk 7y
MrilifEH FindMarkers %8 (Wilcoxon FRAIAGLE,
BH ZIE) , X 6 RiEZifkAY (CD4 T 4HH.
CD8* T 4Hffl. E MR, M2 EWEAAfE, BARS T

https://doi.org/10.68070/n1kv7s88

4HRf, EL KC) #1704, HERMH T /5% GSEA
TR E R,

f#iF msigdbr B13KEX Hallmark (H 2§, 50 /MJ&
R4) "R KEGG (C2 2% CP:KEGG_LEGACY)
HINEE; KEGG B REIES S HEWRE ik, {#
F fgsea B AT H A £ E £ 7 (Gene Set
Enrichment Analysis, GSEA )  ( nperm= 10000 ,
minSize= 15, maxSize=500) "2/, PASES log2FC HE
FER LR BRI, 1% padj< 0.05 H NES> 0
(2 IR

2.5 BREFERSHMDERI T

ffif enrichR H/""%}#% TRRUST_Transcription
_Factors_2019 HE 14, XA AU A B3 I
FIA (p_val_adj< 0.05 H avg log2FC> 0.25) #1754
KR TFEESHN, % Adjusted.P.value< 0.05 [T
FHRN T, BT Topl0 Rl IA 1 K H g e
FERF I 12 I 2%

(1) BESZRHLFRIR T RARSZR L RIS
MrIPAG AR EDE TR, i AR o AT %
BRIAE, DBRRASH SR BRI, &
T ACD HHESCHR> 7 EER 48 X B AH S HESZ A6

(R4 7. BT, TNF BRiE.

SFE) , Heb 46 MEARS 2R RIIFEE T AR
BAREIRIEME (IL17A. IL18R1 3 AIHBELA, 32K
FERARK HTHERR) , HXIX 46 X JC it i fs 2
R, 12 ACD A5 A IEAN, RlitE
G —FLRAE R IR 5 —SZ IR R
fERBI R ERIK (log FRIBEILERE) SaRIAHM
Pefil, WEFRIRIE CYBUATE RGN, 2K
TEFR IR AP R IB AR EEf$59>10% (min.pet=0.1
0) BFHIEIKBLAR-SZ AR - A r AT B/, HE
VESRE & ONBLAR S Z AR FIA R, A Nlid
N0, I RIS B E R, gl
755055, TRH, RFRECZIREE—F
FEUATERT. ZMAIEE (B AE - B0 W7im
fii4, 41 CD40LG-CD40,

(2) CellChat ZZXEE: A XIGUE, FEH
CellChat (v2.2.0) MZEA: 2517 ACD H5X
HREH A AR A N 432, BT RIATHERE Cell
Chat M, R 528 N RECZAEHEZE CellChatDB.
human ([R5 7 W6 B4 55 40 A2 ez i 2 B
PAMI A CD40LG-CD40 FHEflKER) , MKIR5E
RO RISHEE R SEZ R, BT EE-EEEEM
LRI FRIR 8 (BUKTI{E truncatedMean, trim=0.1),
T EIATHMER A population.size=FALSE: DAYt
FIEMER AR LS EOIAY, AT ARIE R T L,
F£ LA min.cells=10 i JEFHH EL1E,

(3) HFREBIESE: CellChat 31 )& TEI%IK
HERE R, MmAEN 2EDENTCRImE, KiE

www.bsjn.com/mhcp/zh_Hans
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HIARECSZ AL RIAGE RS ACD SIENLH], BT
IL-1. CD40. TNF =%k HinEEH, IHFESKIBK
N R R B AT & S 08 IR 42 8L S IO DI RE MR BE 52 /R 41
& IL-1 R IL1A, IL1B 5EE5ZKEEY
ILIR1+IL1RAP, SIFRTCHIANGESBIFEHEZIA L1
R2 PAR 1133, IL36. IL18 %5 IL-1 5% R AK;
CD40 & IR B A B RZ i R B B./E CD40LG-C
D40, 5IFR CD40LG 5%AEMFMAHSE; TNF &
LR TNF SHEHMDIIRENESZ (A TNFRSF1A. TN
FRSF1B, #:if 5 XMECSZIR, 725l E0X 5 XAl
TRIE A5 B - AR REAT @ THAE 2 (prob) MEATN
HIFFNLLEE, F AR A E- RN 7E A IE TR
BER AR R E H &S EMEHE T . X B SZ R
HXAT 6 MRS R MR E R IA 267,
AFRAEHEERSR P H,

2.6 RIERLERTE (LEREITD)

MRS STF R R TR i DR A (1)

Z R E RS> (de_score= -log10(p_val_adj)x|avg_lo
g2FC|) ; (2) GSEA leadingEdge HIUZITS);
(3) BT HUELAATEM LS degree 151, (4)

fZhZ5185; (5) thIAIMHCERTES), 56 (5)

A. HBESEEYERE (n=45,942)

10

HFHET T MM ATIRTG N T bR RIA
FEREEAT RS0, BXET 10 DERSr, RA Sl
ngshot' HHEWT 3 (L FIR (BT B/ VA RSO 5 32 el
&, AR EER) , FREEE—&KIE RN
thIE], BEE TS SRR RRIZESHIEE Pe
arson tHIERE GZREAIIER[f) |, FHRAELEXE
TENZAERNRIGEUE, KB R L NE, i
BT (RRAERE) EmIxgErr, S4EE1H—
HE 0-1 JEEEEIE FIIME, i Tops0 %R
HH,

34558

3.1 ACD Sz B4 U S 4 I i

RGN 45,942 DM, RN 15 DMK,
Ry 14 Fhaffue A (B 1A) . FEMMuE ALY
AHROECHEE v B A PO A, B A R
JERAEffY. CD4" T 4Hffl. CD8" T 4ififl. EmEdH
M, M2 BRI, BARSDOTAIRE, RRer4E4ii. ™
FZARfEE, ACD 205 0 BRZH AR R FERH T 22
2 (B 1B) .

B. ACD/ASIIIRHES T

10 E e

DCs_Langerhans

DCs_other

5 Keratinocytes_activated 5
Keratinocytes_basal

» Keratinocytes_diff
Keratinocytes_gland
Keratinocytes_other
Keratinocytes_stress
Macrophages
Macrophages_M2
Melanocytes -5
T _cells_CD4
T cells_CD8
T _cells_other

® Control
ACD

umap_2
umap_2

-10 -10

e 40 5 0 5 e 0 5 0 5

umap_1 umap_1

[%] 1 ACD RZineadipfust e R, A: 14 RIMRRIERE UMAP B (n=45,942) ; B: ACD H5X R4 UMAP
&3]

(2.18% - 10.62%, P=6.60x10" 4) K& M2 BIEHHEA
ffl (0.34% —11.41%, P=1.87x10" 4) JREEWZ;
CD8" T 4HffILLf | 2 m=ia®s (0.12% - 4.44%)
HHAREFRERITZEE (P=0.064) , BAMEIUT
YRR LI 22 SRR TE S R X (12.92% - 6.84%, P=
0.148) ; MBUERAMH, TEMASIFIR R M BUY
SRR BB S B i, T B S B BB AR

3.2 IR TIHRE R

AR LA o7 B DA FEAR N ELB D A AL, 1F
X5 EHARER S E 7 e IR R A LU
BAREME, HRRH Wilcoxon BAIKEK:, 455 2R

(B 2) : ACD FZ#i# cD4* T HE LB i xR
HI 2.13%TEAEE 18.23% (P=1.36x10" 5)
T2 12 T 5 00 B S 2 Y 0 R A B 2R R s T 4 i

www.bsjn.com/mhcp/zh_Hans https://doi.org/10.68070/n1kv7s88
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A. SHMRAELLHIHESE YRR
1.00 DCs_Langerhans
Keratinocytes_activated
[7 Keratinocytes_basal
=075 H Keratinocytes_diff
= R Feraineones g
1450 [ Keratinocytes_other
B2 Keratinocytes_stress
=21 Macrophages
0.25 | Macrophages_M2
Melanocytes
0.00 T-Sele-cbo
: cells
Control ACD T cells_other
B. REHIERIAHELLE (Wilcoxon)
DCs_Langerhans | Macrophages | Macrophages M2 |
100 125
o o0 100
50 P=0.15 40l P=6.60x10"* gg P = 1.87x10-*
e 12.92% 10.62% 14.41%
S 25 4 6.84% 20 . é 25 :
= 2.48% : ol n2du ==mem
e T_cells_CD4 | T cells_CD8 | P &
8125 80 & v
2 100 ©
& 75 5 60
so| P=136x10= 4o P =0.064
18.23% 4.44%
20
zg 2.13% é ol_naou R —
S Q o Q
o°<$ ¥ 00&\ v
= 2 HMERBUA R E . A BRI EHIESE; B: SEdiiRiEFE A
3.3 ZRRIEER IL1B BAK Th2 #4fk AT cCL17 ML HIE 5 T CD40
Y Y S :H: ‘§ = B = N
i G, 2 7K S Eﬁ*ﬁﬁ'\]ﬁiﬁllﬂ@, N %, Hr SLC34A2 HIATREHK (logZFC 6.11) ;

JRZERRIZRA edgeR 7347, 8271 MEERIEIT (KR
kI BEHE KRG, 1% FDR<0.05 H|'F1Y log2 15k
ZEfb> 0.5 FHEEH 1329 MNEEEFRRE, He b
Vi 681 1N TV 648 1 (& 3A) o VAL DA%
ATECS AT AR S TRAEH, BiE MMP12,
GZMB, GNLY. F13A1, ITGAX. S100A8/S100A9,

6

A EREEKUE

AR R DUBR RIS R S ZEHICER v E, W
MSX1, DPP6, OCA2, PAX3, SOX6 %, 5 ACD
B rh R E M LB N REREV &, Top 2R ERTE
BRI RIAAE R, XREERFEER
WEANAG, T 4HRANTE LA B s S RIs (&
3B) .

B. TopZEREEESMAMNKBIRRIRIA
-

ENO1 -
e - -
KRTS: | |
KRTDAP | -
5 AP0l ——
S100A4
LAPTMS L
PTPRC -
4 KRT15- . | |
KRT14
= KRT10 1
[ PERI -
2 BEM cxcLia - - i score
=3 3 Lvz
53 I%g HAR . g
LCP1
io” T SH3BGRL3 = -1
y nrﬁg I
2 PFN1 - =
1L32 ]
IFITM2 | .
""""""" CD52 | |
ARPC1B -
1 $100A6 =]
SRGN | |
coTL1 - .
FLNA |
: : CFL1 |
%o 25 0.0 25 50 & & Y k3 g FONE 9 &5
AU e L LR S S S R S
gy f&if )fo‘*@‘&xf &fv’g Y FLE FLE
& & ¢ ¢ & ¢ f 49‘& «

Fi310g2{Z#ZE{L (ACD vs Control)

5 3 ZRER T A ZFHEREKILE (LLfa=_11E, FH="T1, B{H FDR< 0.05 Hlavg_log2FC[> 0.5, Hfi>-log10(FDR)) ;
B: Top ZFHERES LT ZRIEHE

https://doi.org/10.68070/n1kv7s88 www.bsjn.com/mhcp/zh_Hans
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3.4 TAMYERRHME (ETHcER SN E3ME
ba )

METAE T MR TIERA Sy, 58] 10 MR
K, EThRdEREREFEHITIER, RAESEH
7 DEEEE (B 4A) : T_activated (531X CD69.
IL2RA. HLA-DRA, J&{CIEFEIRZS) | T_proliferating

(FFEIX MKI67, TOP2A, PCNA, HFHIEEL) |

Treg (31X FOXP3. CTLA4, IL2RA) . T_naive
(E3RJA CCR7, LEF1, TCF7) . Th2 (F&RIE
GATA3, IL4, IL13, CCR4) . CD8_effector (&%
J& GZMB. PRF1, NKG7) . gdT (FF%*JX TRDC.
TRGC1) . HZHRHNE, LR 8 NMEAHRICE
[KIEH, CD8_activated R NE—RRAIRAETER
(XFEH CDB8_effector FEHRBHIIRMILITED) , #il
LR 7 DFEWEE; AR R ERE AR IR AT R
ISR FHH N T_other, REUEEFFHTLREEAN
T_other,

DAEFEARN T A8 (BFHE D N E
FEAR BB ARSIE, FFE) . HiERA Wilcoxon
FRATRR IR (L RELL B 347 2o, ACD A T AL

A. THERIFEFUMAPE

5.0
25 CdD_I_8_effector
~
A %_activated
£ Tprofiferat
roliferatin
€ o0 ™ 9
Treg
-25
-5.0
-5 0 5
umap_1

BrARR R ER B RZE (B 4B) : T activated YEEEEL
Bl AR 5.77%F+E ACD 4HHY 40.27% (P=
5.44x10" 4) ; T_proliferating i 1.04%F% 3.40%
(P=0.011); 5Z BT LAY Z, Th2 SEREH 39.00%
FE22 7.12% (P=1.36x10" 5) , LB NEREZ
MINEEE; CD8_effector i 18.64%[% % 4.86%, Z &
REFIRFIKFE (P=0.050) ; gdT (9.46% — 15.28%,
P=0.199) . Treg (4.36% -7.23%, P=0.476) Al
T_naive (21.73%-21.85%, P=0.917) LLBIAILHIA]

SHTRIUT LR, FRAIANE, Th2 i
£ T 4R Ar T EeB] (DA T 4B RRE,
5 329 cD4 T 4HMTEERANA A F o5 bR (DA
SR R BIFE (2.13% - 18.23%) JiTAIAH
Ko MITTELER B SHERIEAHEE], #E p{EME
[ (3397 1.36x10° 5) FHAFRE—Z; PEM
ENRWIT R ) 9 Bl ACD X 12 Filxfid (3
108 NMEARIN) | HEAREIE 2T EHEESNE 1
ANEEX T RE R, XYM Mann—Whitney U 4ilf &
SR 1 A1 107, AR FRRE X U 5 (108-U)
KRR, [RmZaHAHER P {E,

B. Téﬂiﬂﬂﬂﬁtbﬁﬂﬂgﬁm’ﬁ]tbﬁfi (Wilcoxon)

CD8_effector |125 gdT T_activated |
200 100 150
P =0.05 75 P=02 100| P =544x10-*
100{ 18.64% gg 9046% 1528% g 40.27%
5 T7%
of =wi= age% 0| =mws % ol 247 é
T_naive | 30 T_proliferating |200 Th2 \
150 150
— 100 P=0.92 P =0.011 1001 P =1.36x10"°
S 5 21.13% 21.85% 10| 4040 340% 5ol 39,00%
=y - o . SE U 702%
O Treg S
re O S O S
100 & v & ¥
75
50 P =048
7:23%
251 4.36%
S —
o> Q
00(\\& v

< 4T 4HREEREDHT,
A: T ZHfENERE UMAP E; B: £ EAEE ACD A5 IRAHIILLEIZE R (ASFHEAN T 4HiELLEI0 847, 23 Wilcoxon
FRAIREER)

it — AR Th2 RV IESDIRE, B 5 MIE
FELLBI S 7> FRIKA BN DAEE . TEREAIK,
Th2 YAES T ZHAAYAE N BB X BREZHAY 39.00%
%= ACD #H Y 7.12% (Wwilcoxon ¥ %, P=
1.36x10" 5, [& 5A) ; HUH[FEN, edgeR ZR7HT
TR Th2 51551573+ CCL17(log2FC= 3.94) |
JAK3 (log2FC=12.16) . IKZF2 (log2FC=2.00) 1

www.bsjn.com/mhcp/zh_Hans

IL4R (log2FC=1.41) £ ACD A2 Lifl, CCR4.
CCL22. IL13RA1 2R M Z/HHEHKRIERE,
GATA3,STAT6 & Th2 BuFESRAFEAN, 114,
L5, TL13 RIFRIARARIEIS Rkt € (B 5B) o
FRERER, ACD W 2 BN EERIA
CCL17-CCR4 #af{t#i55 IL4R-JAKS 5 50E, M
JE Th2 Seb&MY 4,

https://doi.org/10.68070/n1kv7s88
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A. Th2IEE$HEIELHY B. Th2#iI3Fi& (HEi = log2FC)

ccL17 3.94
JAK3 216
IKZF2 2.00
_ s IL4R 1.41
75 _ P=136x10= cora 0.9
39.00% ccL22 0.74
. IL13RA1 0.40
TYK2 0.30
JAKT 0.28
STAT6 -0.03
IRF4 -0.12 BEM
7.12%, MAF{ -0.55 L ATE E)
—_=t=— IL33| -0.57 % T
0 . GATA3{-0.79

Control ACD -1 0 1 2 ] 4
log2{Z#43E4k (ACD vs Control)

Th2 5 TEREELLHY (%)

N
[

[4 5Th2 YERFLLAIS Th2 B/ESHS FRIEIE. A: SFEA Th2 WiHS T AHAIRIFEZEE (Conmol 5 ACD Lt

5, FEARK Wilcoxon Fo%i, P=1.36x10" 5) ; B: edgeR 73#1H Th2 #kS5E S THY log2 5825k, (ACD HHXY

F Control) , IREEN FDR<0.05 H. log2FC> 0 U EE FHFER, RAEAFRAERTEFRR, HEN FESEAR
AER, HUEIEN log2FC,

a5 LR AT HFHEAARICED) | WMURR% 5 fEgRas,; %
FRIE \Hw 4@? R TR SR AT SRR A KC_other,
X AMDE FIRA ST, 98] 13 MR st e o8 A KC other,, DLAFEA N
%o HTIRICERERTRETIER, BROEES  myann sy, 1R Wilcoxon BATRH
5 FEZIRAS (B 6A) 1 KC_basal (KRTS+ KRT14+,  ypos el 437 o5k, ACD 4rh KC_stress KAL)

TP63+) . KC_differentiating (KRT1+, KRT10+, MR BB 4.11% T % 55.26% (P= 0.011) :
KRTDAP+) . KC_activated (KRT6A+, KRTI6%. K¢ activated i 1.04%FH2E 12.89%(P= 1.43x10° 4);
S100A7+ . S100A8+. S100A9+) . KC.stress k5 tHyt KC_differentiating H1 56.67%%% 19.36%
(HSPALA+, HSPALB+. DNAJBl+, ATF3+) . (P=456x10" 4) , KC_basal H1 29.57%%% 8.27%
KC_proliferating (MKI67+, TOP2A+, PCNA+) o (P=0.0043) , KC_proliferating F1 5.94%F%% 2.46%

PR 7 MIREFRICE K& H, KC_apoptotic 5 (P=0.039) (& 6B) .
KC_inflammatory ¥R BOE— SRR (I8

A. FRRZRRRRIRZSUMAPE] B. KCARZSELBIRIHEFEIELER (Wilcoxon)
KC_activated | KC_basal | C_differentiatingd
5 150
90 200
100
60{ P =1.43x10-* P =0.0043 P =4.56x10-*
| — | — | —
12.89% 50| 29.67% 100} 56.67%
0 30 35 8.27% & 19.86%
~ KC_activated o é .
o o KC_basal < ol 104% ol . 0
E ° ﬁg d|ff|e¥ent|tat|ng = KC_proliferating | KC_stress | C\‘@ ?90
© KCproliferating
E] KC_stress R]40 F
-5 30 200
P =0.039 P=0.01
20 1 | —
5.94% 100 %
10 :
! ﬁ
e 5 0 5 0 ﬁ% & 4"41%
6‘@ VOO &o VOO
® P
umap_1

E 6 MBUEAIIEIRES 2T, A KCIRZS UMAP [#; B: #IRESTE ACD HEMIRAFRIELAIZR (DIASHFEAR N A
TR AN LB B, 4HIA) Wilcoxon BEAIRGES)
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3.6 GSEAJEE BEE T

Xt 6 fhEEAIMIZRALHIT GSEA 7#T, HEE
HE2 4 BEEEEE (padj<0.05 H NES>0) (A
7) . FTEEHEERIE NES HIE O IFN-y I8
% (NES=2.43) . IFN-o/X W i@f& (NES=2.19) .

EHEAERE (NES=1.91) . PRI T 2i8EK
(NES=1.87) . EpE{KER (NES=1.85) | [FIfh
SARHEARER (NES= 1.82) , IXULI@EMK T HAE
EmEdiff, M2 EVRAIfFT CcD4” T 4l EEE
£, R ACD I FIERER TFN HHXRIER

=) [y
S5 RIS,
GSEAREEKIE
INTERFERON_GAMMA_RESPONSE
INTERFERON_ALPHA_RESPONSE
NES
INFLAMMATORY_RESPONSE e 175
® 2.00
COMPLEMENT @225
o @250
] ALLOGRAFT_REJECTION .
L - 02g10(padj)
ANTIGEN_PROCESSING_AND_PRESENTATION [ ] ’2%8
2.25
PROTEASOME [ ] 2.00
L9575
RIBOSOME
IL2_STAT5_SIGNALING
o ] Qv \J N
(&Q v"’& e?‘“ eoo %00
& R O o o
S £ R\ < &o
\ ®© K
& &
patiliaESi

4 7 GSEA TE EHIMEESIARE (Fih=4puesy,

=1, <IHAK/N=NES, Hifi=-loglO(padj), BI{E padj< 0.05

H NES>0)

3.7 R AT ER SRIEEEML

TRRUST #5k AT (TF) &H8 7M1 E/R: HSF1
GMATEIR T 1) 1F 4 FPafiffusa! (EmRdif, m2
EmEdiffl, cD4" T 4iMI. cD8" T 4iff) Hi23#
B, B ACD o) W Lk R T, FIRE
VE918 F N A 2 R 12 5 2 Fh gl MR Y SEIE I
%, HIF1A T EBELHRIAT M2 EREZMA 2 Fpampfsk
AIrh B E R (RIE P 73518 9.7x107 5.8.9x107 3),
EE R, TRRUST E%442/R NFKB1/RELA,
SPI1. STAT6. STAT1. IRF1 ZE4&5% R+ Al RERI AL

— MBI SR TENGS ;%4 BRI T SR -
REEXRZNIHET, XERFEGHESS5E
WE A AR 28 15 AT T L B B0 E

BT Top10 BoUV LSk R M 5L 25 0 B LRI
WML (B 8) . M4 HriEn: CDKNIA (4
FJE BRI R ) #1 HSPAIA (BUATEEH) 2
degree = (HEEL[R, #7222 NG SRR 7 AL (R A %,
P A HARA 7 5 N U N AT RE2 ACD H T
TEHE R IR EET TRRUST Fuil % %
R F-HEEERCR, ML IIE,

BN 4RI R L (Z0=TF, H=$03EH, 55 K/h=degree)

Pl
H‘A @

ILARN
psffiB10

8%

END1
GABDH

. l.z

G-
Q..

*e00 9

ALOX15

NGF2

8 A F-HEEE AR AR I (LLETT = BRI, RO A= R, WRA/D= degree, HiSkRRIAETTA)

www.bsjn.com/mhcp/zh_Hans
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3.8 4HHEH AT

Bl AR FTRIR T FE ACD 215 Xt HREH AR ST
HEIF M ZRIR A EL51]>109% 191425« 48 K iZERD
2R 46 MIIECAR S ZARE R (IL17A. IL
18R1 Z3AIABCIR, SZRAFAG HmHERR) |, T8 /E3:
11 MAEE RGN B, 5340 P 2R H T A 75 1)
Z5% (B 9) : IL1B-IL1R1, TNF-TNFRSF1A N T
GFB1-TGFBR1 ¥J DX HEZH 858, HA TNF-TNFR
SF1A 7£ ACD HJc—XHi@id [ 1#%; CD40LG-CD40
PZH E/ESRERRL, 1K CD40 £ ACD H#ER 4
MR IR LB LT, MECA CD40LG 1E T i A
FtHEZHEE = ; CXCL9-CXCR3 2 MeE—7F Xt fadH 52 4
fE. e ACD HRRERFEMNENE, FHRAgER
4l - T 418, 5 CXCL9 EZERoMAME &Y
AR EJE—2; TNFSF14-TNFRSF14 5 CD86-CT
LA4 WYY 27 EH ACD g5, HREZIK

T s —H 5] HERERMR, SBOZIAIEMNHN E
VRS KA W AR Y e BB E LR 9 I BRI 2540

CellChat 7 ZH N7 A RS AT T E &
(3% 1, B 9) : IL-1. CD40, TNF J&& @ THME
REMEAR (B 100 e~10" 4) , H ACD 4
BIRRE T AR, 1IL1B- (IL1R1+IL1RAP)U\X]L,.“
HEE (409 ACD HET15) |, HRZERIE-
FRUARREO 5 0 HRAH B = ;. CD40LG-CD40 P4
ik, (DB RN ACD HHEE, IL1A-T
L1R1/ILIRAP, TNF-TNFRSF1A. TNE-TNFRSF1B
IRE DA BRAH B s, AN 75 5 7 1Al — 3K IL1B-
IL1R1, CD40LG-CD40, TNF-TNFRSF1A ¥ £F
£ ACD H1¥58, CXCL9-CXCR3 N ACD B
‘L A5 S, TNFSF14-TNFRSF14, CD86-CTLA4
HRAHIEAE ., ACD 2 5 LA LA & U E A,
ToE, RS IRER4HERE, MARKER
PONEIRYE RS, AW AR BLIE TR AT B #1k
5, AR R E RS B M.

2 15 X BRI IAAE ACD 2H 550 iR dH i A EUE THESR

e SZARRS ACD MHEZR Control MAEHR
ILIB-ILIR1/ILIRAP 2.51%x107° 1.24x1074
ILIA-ILIR1/ILIRAP 1.45x107° 3.01x1078

CD40LG-CD40 3.06x107° 3.88x107°
TNF-TNFRSF1A 1.89%x1077 2.27x107°
TNF-TNFRSF1B 1.58x107° 1.46x1073

A. BiFECZ@EXT 2iETHEZE (CellChat, ACD vs Control)

IL1B-IL1R1/IL1RAP [5.2,5X10°0

IL1A-IL1IR1/IL1IRAP{1:§X1870
CD40LG-CD40 [ 3 00T
TNF-TNFRSF1A 1;,190

1.2x10-*

pay:|
i Control
ACD

Keratinocytes_a

ctivated — Keratinocytes_stress -

O S mE (RS ST A
B. SRS (5005 R EE A oA IS EIERY)

1.6x10-*

IL1B-IL1R1/IL1RAP

IL1A-IL1R1/IL1RAP

CD40LG-CD40 5¢H

TNF-TNFRSF1A

TNF-TNFRSF1B

7.5x10—°

CeIIChat itk = d (&Mﬁ(ﬁ*#ﬁt)

[Z 9 CellChat s 4HZMAIE IR E MKIE, FFAECZALRIRSHTIR R IL-1. CD40, TNF =%
WEHEIEEE R FE2ETTRITE) | @%WWW)\?F%

< HFR SIS S HOT R

S22 M5 S MIREMECZAE S (IL1A/IL1B-IL1R1/IL1IRAP,

CD40LG-CD40, TNF-TNFRSF1A/TNFRSF1B, #£ 5%, EFMEKIEN 2.5) o A: 5 WEIZIARIE ACD A5 FRARIAH A

EIBTHER (HNEMRIE-FEREI R M, BUERAHEOERTE)

B: AEEXTECAZAA, DAREAN AR - 12

WeHAEXT £ ACD H 5% BRAIB IR FRRVECRIE (ALEN f AR fED EEh—éIHE&ﬁW WA 6 NNAEXS, FFHFIZAH]HE

FEMZH S E 3
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3.9 RIELERTE (LEREITD)

HEE BT MARITIEN Tops0 RERZLIEAL,
W ERTERy (B 10) : cD40 (0.529, %y
2K, W2 NEFR AR, HIEZ4 GSEA #
% leadingEdge 725 CD40LG-CD40 4Hf1I&EI) .
CXCL9 (0.329, IFN-yi&Si#afkX+) . CDKN1A
(0.236, AHAUEHAIHIEF p21) ; H/G HIF1A.
PSMB10, SOD2 #4345 0.207, 7Bl IA+.
GeyZE R AR 3L 5 AL NI 2 4 7, HSF1 TF45
0.200, FRIRTEE TR T

Top50 R R KL DI RE AT 7 0 2 320K (4
CD40, FAS, CXCR3, CD40LG, CCR5, CCR2 %),
4Rt 7 R 7 (40 CXCL9. CXCL10, CCL5.
CCL2, FASLG %) . ¥%[K¥ (41 HIF1A., HSF1
%) . EEEAAUSE M TAEXS T (40 PSMB10,

PSMEI1, UBE2L6, LAP3 %) DAK CDKNI1A, SOD2,
LY6E FHMIAEFR, CXCLY/CXCL10-CXCR3
W25 T MBS, W CXCR3 W _ERERIEN RAE
HRTRAH A B M DARERE >0, Heh cD40 1EH
PE i i BRI AZ OV L IR, [R) ISP Ah 1 SR 423 I 4%
5 A AR 2210 i ERE 2 NFKB1.RELA,
STAT1 SR A FRILLFRSEER, XENZERS S
CD40LG-CD40 4Hffui@E i, (HEDIRER A7 L5
UE, FTWAARSE, H4EPRRE (BuiE )
HEFEANAE/DEBE T ARFE LB R P BB IR
Top50 fEIERLFE R N 5 MNERIZLESR 2 KT 0,
HYIHAES 45 & 49 fi7; ASREHY Top RIER
DR EEHZERRIX. GSEA 1Y leadingEdge, #%
SRR R EE IR W0 2 5 B0 32 R 2 5 i DY 4 S [F) 52 4,
PR B4 FE AR MR B R, i L
R EER R T 54518,

ACDZUEYBEETop20 (EiRIBHSESiITSS)

CD40 0.529
CXCL9 0.329
CDKN1A 0.236
soD2 0.207
PSMB10 0.207
HIF1A 0.207
HSF1 0.200
UBE2L6 0.179 IHEESS 2
PSME1 0.179
LYBE 0.179 Eg@}ﬁ’ﬁ‘?ml
NSLG S0 ° R TS L E T
FASLG 0.150 Z 1=
FAS 0.150 Eﬁi‘?
CXCR3 0.150
CXCL10 0.150
CD40LG 0.150
CCR5 0.150
CCR2 0.150
CcCL5 0.150
ccL2 0.150
0.0 0.2 0.4 0.6
RHEESSITS

[ 10 %L ER 7947, ACD Top20 ikt O E f4E S &1 IR E

411

AT GSE267929 HALNMEIESE, 1E8A4H
R R RS ZIE T ACD R R fEriEg
. AR S 4EEENEIR, HEdERER. &
KR PR E & 2R S E T, W25 A
HAETEES TN, FEELWANE, &
RN R — N HEIERENAEYIE RS, Wik
Mr, TR, SRS REIE S TR ET
ORI R S BTN, MR RER A FR
KABUEL BRI, MHRARA R AR &R A
IRESLIRAGES, FEMATIE T, MREEIETR ACD
FZ DA T 4BTE L. B ANA] Th YERE LGS &
FEAONRHE; TFN-y R N2 SN & — 4@,
EWE4iifih NF-kB. STAT. IRF FIEEREFHE
IR H A REFTE VR B L A 2% ; CD40
MR TER SRS, Mg S R4 E IR 2 4R
N2 28R, EIREM AR EIES 7, mIEE
UESCHIIBIT R, ATNE G & BHSRE TS,
FEE TR X 0 e SRR S MR S5 ML HE BT

www.bsjn.com/mhcp/zh_Hans

4.1 ACDHITh1 B G I & 5 Th2XEAE B2 FEIK

£ T EEEmE, AL ACD E#iH
Th2 YAt T 4HREATERGI X RRZHAY 39.00%F% =
ACD #HiY 7.12% (P=1.36x10" 5) , 2B REH
TEMICHEE, %G5BS B B IR 28 0E T & 0 Bl
ACD DA Thl BUNZE R, FePER R DL 2 B 5E
NERERINR—3, SEBEFERFRN L Frisoli
FU) ACD HAMMFR MR EL T Thl 2% T 48
MITE ACD ZHHRIES, (HRIFEAMRIE Th2 LAE
PIEEBI St FREFEHZ, Th2 SEEEAEXT ELEIRY
FREHAEFRT 2 BIGEESRREL: B 5 8
R, TE Th2 SERELLEI REERIEIRT, HEa 51555
43F CCL17 (log2FC=3.94, FDR=3.34x10" 4) .
JAK3, IKZF2 1 IL4R fEAEAIKE (pseudo-bulk)
ERoAHEE FIE, CCR4. CCL22 [FIAZELEAR
KB, M GATA3. STAT6 2% Th2 i REERHA T
FARARAS L4, IL5. IL13 RFRIRSEAEILRIE
T8, XPER ACD By 2 BN B ZAREL
CCL17-CCR4 /1 Sk A% S ILAR-JAK3 5534
{8, T Th2 SEFERYYHS; Th2 AEXS ELBIRY R

https://doi.org/10.68070/n1kv7s88
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ATRES TG, YG5E T AT &Y KIS A FR ke
B¢ Th2 AR RRAS LA 5, Hifb 77\
WERTNFELRH—-PRIE, 5 ZHENMN,
T_activated YE #f b Il B 5.77% F+ & 40.27% ,
T_proliferating WA 1.04%F+ZE 3.40%, 27k ACD
BRI R T 4TS IEAIISTEE S, AR
o Treg WAFELBI IS H & (4.36%-7.23%)
HAMER TSI PR (P=0.476) , {NAI{EA#4
BHEIKR . Treg H#:IX FOXP3, CTLA4, IL2RA
LRI MEARIE, FTREIED Z ALHIBRFIZS T 4HHfY
TEACFIIGTE ! (HAR AR BRI Treg I DIRE,
HAE ACD AN REIR S TRES & U RE L ga it
— Rk,

4.2 fA T A R E B R E 5 G 4R
BERE

FEAFIERAMRZETR, AMREH ACD K
M1 KC_stress KA LB ZHG N (4.11% - 55.26%) ,
KC_activated IR ZEE I (1.04% - 12.89%) o
KC_stress f%7%i5 HSPA1A., HSPA1B., DNAJBI,
ATF3 SRR TE RN U W [Rl, KC_activated 1572
I5 KRT6A., KRT16, S100A7/8/9 ZIif5HH K5+
X (DAMP) E[H, $##~ ACD FEZ#iHH A BB A
HEALF T AR RS RS, 5 R bk
R TE RN SR 5 15 (L AE ACD A At S8 M B2 ik
WHEAT ZHRiE. AFRH ACD A BUE A
M DAR AITE RSN E, 5 IFN-yMHEH Thl &Y
G B TR B — B, 15 L B9 A RTE AR A B O
S100A8/A9 & DAMP 7319 AlRES 5 e K a 4l
fEiEfh, FiRgsE SRR, KC b5 R aimEiE s
F B A R ITB IR R ; (HART R Z
16 2UIE R RN B B 40 AR TREL N B P A1 IEdE, %
XA 23 R SR A B S SR S DI RE I R IE

43 IFN-yR BB BERS REEOBAEHEXES

GSEA 7T 27K, TFN-yRMNIEEEAREIEHE
EREEREIER 2 — (NES=243) ; FHERE,
GSEA 5 B[] 2180 s S R SR B AR SRR I AH S 25 1L
HAEREUERA TFN-y& [ ek H N0 R RIS,
IFN-y FZHIGLR Th 40M0f01 cD8* T 4Hf 77,
B 5 EREAAR A IFENGR1/IFNGR2 SZREE 5,
BIE JAK-STAT1 (55188, #HMESKE FN H
B (ISG) HRIB, AW 4IMfZES GSEA
TR IFN-y BB 7E B VERAAT M2 B REgH ik
BEERNEE, CXCLI % IFN & SR IR E
AL GTERHPOERTY], B ERSEIERR
R 2L FE$RR IEN-yHRESRE S MG, H
XA E A EUEE, IX— ZB 5 BEE ACD fFRH
IFN-yIB IS IRE — 5027, R 2H, IFN-y
RMNAZE 5 R E AR, PR T 2R

https://doi.org/10.68070/n1kv7s88

(e S B, GSEA 7347 TR 28 1 i 14008 %
(NES=1.91) FIFUE ML 2% @E (NES= 1.87)
P)REE S, IFN RIBAT 28 H R & H B A 1
MR L EIFF I R E LA & H AT
A5 FHEHALMHAENEE S 12K (major
histocompatibility complex class I, MHC 1) 73 F&5&
AR 0, IX—45 348K, ACD H1 IFN-yHCHE 5
RV ATRES B 28 87, [HHEERXRTH

LRI UE,

4.4 B B 40 fUNF-kB-STAT-TRF &% 8 S F 18 W
K 51L-1p%h

TR ER, TRRUST & S8R E 40
i NFKB1/RELA. SPI1. STAT6. STAT1. IRF1
SRR T AT REA R — DMk e A Mg (TidE
CIESERZMESEL) . NFKB1/RELA 222 M JE
HRIRT, #% TNF-a. IL-1B%5ERE 506, SPI1
(PU.1) 28 R A HRF I % R [KF; STAT1/STAT6
SHIHE IFN-yFl IL-4/IL-13 #7E; IRF1 /2 IFN (55
NI R T, X SRN F Al REN A2 S
E R 206 . FREFEHAYE, TRRUST 73
M3 4% SR IR - OB TR 428 56 R A T, 12 D0 2%
MISERRTELE. b RilF77 A R H DI RE(E F ¥ 75 e 4L
SEEGIGUE, EIL NI BRI 10%22IK] 1%
AR SZ AR FIR MR, TL1B-IL1R1 S i PAXS HRZH
o O HRAEAN B ERE 2 L8 ACD A 7
i) , CellChat 73 #H S AZIFIAE ST 7= Hod U ZR AR AR
H ACD HAREFXIRA (B 9) . WAk —5
B IL1B-IL1R1 #3F ACD H#58MIE G S,
M2 BRI E 23T ACD dHI/RARIEHE, IL-1p/2
KRR MA T, BT L1 K", HAlgEz
SR DU SR 23 IEETE S T RISy
b, ABFEAEAE A A S BRI 2 B Ay 7 B 7Kk
DIREsSEIe N, REAELRIAHEMES NF«B B
TE R IE & IR

4.5 CD40L G-CDA0/EE I3 Bk R T HE S

eI R TREH, CD40 LA 4EE & 175>
0.529 {5 —, HIEEAEMFRERREWIFEARIKF
ZRP IR EE BV (log2FC=1.90, FDR=2.37x
107 3) , ZRINFELFEE, GSEA EEEMELSZIK
HRIEZNHEEZFHRRIVEEA, CD40 2R
RFZARERBERA, RETIURZE4M (DC.
EmE4ift, B 4iH) R, HAR CD40LG EEF
BTIEA CcD4 T 4ifRm, ESTERNE, o
A1 HRIZ 2127~ CD40LG-CD40 4 B
TERRE R, Bom ARt DO FRAANE =, 521K CD4
0 f£ ACD HiE RAMMFRIKLLHI LIE, MELR CD40
LG 7E T M DO HEZH BE /&5 ; CellChat 73 2H 73475 i
RHBEKE IR AL H ACD AR &, W
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R T IE—BERZHAE ACD FRATREAL T 32 IR
BCIRSZRRAVIRES (B 9) o CD40LG-CDA40 2
T ZHREAR I 50 0% B B A S B RS 5, RERS Y
SRR EIBARTEIL. AR T RN PR
AES1Y, SEEEIFRA L, CD40LG-CDA40 JEI&fE
H S B EmP e EA 2R, AizE
B ) A W77 EAE RS ML BEARIE S5 R T R IR
RIS, £ ACD 1, CD40 ZIAfERE R PR 2%
SR _E PR E T REE RIS, BHER
5i%ESRIAM CDA0LG R IIREME SR, g
FREMRIE, hREHSIRELIRKIE,; #i%H
TEARUE, #EB] CD40LG-CD40 AIREZE ACD HIIELE
TR, FEFR, AR AAEYEEF5H,
CDA40 1E T e s 9 RO AT T5 SE 3R 3R I

4.6 IR RRR M

AR GFEELTRERYE: B—, Rz mat
YIE RN, AR T AHEURENITE
T, Bz SIS UE, BB KA R 1 DD RE
VR B G SRS MRS A S PR IR IE, 55—,
ARFFAUE ] GSE267929 B—EE%E, HABRAR
(9 5l ACD. 12 fIXIHR) |, AIRETAAEHLIGRNAIA
HmAE, TEEZMVEIEERIE, F=, 4l
WA L T 2T R AR SRR W AR
RECHESHMN T EHIRE 10%RIEE. HPA
CellChat &2 XK E, HMKFIESRM EERES
BRI A G HERTAE DI REUEYE,  H i A
WHlE P RERRIE S, BN ERCR (niEfk T 4
MIiE FRIZM CD40LG) | KAlyAt R ERI R A7 B
1B, MHXGhFRSEERA, RANE SR
LIRESLIRIRUE, BPU, T UM RHERETHRIC
RNEETIE, FE-EIME, FTELEERAH
MR LR iR —HRIE, FH, ERERRKE
KAV EEARREIFEARKE (pseudo-bulk)
Fiik, EOMNAE DB A RIS E R (40
CXCL9., CXCL10) K%RRIAMEAIE T FRIKT
U, HIFE T 2ok 5o i B i, fEEnliEl
YRR AR R AR SE SR A (pseudo-bulk) 77
Mrift—5 30,

4.7 8w

AHFFE A B RNA U5 HR e SRt A 4y
PR TZIE T ACD MM REHIRRRE, SE
Hi 14 FhaifazAl GBI ACD EZ iR T 4ifEiE(L
WA (T_activated, T_proliferating) 1 KC M /%
IR (KC_stress. KC_activated) ELfil 580,
i Th2 YAELLEIEEFE{K, GSEA 7347/~ IFN-y
RN, TEN-of M, 2 E BRI HURE N T 288K 2
FEE, BN TERITRERAMTAIEEFE N
F-kB-STAT-IRF f&IZ AWM L%, s 4ml 1=rIEL 32
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Single-Cell RNA Sequencing-Based Characterization of the Immune
Microenvironment in Allergic Contact Dermatitis
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Abstract: In this study, we used single-cell RNA sequencing to characterize the immune microenvironment of
allergic contact dermatitis (ACD) lesions. The GSE267929 dataset was obtained from the Gene Expression
Omnibus (GEO) and included 9 ACD samples, 12 healthy controls, and 45,942 cells. Seurat v5 was used for quality
control, dimensionality reduction, clustering, and cell annotation. We also integrated GSEA pathway enrichment,
transcription factor prediction, ligand-receptor co-expression analysis, CellChat-based cell-cell communication
analysis, and composite gene scoring to characterize candidate regulatory networks. A total of 14 cell types were
annotated. Using within-sample cell proportions as the unit and the Wilcoxon rank-sum test for between-group
comparisons, we found that ACD lesions showed significantly increased proportions of activated T cells
(5.77% — 40.27%), proliferating T cells, and stressed keratinocytes, along with a significantly decreased proportion
of Th2 cells (39.00% —7.12%) (all P < 0.05). Pathways related to IFN-y/a response, proteasome, and antigen
processing and presentation were significantly enriched, and macrophages showed a candidate NF-kB—-STAT-IRF
regulatory network. Ligand-receptor analysis showed that IL-1 and TNF signaling axes were stronger in the control
group, CD40LG-CD40 signaling was similar between the two groups, and CXCL9-CXCR3 signaling was unique
to the ACD group. Composite scoring identified candidate core genes such as CD40 and CXCL9. In conclusion,
ACD lesions are characterized by Thl-type immune activation, keratinocyte stress, and upregulation of
costimulatory/antigen-presentation molecules such as CD40. These findings provide computational clues at the
transcript level and may help in understanding ACD immunopathology and identifying candidate intervention
molecules. However, they cannot establish causal mechanisms or identify therapeutic targets.
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