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e \%JIE”"S@'FKWII(O mj/em®)Fe 3 ARE A 243 B, 43 B 20 5 A K A %94 (30,60,90 mj/cm?) 45 B HaCaT
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Bt 3% £ % % PCR 4 IL-23 mRNA . FN1 mRNA # MCP-1 mRNA # ik K-F; % G %.5% fP i 52 B (Western-blot) # il
TYK2.p-STAT4 #= p-STAT6 ¢4 RiAthol, R SHEFEAEAL . HaCaT M E R E A T XML EH 24 h 5, 1L-
23.FN1 #= MCP-1 #9 4 & 3 3 m (P <0.05), B 5% B #| & 2 /) 4R #i 1 ;1L-23 mRNA FN1I mRNA f= MCP-1 mRNA
X AKFHIH(P<0.05), A543 B A3 245 SR MM ; TYK2,p-STAT4 #= p-STAT6 & & £ & ¥ 75 (P<<0.05), A
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The effect of JAK-STAT pathway and inflammatory factors in
HaCaT cells with UV irradiation
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[Abstract] Objective To investigate the role of JAK-STAT pathway and 1L.-23 ,MCP-1 and FN1 in HaCaT cells
with UV irradiation. Methods HaCaT cells were irradiated with different dose of UV (30,60,90 mj/cm*), after 24 h,
microscope observed cell morphology. The enzyme linked immunosorbent assay (Elisa) to measure the levels of 11.-23,
FNI1 and MCP-1 in the culture lysate of HaCaT cells; the levels of IL-23 mRNA, FNI mRNA and MCP-1 mRNA was
detected by qRT-PCR, the levels of TYKZ2, p-STAT4 and p-STAT6 were measured by Western-blot. Results Compared
with the control group, the levels of 11.-23, FN1 and MCP-1 increased, the levels of 11.-23 mRNA., FNI mRNA and
MCP-1 mRNA were increased, the levels of TYK2, p-STAT4 and p-STAT6 were increased by the increase doses of UV,
Conclusion JAK-STAT pathway and 11.-23, FN1 and MCP-1 play a role in HaCaT with UV irradiation.
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YEN . TERZ KRR 0 FL A0 A R 23 (Interleu-
kin-23,1L-23) 5% T 411731k . 215 A5 I B A B
PE RN . B #iE 1 1 (Monocyte chemoat-
tractant protein-1, MCP-1) J& B ¥ 41 Mo i) 45 = M s fk
K5 RAE I 73R I HE RORE I . 2F 4 3%
M 1(Fibronectinl,, FN1) 2 5 40 g 3 78 | %% 1k F0 1T
B SR . 2 TR I (Janus kinase, JAK)-
=S5 S R B ST R (Signal transducer and acti-
vator of transcription, STAT) /& i 48 g K 79447 18 3
B 7E SE R S I N M R g R A g T
TR O E B AE ] . A BIF 5T 15 400 58 AP 4 R TR
Mok A A 3= B 40 i ( Human immortalized epidermal
cells, HaCaT) 4t i , ML %¢ JAK-STAT {5 5 i i# F1 &
JE S AR OC ] F TL-23 . MCP-1 #1 FN1 {14 22 45 &L »
A& AE e 28 1 A1 BE FR T HaCa'T 40 iU 1) 48 A1 28 4 18 fit
Dbl o by 58 A1 22 8 5 B JEk B4 452 43 L o) 0T 52 L RUB)G VA
I UL K B 47500 (4 BIF A 4t S 36 AR B

1 #M57FE

L1 He
L11 254 5% MEM FiJR& B Gibeo 24 7l

Jif A 3G (FBS) g A 1Y Z= 75 22 7 R F I A Am-
ersco A #) ; TRIpure Total RNA Extraction Reagent
1 EntiLink™ 1st Strand ¢DNA Synthesis Super
Mix.EnTurbo™ SYBR Green PCR SuperMix ¥ H
ELK Biotechnology 7% ) ; M bk B iR (BCA) £ H K
JEI 5 X 77 & W H ASPEN 2%l 1L-23, FN1 Al
MCP-1 Elisa i 7 & W B 2500 3 5 45 A4 PR A BR
] 1L-23 ,FN1,MCP-1 1 GAPDH 5|#¥ i i
ATAY TR A RS A G pSTAT4 Hrikiy
B CST A+ TYK2,p-STAT6 #1 GAPDH $i{&k g H
abcam 723 A s HAR i %46 ¥ (HRP) #5 i £ HT R b ik
F ASPEN 2 #] ; Trizol i3l F Gibco 22 ] 5 HAb i
70 [ 245 12C50) L 28 R B

1.1.2 {48 sErmpaedtE & PCR A (QuantStudio 6
Flex, Life Technologies) ; %¢ Y b 2% 4% % %t ( Tanon-
5200, L i K BERL B A BR 2 ®DD 5 B A5 4 (DR-200Bs.
Diatek 22 7)) ; 850y e BE3H (QPTIZEN 2120 UV,
g5 ED ;#8846 K & 48 (Milipore FOMN23167H, ZE [H ) ;
HLUK AL (DYY-6C, Jb 50 75 — X &% )5 T H L vk 1
(DYCZ-24DN, b 5078 —AX 8% T ) s K2 K (TS-1, 7L
I 1) MR DL R A i i s A PR A WD

1.2 ¥

L.2.1 4ifadsss HaCaT 4§ T 500K 2 b [ i
RARE TR PG . A& 1020 FBS,100 U/mL
TR R A 100 pg/mL FE8 K MEM K 553, LA 1. 0%

10°/mL %5 BEEHEAP TH FR P, 8 T 37 °CL.50%0 CO, i
AR B Y Rl B IR AR N RO B IR RO B K

AT .
L2.2 BRI SRR IR GE. 55055 %

33.5 pW/cem®, BB G50 & 4351 4 30.60.90 mj/cm®
L2.3 A0 ki 4 H, EH XA,
o PR ZH (0 32 IR A 23 33 Ol 30,6090 mj/em®) L #%
AN RG24 b 488 W BB T L2 40 iR 25
I 4B (1000,

L2, 4  [iIC fo 5 W B 50 (Elisa) #5004 2% 41 240 g
NGRS, 24 h S W AR B IE W, — 20 CIRAE
¥ Elisa 3%, 2 MU 458 0 1L-23 . FN1 F1 MCP-1
RS e

1.2.5  SERPZEOEE 5 PCRAGIN 2% 2H 40 i 73 70l 48 IR
Sr.24 h 5 5 LB FR W1 mL 4 °C 0% % PBS ¥ 3
WA 1 mL ) TRIpure i3, #% TRlpure #i B
PHEUE RNA ;K] Entilink™ 1st Strand ¢cDNA Syn-
thesis Super Mix &% cDNA, 5% 5% ) b 544 25 °C
5 min,42 °C 30 min,85 °C 5 min,1 M ; PCR &4
95 C 305,95 °C 10 s > 58 C 30 s > 72 °C 30 5,40
AEER . LUK B 95 B0 fn i i) 96 28 R 1 8 (CT D 1k
R AR : mRNA A X K38 E=22, ACT =
CTwz —CTearpn s AACT= ACTym —ACTyw . 51¥IF
I 1,

% 1 IL-23.FN1.,MCP-1 #1 GAPDH 3| ¥1fy 3 fis B H BRKE
Table 1 Sequence and amplified fragment length of IL-23, FN1, MCP-1

and GAPDH
S IRl
GAPDH F.5'-CATCATCCCTGCCTCTACTGG-3'
R:5-GTGGGTGTCGCTGTTGAAGTC-3'
IL-23 F:5-CCAAGGACTCAGGGACAACAG -3’
R:5-GGCTGCGAAGGATTTTGAAG -3’
FN1 F.:5'-CCAACCTTTACAGACCTATCC -3’

R:5-GTCAAAGCGAGTCACTTCTTG -3’
F.5'-CAGCCAGATGCAATCAATGCC -3’
R:5-TGGAATCCTGAACCCACTTCT-3'

MCP-1

1.2.6 Western-blot Kz ill % 41 40 Jifg 53 5l 25 18 St
24 h J5 W FEE IR PBS W PR 3 Uk, in A i B R
WHEGERF] .4 °C 12 000 r/min &> 5 min, #& B AE
M1, R BCA E 1 v B I e 3 300 &5 0 o 2 vk
B 40 pg B F L, 5X - e FR AR R B (SDS) 2% P
95~100 °C /K& 5 min, ¥ 17 T = b B W2 A
(SDS)- 5 N 47 Bt e (PAGE) BER B IK . B B B 2
TSR R . I A B W =R E I 1 h, LBRE
P A BEJ5 19 TYK2, p-STAT4, p-STAT6 Fi
GAPDH #iik .4 Cid )5 TBST S Ml ve ¥ 3 K. &
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PR o AL W B CHRP)-2E B0 R &
30 min,#R 5 Al TBST 2% sh k% 3 ¥, &YX 5 min,
B Ja A sE 1k 22 & 6 (ECL) & G AT Ot B3,
AlphaEaseFC {44 B R 45 40 #1 H 55 A A0 A XF %
s,

1.3 Geit2e4e bt W SPSS 19. 0 %4 4k B, K4
BILL B R bR AE 25 (o £ ) R, 8 HR AL 5 %) B 4 Hh g
¥ H Dunnettt ¥ 4., P <0.05 N Z R EF %5 it ¢
2 #R

2.1 AL XS HaCaT 40 ML RS mW J6h
AT TR HaCaT 20 i 5 3B S0i BDE L JE 2 .
RANFEN b B 20 A 0 B AR 4G . HaCa'T 40 i 28 B 5
Jei o 20 B AR A L 7 R R L AR A R HL Rl R
SRR R ) 1G240 O 0k A AR EE B T 0 L 4 P TR Y
BRI, WL 1,

X 5 min,

1 25MZ4ERR I HaCaT 4 f L A5 1Y
Figure 1 Effect of UV on cell morphology of HaCaT cells

M (100X)

TE AL IE X M4 B30 mj/em® s B8 IR 45 C. 60 mj/em® F M4 5
D. 90 mj/cm® 45 FR4H .

2.2  EHPLR AR X HaCaT 40 g TL-23, FN1 A1
MCP-1 & &R 5 IE % X R4 L E, HaCaT 4i
M4£: 30.60.90 mj/cm® BEEFF 1L-23.FN1 fl MCP-1
(& B TR (P <<0. 05), H 5 BRG] o 2 5] o 40 i
eI 2,

F2 ZIHIZRERIFS HaCaT 4058 IL-23 . FN1 1 MCP-1 & £ g

(x£s)
Table 2 Expression of I1L-23 .FN1 and MCP-1 in HaCaT irradiated with
uv
45 1L-23(pg/mL) FNI1(ng/mL) MCP-1(pg/mL)
EH IR 96. 814+5. 778 20.159+8. 331 155. 487+4. 889

30 mj/cm® $AMALL 114.983%6.8710  36.281+5. 0469  174.483+7. 5530
60 mj/cm® 4FMELA 134.526+9. 8082

90 mj/cm?® $FIALL 152.499£10. 4652  70.626+3. 6602  237.269+12. 1319

54.65145. 8149 187.817+7. 3729

T 5 IE o B4 8. D P<<0. 05.@ P<0. 01,

2.3 HHLIEMIES HaCaT 40 1L-23 mRNA,
FNI mRNA fil MCP-1 mRNA KV FEix HIEH#
Kb BB 2H He %, 40 i 22 FR 4 )5 11-23 mRNA (FN1 mR-
NA Fil MCP-1 mRNA [ 335 7K - bl & JE S 571) 12 1) 3%
T T s (P <<0. 05), L3 3,

R 3 EHEIERFS HaCaT 485 IL-23 mRNA FN1 mRNA 1 MCP-1
mRNA 83 R iEK P (x £5)
Table 3 The effect of IL-23 mRNA, MCP-1 mRNA and FN1 mRNA ex-
pression in HaCaT irradiated with UV

20531 1123 FN1
E R HR 4 1. 000=0. 000 1. 00040. 000
30 mj/cm? B4 1.49440. 1462 1.09840. 055D
60 mj/cm? §EHRZL 2. 130+0. 3900  1.99240. 1572
90 mj/cm? FHMR4L 3. 345+0. 3109 2.800+0. 1579

MCP-1
1. 000£0. 000
1. 416=+0. 1820
2. 687+0. 2049
4.706+0. 4519

I 5 IEH X A A . QP <0. 05.@ P <0. 01,

2.4 BINLHE WIS HaCaT 41 M8 TYK2, p-
STAT4.p-STAT6 /K P Fik HaCaT 4124
30,60,90 mj/cm’® %4 A5 TYK2, p-STAT4, p-
STATG6 &5 [ 1Y AH X 2% 35 /K -3 1. B BE % 18 55 5
SR, 2238 K Y L VR IR 3 i 500 R IR 4 L
A G 22 % (P<<0.05), ILIF 2.3 4,

p-STAT4 p-STAT6

GAPDH

GAPDH

Normal 30 60 90
7 E(m_]/cm )

Normal 30 60
7 & (mj/cm’ )

B 2 TYK2.p-STAT4 #1 p-STAT6 EH & E
Figure 2 Expression of TYK2, p-STAT4 and p-STAT6

R4 YHNEIEFERIFS HaCaT 4B TYK2,p-STAT4 F1 p-STAT6 & [ 7k

FRREM/E L)
Table 4 Expression of TYK2, p-STAT4 and p-STAT6 in HaCaT irradia-
ted with UV
2H 5 TKK2 p-STAT 4 p-STAT 6
B B 2 0.233£0.016  0.05640.008  0.062%0. 008

0.103-0. 0099
0. 19340. 0082
0. 43540. 0102

0.10240. 0089
0. 25840. 006
0.51040. 0119

30 mj/cm? 4FHRLL 0.42340.0199
60 mj/cm? 4FIBZH 0.559+0. 0199
90 mj/cm? FEIRZ 0. 91340. 0209

W HIEE XA i, OP<0.05,@QP <0.01,
3 itig

RNE AR 10 5 10 P R 5 A AR
FeRRPERNLZ — o B JRIE By 1Ak 5= 4 B MR A
07 0 F2 R B B R AN ARG T B 0 A S ] R
ARSI AR T T 2 IR A T R
155 GIBC 8 o I 2 DR R A SR TR 1 R B2 R 440 Y 2



HEREF 2025 F 3 % 37 %% 34 Med ] West China, March 2025,Vol. 37,No. 3 . 341 -

REN . ARG & B SR AR R IR B2 HaCaT 41 il
IL-23 [Tk o TL-23 2 508 Pk RAE I 76 2 5 14
ok B B A A R SRR T . TL-23 7E R Ak Y
SR A A A BT AR M L 3 R B3R DU 4 L B R
S MR 2 R N B 05 4 B 3K 26 240 i R 6% T sk A= 4 RN PN A
P A R i) A e B N . 38 A b AR R RE PR R IR
ST a( Tumor necrosis factor-a» TNF-o)  1L-18
N TL-17 (A0 1 280 1Y & A= o ) 5 938 A = 09 18
HAE

A PR 5~ 5 S A0 A T 2 A A RS I R B
M2, 33 JAKs . WS ) JAKs {2 i
STATs HyZL4E Mk fk . 11-23 24k (IL-23R) j& iy 2
ANE A R S T B AR Z AR 4045 TL-12RB1LTL-12R
A TL-23Ra. 1L-23 B 32 1 7] 55 B 2 R g 2 (Tyro-
sine kinase2, TYK2)/E H. iE S B T 4 (T
helper cell, Th) 17 2 i (¥ 4 5 , 77 3% A1 2y g s
IL-12RB1 5 TYK2Z 255 Wi T STAT4 Bk . xF T
IFN-y (7= £ f1 Thl 4 b 2 6 2, WME M
STATSs [F 5 — 5 A& 5 7 31 40 M A b, 55 508 2L R 3l
F X DNA 45 Gk 8 R Rk, s kM,
IL-23 /] 5 5 STAT4 BRIk 2 5 & E il e 52 Pk 95
L AR TL-23 53U R BN i A1 ik CCR6
¥ yo-T AR A .

MCP-1 &tk B+ CC ZE iy p B . 3 3 5 5% 48
LR R CC fafh N F52 1k 2(CCR2) M HAEH L fih &
PR 20 L 1) 8 s 72 T Ak MR T R L £ S LA B R
F I JAE A T BRI, 25 R0 R RE R g
AL R B AP R IR G HaCaT 48 s MCP-1 fy
This 15 K RAE S RN . 5 HAfil & Thl RAH &
AT AR, MCP-1 #F Tho #iifitd i) Th2 2 5 (1 4% 1k
e TR . MCP-1 5 H 32 1k CCR2 254 .l i #%
¥ kB(Nuclear factor- kB, NF-xB)"'™ | % (1 4 B
(Brotein kinase, AKT) .2l {4 ) I8 75 25 H 18 i (Extra-
cellular regulated protein kinases, ERK) %5 {5 5 18 #%
T A% A R At £ 4% E 1Y) 2 A B L 5 A A
P32 DL R s e T 240 B A 38 2 RN S e T RE . AR SE I
KL R IE S E HaCaT 40 i H 8848 45 . 28 [
IR ML S As, AT RE S FNT 0y A A Q.
FNT J& — B A7 76 T 240 i A0 58 T =22 ) 1Y) &5 40+ 18 2R
.2 545 4 MOE 2 768 40 ORS B A2 4 0 fe 3G 7
FIIE RS ke 25 S B AR L 32 Wil S B8 SR B . IR SE R
WL ENT B &3k 3 5 S e = 3 A7 ¢, ENT S 48 25
BOIE KR R R B FE R YT S s I

ARSI KB, 2 AN R I HaCa'T 41 i H 30 406 4
ARG, 20 A% 2 M L VTR A A TR A R L A R A

TR 5 it A R RSP 2 0 B84 g L 4% R 5 5 HaCaT
A0 AR fE R T 1123, B AL I T MCP-1 Al
FN1 £ RAEAN T, 15 TYK2/STAT4.STAT6 {55
T B 5 B R B R AE G R . R Bk A2 B 5 A
L T, WAL BRI TL-23, A4 1 2 5E X 7 AR
3 MCP-1 #afb H -3 R 35 & #4858 Ky ka1 T
et A ol 5 A DR o) g 78 A8 AL 2R 4R L in Ry A A AE TR ER
B, 08 B AR A W A A58, #E TS TYK2/STATS,
STATG {5 53 P& A 5 2AE S 2 Sy » 75 5 FN1 i &£
K, HA AT 2 B AH L P R 2 55 08 55 40 A0 8 IR 45 1
BERE

W98 K B . SR LR i BT i S ik A R E B
(Gasdermin E,GSDME) . NLR % % Pyrin % #4 3 &
H IB(NLR family pyrin domain containing 1B, NL-
RP1B) 4 HE /A R Tt JURE ) L 388 2o 38400 ~F bk
IR E I 1(Caspase 1,Casp-1) .22 2L 7 7% AL 25 11 1%
( Mitogen-activated protein kinase, MAPK )/
AKTYY 95 7/ 482 5% & ( Aryl hydrocarbon receptor,
AhR) /# N F#H % K F 2(Nuclear factor erythroid 2-
related factor 2,Nrf2)t%1 ERK/Yes # B 1 (Yes-
associated protein, YAP)' {5 B il % & 5 K 5F o 9%
FWE o AS S5 e B, 58 A2 B IR HaCaT 4f Jifl 48
JiE P F 1L-23 \ MCP-1,FN1 % 45 A 5 19 B, 51 i
T TYK2/STAT4.STAT6 M5 5%, HAT#
SE# 1L 5 JAK-STAT () 8 5 AL %1 BF 55 i AS 52 4
B LJAK-STAT 55 i@ B 5 JAK Fl TYK2 Ji% 2 IR
DR T4 ) ) Af0 e 3% DR BEL O ) a4 R A OC A% 32
& vt (Retinoid-related orphan nuclear receptor vt,
RORyt) ™ 2 75 BE BHL BT 48 1 2k i JE 452 005 32 72 % 1 1T oK
Ao R JAK-STAT {55 % 5 RAE L K 1 Z 1]
(AR BT VE LS DL 2 TAK-STAT {55 @ i 5 H
b A7 5 38 8% 22 18] 14 AR B W IR0 5 23— D T
4 Hig

SEONAAR IR HaCaT 20 0 Hh 2R 4 45 | A% [ A0 28 97
FEMMIL B BUE IF S HaCaT 40 A Wl fi2 & K
T IL-23, B L I 7 MCP-1 F1 ENT 45 R 4E A Joi
W% TYK2/STATA STATG {5538 B A S 1 K2 Bk 4
i GLPE L
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