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[Abstract] Objective To investigate the expression of dual oxidase 2 (DUOX2) in psoriasis vulgaris lesions,
atopic dermatitis (AD) lesions and normal skin and its role in cutaneous anti-inflammation. Methods Tissue
samples were harvested from psoriasis lesion area, psoriasis non-lesion area, AD lesion area and AD non-lesion area,
as well as normal skin, the expression level of DUOX2 protein was detected by immunohistochemical staining. The
mRNA level of DUOX2 was detected by reverse transcription polymerase chain reaction (RT-PCR) analysis. Results
The expression of DUOX2 protein was observed in all groups which mainly located in basal layer, spinous layer and
dermal papilla layer. Compared with the psoriasis non-lesion group and normal skin group, the expression level of
DUOX2 protein in psoriasis lesion group was significant higher (P<C0. 01). The expression of DUOX2 protein in
AD lesion group was stronger than that in AD non-lesion group and normal skin group (P<C0.01). In addition, the
expression level of DUOX2 protein in AD lesion group was significant higher than that in psoriasis lesion group
(P<C0.01). RT-PCR test revealed DUOX2 mRNA was expressed positively in psoriasis and AD lesions. Conclusion
The strong expression of DUOX2 in psoriasis vulgaris lesion and AD lesion suggested that DUOX2 may play an
important role in the mechanisms of cutaneous anti-inflammation.
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REAfL R DUOX2 3238, HARA 4 iR
JE g B 4 2 3 9, AD e 44 3 i), I R R IR 4H 3
1, HF RT-PCR 4zl DUOX2 mRNA ik,
1.2 XWHE
1.2.1 S BEABALFEERMNEZKAS P
DUOX2 &a ey kix KA 0.5 cm® k4 4L,
PL 40 g/L 2R W, A 03, U1 A #2040 &
Wl ] 48 R o i Ak e R B I L UK k. PBS
3 minX3 ¥ ,30 mL/L W8 EE FRKERGEE
10 min, PBS %5 min X3 ¥, #& A 0. 01 mol/L #i#
MRk (pH6. 0) ZZ vh i, % 1B & 10 min, PBS ¥
5 minX 2 ¥, I AR I A (BSA) JHFW . =
N BCE 10 min, &N T HT(1 ¢ 300 FEHL A DUOX2
IgG ZmBEPiA)50 pL.4 Cidi, 37 CHE# 1 h,
PBS %2 min X3 ¥, I H(1 = 100 ¥ b

Pl 1gG)45~50 pl,37 CHEE 30 min, PBS ¥
2 min X3 W, M HE (1 2 100 HAR B AR 0 4 5
ZEMZE HRP),37 C,30 min, PBS % 5 min X3
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Fig DUOX2 protein expression in psoriasis lesion (A) , psoriasis non-lesion (B), AD lesion (C), AD non-lesion (D), normal skin (E), PBS (F),

thyroid gland (G) . normal goat IgG (H). SP X400

AOD B 52 4R 8 95 JE Bz 45 4138 i (P<<0. 01) , 4R J& g
B 10 2H 55 05 R R R AL B i (P<<0. 01) ;5 AD Jz 41
B AD R 3B i (P<<0. 01) , AD Bz #5120 5 1F %
FERRALHE N (P<<0. 01) s AD Jz 5 20 55048 T8 o Bz i 21
W hn(P<<0.01),

x1 BARKALAH DUOX2 EHGREANSEE AOD H(xts)
Table 1 The expression of DUOX2 protein levels in skin tissues by

groups (x=ks)

Group n AOD
Psoriasis lesion 20 0.18440.023
Psoriasis non-lesion 20 0.12140.028*
AD lesion 6 0.327£0.012*
AD non-lesion 6 0.136+£0.0184
Normal skin 20 0.110£0.017* -4

% P<C0.01, vs. psoriasis lesion group; /A P<C0.01, vs. AD

lesion group

2.2 RI-PCRZR

2.2.1 % RNA %% SCmEERMA418 RNA
ANy 566 BE RS I OD,g, /ODyg, U AETE 1. 23 ~
1.87 Z I8, R W T $2 RNA 19 4 B 85 , DNA 5 3¢
YIRER (5045 4 I B /b . 4 S H Uk 43 BT 188,
28S AT UE M A LAY R 2 1,58 RNA A AN
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2.2.2 RT-PCR #%# @ & #k 4 K+ DUOX2
mRNA 9 fik BUE G REA K& AD AR bR A 1

K 3] DUOX2 mRNA ik, 1E# J kAR A fp ok
i8] DUOX2 mRNA ik,

BB K5 AD Ee 2 ml A 2] DUOX2
mRNA £k HER LG T2 E L (P>0.05 ., W
%2,

£2 REFEMRAS AD FIRE DUOX2 mRNA RiL 82 (xEs)
Table 2 The expression of DUOX2 mRNA in psoriatic lesion and AD

lesion (x=s)

Gro 10D(DUOX2)/
up ” IOD(GADPH)
Psoriatic lesion 3 0.34740.086
AD lesion 3 0.7240.190
3 itie
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