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Expression profiles and significance of TNIP1 and its coding protein ABIN1 in

advanced vulgaris psoriasis

Zhang Na, Yan Heng, Zhang Dongmei, Chen Yan, Hao Fei (Department of Dermatology, Chongqing Institute of Dermatovenereology,
Southwest Hospital, Third Military Medical University, Chongqing,400038, China)

[ Abstract | Objective To determine the difference of the expression of TNFa-induced protein 3-inter-
acting protein 1 (TNIP1) and its coding protein, A20-binding inhibitor of NF-kB activation ( ABIN-1) between
patients suffering from vulgaris psoriasis and health individuals in order to figure out the role of TNIP1 in the
progress of vulgaris psoriasis. Methods  Twenty-five psoriasis patients (13 males and 12 females, mean age
of 33.0 +8.3) admitted to our department from October 2011 to April 2012 were enrolled. Twenty-five healthy
control subjects (14 males and 11 females, mean age of 31.3 £9.9) were subjected from the department of
physical examination of our hospital. There was no significant difference between these 2 groups in age or
gender. The mRNA expression of TNIP1 and the expression of its translational protein ABINI in the peripheral
lymphocyte were detected by QRT-PCR and Western blotting. Immunohistochemical assay was also employed to
study the expression of ABIN1 in the skin. Results  The expression of TNIP1 mRNA in the peripheral
lymphocyte was notably lower in vulgaris psoriasis group than the healthy control (0.292 1 £0.101 6 vs 1. 0859
£0.266 3, P <0.05). The expression of ABINI in the peripheral lymphocyte was also remarkably lower in
vulgaris psoriasis group(0.093 2 £0.003 9) than the healthy group (0.2909 +0.057 8, P <0.05). Besides,
ABIN1 protein was over-expressed in the epidermis and mainly in the extranuclear in normal skin, but its
expression level was very low in skin lesion of patients. Conclusion  Mild expression of TNIP1 and ABINI
might be related to the pathogenesis of vulgaris psoriasis.
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ting protein 1, TNIP1 ) 3 PR i —Ffr i 4 1) A PP A A 1)
R0 I AR T Y 4 5 R 4 G R F 5Y ( Genome-
wide association study, GWAS) % #i , TNIP1 & H [E F1 KK
KB B E N Gy BRI AL R 8HE 238
PE SR 5 1 A G L BFSTUE ST, TNIPL A
ZHREN S RN SR, S5 056 n i
S Sk, AT ST R A G B i A RT-PCR 246
I TNIP1 Je Hogwmtth 2 1 A20 255 4 il NF-«B 06 K
+ ( A20-binding inhibitor of NF-kB activation, ABIN-1)
TE 3 U 18 9 F8 55 R (et BREGT HEE A1 T I ok 2 240 i v
iR 22 5, [l i ad 2k G e 2 A G A Rl ABINT 2 1
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PRIT TNIP1 A S8 58 5 23 1 T BEAIL I
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10 2 2012 42 4 F R B B IRFHIOIR (Y -8 B AR g J
25 ), Hor 5Pk 13 ), 2ot 12 ], 4R (33,0 £8.3) & fF AL
AR QIR AF I X Bl 18 ~ 60 % Qi PRI 2 i o 5
AR e (HEATI) 5 ORI (L s 1 92 1 RRURI ™ T P BE O
3D (PAST) B 45 ™ 7 2 4 vl B 5 QDL AR o 56T 4% 5
GIZHI 3 ™ HNERGZWIRST S ; @1 1 J0 HAL B FIAR
KGRI RS o il X R 25 5], o B Pk 14 ], 2o 11 4
AR (31.3 £9.9) & DUIR, AF % 20 ~ 55 %, S IR BEpAAs: oL (i
O IUPR L B D S RIS T o e 141 2 Rk o R 2
H(P=0.777) A& (P =0.509) 53 A7 T4, RG24 25 57

RAE R R AR R R R AN E #e ik i 6 mL F T RT-PCR 1
GUEE IR AT I . FEALEE IR 6 44 A TG KT VD IR 454k 2 em
1 em K/NBZHREAZ, RIS AE 4 44 filt e xob BR S5 A [7) &0 057 BOR ( ft
X HR 3 S BB RS A T BE A Y LAt A, 2 BIE R E S
IR KR L, HAHEBRAR B s M A s RE M ) , T f e
AR
1.2 E&hH5 XA

PCR System7500 >} Applied Biosy Stems 7= i, {I% & 55 .0
Centrifuge 5417R HLIY T eppendorf 2\ 7] , Dec2000 EEWE 4R R 5
A Bio-Rad 7=, Rever Tre Ace-a-/ % 5357 &+ TOYOBO
/3,2 x PCR Mix Taq ., TRNzol i&5f] . RIPA 2 & W F b 7t K
HRZAT], NS bk T 40 73 B - R HR e A vl o
1.3 RT-PCR #%&m|

43 B3 AN Ik EL 4, T TRNzol 3A4RIRCE RNA 5 s % 5
50 & S 58 ¢DNA J5, PCR 37 8% TNIPL F1 B-actin £ [H J
Be, 519y i Invitrogen 23 @] & i, 735 4y TNIPL _Eif 5'-CA-
GAATGAGTTGCTGAAACA-3’, I {if: 5'-TCTCCTCATCTTT-
GAATGCT-3', L& i K BE 175 bp; B-actin | Ji#: 5'-CAAC-
CAACTGGGACGACAT-3', Fii#:5'-GCACAGCCTGGATAGCAAC-
3L YK 159 bpo LA B-actin (95| W)4E S N 206 1]
S 5 AtF 94 °CAF P 5 min; 94 °C 54 30 5,57 CiB K 30 s,
72 C A 30 s, FLiEAT 30 AE A KRG G 72 C HEfif
10 min, PCR =#J%EME M4 , UK E5 R Dec 2000 #E i L4
A4 (Bio-Rad 24 7]) 4347

1.4  QRT-PCR #im|

T ICAREC RNA, S35k i cDNA, #5547 QRT-PCR, %
[ A Z % :SYBR Premix Ex Tag(2 x ) 10 wL, TNIPI | Fii¢5] 4
(10 pmol/L) 1 wL,B-Actin | FHF514 (10 pmol/L) £ 1 pL,
eDNA FEBSEH 1 L, ISR 20 pL, G5 RE G 3 7L,
EF Bio-Rad real time PCR {4 1%, QRT-PCR [z I &1 /-
95 °C A1 1 min;95 °C 10 5,60 °C 30 s, ¥ 1 40 NEIR (5L
B 5E ) 395 °C 1 min,55 °C 1 min,55 C 10 s 81 MG (W %
k) , S ALY © Ctok i R A AR X ik i
1.5 Western blot 4|

A3 BANE IR ELA A, 40 AR R AR B R RS R
I 10 wL 25 (1T SDS-PAGE HaJK 4325 , B 4% % PVDF i | ,5%
TiRg 24 37 CC A 2 ho 1: 500 F B TNIP1 {4 (14990382,
EB)4 CHFE 7, TBST VREGE 3 Y IA 1: 1 000 5B fy —
HUEIRBEE 2 h, TBST ¥R eV 3 IR, ECL R &0, B R &
GErp AR 55 Tmage Pro Plus 4.5 Zp #4473 #2541 AR
6% FE {H (integrated optical density,I0D)
1.6 %z zaiuiem
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RPUAEZIIEE 1 b, PR Bbr i #6290 2 R (HRP) TAE
WEIRBEE 1 h,DAB W5 %65 &R RKG G 6 S it
KRB PR R E . DB RR $h 22 vl (PBS) 108
— PV R E B B, AR T SR, AR 5 SR
&, ] Image Pro Plus 4.5 {400 7 57 34 FR 43 W% O B H (average
integrated optical density, AIOD) #4722 /04T,
1.7 %itE oM
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% B4 (T0OD =0.290 9 +0. 057 8) #H Ik, ABINI k7K
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2.3 ABINI {2 %4 it A S 3 B 4 BUIK 7 0 4 Ao

ki

GRS R LR, 0 T 48 B A L
HE AR A4, 5540 T T Munro fACHENb B2 ILRE 42
PRI, JU TSk (0 -7, TUA 2 T A0 B 5K,
ABINI FGRRAGH BIC R IR, 15 H X AR Ik 21 40, ABINI
PERA TR M IZANE , L% 25 T AR, ZU 2R
/b BRI, ULIE 2,

A3 RELE ;B JR A 2R
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BB e — R R 52 st AL S ) 2 BRI B , i
SR T R KL R 20 S BE A 5T ( genome-wide association
studies, GWAS) & & I JE i 1) IR R R o7 i o HE:
L AL T NS 54 @ {4 i) TNIP1 ( TNFAIP3 interacting
protein] , TNIP1 ) B PX| 0 8 iff 5% 1k 5% -5 i S Al rp [ CHE
(OB E AR ST o TNIPT 6 D A fk 532 -
33.1 b, & 18 M, H mRNA K T2 44
JCHIRTE IR CL 20 A MU % L2 e 3R 3k, 5 4 i o3
A ST S R ) 6T S ' Elder 25" ff
LU TNIPL [1i8tf% 5875 A g i NF-kB 3 % 17 1] 7
VAT T . TNIP1 65 i) 25 B AR ABIN-1,
ABINI1 F1 A20 A1 F.AE F AT 94 NF-«B 5 538 [ 1) 1%
b, MR RS 546 S, A 4 FoR Y . TNIPI
W A] kS 5 NF-B 3 j%, 5T UESE TNIPL 245 {4 78
YA LSRR B AT LT B NF-«B #0361 35 %, H.
AMKHT A20, HeAh, BFFEIA &30, TNIPT mRNA 77,
P T 4} (resting T lymphocytes ) 2k 7K E=AKAYT, 775
Ly CD4 +/CD8 + T 41 g 335 2 T mi i, W] TNIPI
ik FIEE T A4S A, UL RT DL, TNIPT AN
M) TNF A3 28 50 S g 3ok A%, 0 T BB 2 5 e e T Rg 1Y
P (A HATR I, A TNIPL 2 5580 % [ 5
TSI S (8% 27 it SOHALR v = A5

AR R I, 5 IEH X REAH G, TNIPT mRNA J H:

A ) ABINT ZE3E7 71 -5 AR 5 9 £ 2 F s I bk
E 200 L R Rz 458 P 1) ik 24 S 35 FAAIG, 278 TNIPL 7E4R
i IVE R, AT RE IR A % sk K, T 52 i 21 288 7K
SR AR VR s TNIPL {3635 Al g 2 S 300 JE
I FL T NF-wB 38 776 M 10 i | 008 ARORE F . ot B 7 i
P 2000 4F, Nair 467 4258 TNIP1 mRNA 765 8 %
AR FR R T IE R X IR e O 0 X A Rkt e
TARB AR o AT HE AT REA - Nair 25" fOBFSE R
B SR E R W R U B R A A R, HFE X%
JERICG TR ;s A5 BF 5% 2 HR [ DU AT, TNIPT 76 A [ Fih
R IR AT BEAS— B0 A, 45 22 7k n] e Pk
SRR AR TR
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