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[Abstract] Psoriasis is a refractory disease mainly co-acted by immune, genetic and environment. Tumor
necrosis factor a (TNF-a)-related biologics have brought the landmark advances in the treatment of psoriasis;
however,the anti-TNF-« therapy has the adverse response,its limitation may be related to the different bio-
logical functions exerted by activation of TNF-a different receptors. Tumor necrosis factor receptor 2
(TNFR2) is one of the key receptors for TNF-a,and after binding to TNF-a,it can activate multiple signaling
pathways such as NF-«B,PI3K/Akt, MAPK,STAT3,etc. , which are involved in the regulation of inflamma-
tion, epidermal homeostasis, cellular apoptosis, cellular proliferation, cellular autophagy and other biological
processes. It is suggested that TNFR2 is closely related to the occurrence and development of psoriasis. Previ-
ous studies have often overlooked the role of TNFR2 in anti-TNF-a therapies;therefore, this article reviews
the structure and signaling pathways of TNFR2, research advances in the disease, and its relationship with
psoriasis to provide new references for exploring the pathogenesis and treatment of psoriasis.
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A1) 259 IS L RO TR JE R IR YT R S, R R
BE I F-a(tumor necrosis factor-a, TNF-o) {5 5 i J&
JEIRIT H B R MR R 1Y E B 05 L P TNF-o J7 75
B EL ) TR T AR AR 4y R SR BT TNF-«
SEPARIT G B W AN B s R G Jk e 11 M 2R OR AR
P IR 1 AR KRB T L LB R T R A B
REVEBNG B & A KU . 3 28 AN I R 97 2 22 5 $E R 3T
TNF-o J7EAN A Fe it — L TR A ST .

PU TNF-a 733057 8 8 9 9 AL 3 222 38 5 38
P M 5 20 i 2% 1T R K A8 Rl 7 3% AR (tumor necro-
sis factor receptor, TNFR) 45 &, VA5 1 N T8 1 % B
P8 TNF-o« 5§ TNFR 254G il R ERITAEH . © A
Wi R Z AR 5 TNF-a (A EAEMH B TNFR1 A1 TN-
FR2, & TNF-o §i## F . TNFR1 5 52 & 1 5. 1F 1 &
HEE 1 S ES 0 FEAEmMEREGESZ 5. )
=54 A YOS ML TNFRL PE T 45 f B A 5 —
ZYMESE S, MH TNFR1 2235 148 48 60 5 H 9
Tz X%t TNFR2 Bt = 2 4% iRl 75 0 A K38 4 79
Bt TNF-a J7 350 1] F 40 ) ir A 1) TNF-o 5516 5.
{HJ&, R TNFR B A 40 BC R 25 49 380 A 20 %6 1 [R]
P ELEATT Y AR P 45 4 B8 2L G AS 6] Y [RD R 8L T
ol A2 4 e P 285 4 SR T 1) 15 5 0 Bt R — B, 42
ARPIF TNFR B3 GEARTA

Bt BT TNF-a 77 LB AW A TNFR2 78
PERRIRIT P AE I H 238 € .. TNFR2 fE & TNF-«
() S A S B Z Ik Z —, B4l iE 78 TNFR2
S B /N B, S R s BRI 5 1 R i e R /D B
Rz 450 Ky e, B2 TNFEFR ) 22 i bk s 55 45 3% &
4 /I8 LR 8 6 RE i YL 2% TNFR2 5 TNFRI1 78
BT G P S AR A R A T I TNFR2 G 2 2
U TNF-a 57 2% F BN B A ) 22 5 19 R A =2
—, §l [ TNFR2 A fig BA B8 IR 9T B8 ik . A
XF TNFR2 (4 4514 A0 SCAF 53 B S H 5 4 8 9 55 9%
G G R HEAT 2538 . TNFR2 7648 8 9 25 82 rh iy
Sl B R AL T R S %

1 TNFR2 4 F 4

TNFR2 1 F% & CD120b. p75. TNFR 1[I . TNF-
R75.TNFBR., TNFR-2, TNFR80 ., i% 3t A {1 T~ 4t & {4
1p36.2 F, iy 10 408 720 B, BE % 4 A5 7= A — Fh
AR G5 48 0 B B 1 R R LA A T A B G L U T A
PUERBE RS MR AT s 3 1k R PR T A 2 R 1 40 i
et T 48, fise i CD4" Foxp3 ™ W5 ¥ T 44 iy
(regulatory T cells, Tregs) ik, IF L pi E 4L &
TNF-a(membrane TNF-a, mTNF-o) 3 1%, il 24
) TNFR2, 07 426 21 &2 4% 3%, tH X 40 F it 2928
7.5 X10%, H %W ) mRNA K/NE 3 kbp., 7E45H
I  TNFR2 A5 — AN FEAE 1 A9 A A1 45 4 3k L — A4~ 125 i
DX B Fl— AL N S5 A8 38 3 AN 4. TNFR2 JfL4h 2544
WEA 4 A B E R 45k (CRDs) . F8 R
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CRD1.CRD2,CRD3,CRD4, CRDI1 >y Ji& izt 3% Aij Bt /4
s Ay 21 2% 5 A0 3V 2 R G T AR A 5 G 0 i R i
BEGYNERIEFEE. BRANHEES SR IMAL
A HESZ BEARMNE N T WA TR Z R
ZARM ARG TE A 45 A OF R BCAR 25 A R Rl S TP T
PEZ IR & W R etk & F; CRD2 Al CRD3 # Fr h
TNF-a 4 & 3. CRD3 £ & % % CD30,CD40 fil 4-
1BB # M ;CRD4 MTRE M AV A, TNFR2 & [ A
B EE H , m TNF-a DAS 8 1 3% TNFR2 {55165, 1
43 W TNF-a(soluble TNF-a, sTNF-o) 1% TNFR2
T 2 TNFR1 WAEFE . 72BN 25 380+ . TNFR2 A1 45
WA 5 TNF-a 454 1907 15

2 TNFR2 W ES#S@EK

TNF-a J&—Fh Z 20 41 H .l ad 5F a5 R 4
B U 5 B R T AE R R g RN R G
EH . TNF-o« BHEERSE — 22 52 %M R
ZAREGE S . BT TNFR1 iz ik TILF i f 288
Y b, TNFR2 A 235 AR T G 2 40 M. 7% 5 33 40
Mo, i TNFR2 §t /038 17- 25 #4938, TNF-o H #3l
HAFREE AL I TNE 52 &40 56 B F (TNFR-associat-
ed factor, TRAF) , 540 Py TNEFR2 &5 #4380 AH &5 4%
PIE S5 514 %, TRAF K EHAE 7 HSRih : TRAF
1~7,Hrp TRAF1~6 S5 5F, 1 N oK i 25 14 380 Fn
C Ry 45 Ml 20 Bl L J5 # /5 TRAF 1Y [R] 5 R0 5 I 5
Ak JF T TRAF 554 2 TNFR 94000 521X,
N ST ST o o N N A - = S (S
TRAF1 YEN GBS TR R, gk el
TNFR2 5 55 S8 & 90— 4 . 16 1k % 52 40 g
1) TRAF1., B 54 TNFR2, %S4 B F-«B(nucle-
ar factor kappa B, NF-«xB) 14 5% 25 8t NF-«B i {4 il 22
MIF UG 4k & M B (mitogen-activated protein ki-
nase, MAPK) il % (19 31% 165,

TRAF2 j& TRAF i A Z —,
ME T TRAFL, K45/ 40 & — 4~ RING 48 45 14 35 Al
— R EE SR, 7F mTNF-a 5 TNFR2 454 )5 .
L TNFR2 B9 C K Iy 45 #4) B AN 2 S R 425~ 439 {if
M(TRAF2 g5 (i iz —) it 54 TRAF2 i55 4
i NF-«B 3 J% 19805 . TRAF2 /v S £ 8 NF-«B i#
0T SE AR T TNFR2 P 1 6 A &5 4 158, 24 7
ANGER IR R A SE 2T B T TNFR2 i S 19 2 8t NF-
kB T B IO . 52 NF-«B il 580 1 A R
TNFR2 fih & TRAF2 B# ft T 8 TNFR2 K~ RE 5
TRAF?2 %54 B, TRAF2 fF 5 TNFEFR2 8 15 7% 5
A28 NF-«B 3 8% 38016 » TNF-o $] 3 35 1 5 NF-«B
i SR W B W R B X S s ) O =R P A PSR i
Fik, BB, 75 TNFR1 S 4 649 48 Mo b ok 0 2¢ 5|
TNF-o 550 TRAF2 B2, 11 TNFR2 554 1 240
b &3 TRAF2 R 22 453, vt B TRAF2 P& % TN-
FR2 153 9E £ 81 NF-«B i Bs DA R . TRAF2
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T B B TRAF HSCEE (L g 8 T4 il 2 1 Ccel-
lular inhibitor of apoptosis proteinl, cIAP1). cIAP2, DA
PE TNFR2 5 R 2 NF-«B i [ .

TRAF2 7 TNF-a il 3% J5 /v 5 cIAP1 Fil cIAP2
W] TNFR2 354, I3 TRAF2/cIAP1/2 B8, 5k
J5 i B B P BRI IX 8k & A TRAF2 32 E 4k, 1 5 I )
WUE DL NF-«B AR #0977 2% 3 TNF-o ()£, AL
TRAF2 % ik, i BR @ 7 & #F TNFR1 45 F Xf
TRAF2/cIAP1/2 E&5 WA ™ . c-Jun-N-%Z 3k 55
I (c-Jun N-terminal kinase, JNK) 7£ #& %2 TNFR2
25 Ry B F EEAE ., mTNF-o 45 &
TNFR2 5, TRAF2 #l cIAP1 # %24 %] TNFR2 il 4
gEfyil, 5 E3 2 R Smurf2 B =T Z AW,
fii TNFR2 5 0 2 A% Pk IR Bl % 40t i 42350 4y . i
5 INK 3l 380G, O3 o U8 TR 5 R T e 1 e
AT L TNFR2 35 5 19 INK 35 A6 A5 40 40 1 T
TRAF2 454, X it= TNFRI1 B # 2 50, TNFR2 1Y
T RE S 1 2 2248 TRAF2 BT B IS B UL 3384 il
(phosphatidylinositol 3-kinase, PI3K), PI3K # i &
F B B(protein kinase B, Akt) , iZ5 5@ 5 f R
TE 50200 0 P o B 348 5 25 U0 A 5% L S 4R R I AR IR T
iUy

% TRAF1 f1 TRAF2 4, TRAF3 bk 3£ 4 &
TNFR2, AR # T TNFR2 i P 45 #4325 4
TRAF2 4541 5, i B TRAF3 HfEi s TRAF2 %
E£H %A E, HFRE KB, MAPK 55 TRAF5™ Al
TRAF6" 4 %, b, TNFR2 (14801 A 5 % 5% 0
A+ 3 (signal transducer and activator of transcrip-
tion 3,STAT3) F1 STAT3 #H  #& 1 18] (19 40 .48 .
Th17 4R 2 B A2 A0 S 5 80 8 0 & 0 O ik
BRI, STATS /£ Th17 4053 fbid 72 Ay
KSR S H T A5 Th17 4088 4% W 1L-17 . 11L-22
At 5 RE PR, 3 % 68 08 o B Al 1) B i 328 P 9
MR BEEXREE, M2, TNFR2 2MEZL M ES
B G R SE B4y T, 0 MAPK M 64> . NF-«B,
PISK .STATS . JNK %0 7 48 A | 41 43 5 . 40 o4
oA A S A Y R R EEAER L, SR
J8 5 S H O B 0 AR — B R TNFR2 4R T8 R
M R K,
3 #Em@ TNFR2 BEHEFETFHPHNHRHEE

TNFR2 J& — R A 1 5t 0930 97 88 5, FL 300 al
5 Tregs 1Y G 28 0 D) BE , 1T RE X A 45 Fh R E P
PR F A 2R B RS N B R B — Fb
B TNFR2 5 [ 44 % 2 350, PR % s 700 38 n 17
R CD4" T 4ififiHh Tregs MIEE P A Tregs AT LA
M EAC CDS™ T 4N py % pE . RAERIZE R %
B P H5 TNFR2 4585181 Tregs 9714 5
Pilk Fe XIGK (AR N 50 2 B L s Bl i 3 sl vl vl H
T A R MR YT 45 T R PR B . A TR R Y
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F5E R, TNFR2 78 CD8™ T 40 iy b i35 %6 34, ol o 11
] Al 98 e 928 D R o sk R A K A XU AR A T R
R K R R b e 4 AR L O R ) R R S
M EE K ZE BEA P TNFR2 il PD-L1 $ifknl DL 5 3%
T3] g 2R K K R R g SR B AR TR L i
I RAIFSE % B, TNFR2 AT AR kg % 551 il S 22 78 i s
U Tregs YIBE B AT 4E 48 45 . TNF-o/ TNFR2 38 #%
T U0 Al 9 A i B A Tregs D1 RE ok pe s
VR U0 SR 12 308 65 2 il 9 0 P i s BV G BE TR T A
R WG T L, Thl A1 Th17 20 7 i s 2 e i Jes AR
R AL T KRB A TNF-o''", TNFR2 % & — {5
SEM LAl & Tregs M 1R & 01 R SG R 4
FEFEIEH /AN il % Tregs ¥EFH ., $1 T €W 2
TUWH PRI B 3 AR B PR 5 18 32 3K 1 A 0F 5% Kk
P, i A4 R Z LS B sTNF-a fl TNFR2 K FFF 55 .
i TNFR1 KA T G Y0 19 TNFR2 Af
Bt M A B AR A4 1 BUBE PR IG F Sézary £ A AFE B
PRIAY JFEAL CDA ™ Tregs B, % B b &y
B CD14 " F W40 i i 32 TNFR2/NF-«B i
HAEEE CDAT T 40 A 9+ 22 15 1k R PT 40 A R vt
N FIVHE TR] 2535 A8 /)N R TR ) JEE A 7] 455 41 23, TN-
FR1 fil TNFR2 ()R8 KV 28 0E 5 21000 T &
TNFRI J K 5 55 A Bl T 98 20 #E 18] %18 A48 5 43 &2, TN-
FR2 5[5 i B 5 M 1) 4% 18 748 /)y [ROBE 0 7™ o R 3 A 444
T S, L FE A0 A AR 4 3R A6 L 20 AR T R R ME 1R B
PRB M) 3 WA 5E W], TNFR1 F1 TNFR2 78 HE A
B AR 0y i B S R B9 fR {6, TNFR1 55 4 (0] #4558 A8
/N ERREE A (3R AR E AR %L T TNFR2 2 5 7 X #E[R]
FORE . AN M S 8 A AE R R G M4 4R
Ri MR T R O R HLIG IR R AE R BN &
F N N N i NI I B | 1 R N i K I
T RE AL L 1A P98 i AN PR R 2 R SR D RE IR AT . B
FE R, TNF-o B 7= A v g8 5 F 0 40 M s 25
HE B % A AR O B I P iE S TNFR2 /K ]
REJE IR FR A R4 AR R M ST R BB A A i2
Wibn s . L Kk PR AL E S —Fh B e &
RAEVENS M, AR AW S D) e AT 0 R
P2 B TNFR2 3006 8H T 0515 5 0 g 2% &2 1t
B P 16 A RE ) AT BRI L AE 2 A BA S B 5T
LR E B TNFR2 R4 KV 515 il & A ik g K K
& AT 6, I /1% TNFR1 il TNFR2 Ay 3t 28 ik
JEE R 3G M WG A% B T RE R B A KU B 2. 0~3. 7
ft IR, X e A bR 7 A 1Y A AL R A B TR E
P ok e UK . 7E B e e i IR e b, TNFR 1B
rs1061622, TNF-a rs1800629 Fl TNF-a rs361525 K
LD RO ], HoAT % M TNFR1 F TNFR2 % 7K -t
ANTRL . g 1R B ™ Y R ol 3 Y sTNF-o, TN-
FR1 F1 TNFR2 KF e F550F 14-3-3¢ #i
FENECE A R TNFR2 K52 A W0 i 40 i 9 A% 43
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s AT WU O RYC . L5 Bl UL TNFR2 78 fib
S B e S 2 R PR A
4 TNFR2 5%RE%%

B 5 Bk BE Y8 AE Y AR R R A0 LT 41
I 200 R L AR 2 DR 200 e e o 0 R IR . R AR
Ji8 9 B & 98 HIL AT A 10 B 2 o HL A 88 R 4568 1 2 I A
R AR e B S B R . S5 R N B R A M Y 4
Je PR F TNF-o i ) 12 0 50 5% 4 i W 51 8 1 X1,
FEAR I Pz 200 M 3% Ak, 3 2 e 5 A0 BRI i I 0 5 B PR
FhifE. TNF-o BAF7ENESE T4l 7 iF 26 H
T Bz 1k 9 i vh A O T

TNF-o 75 53 26 41 i iz 7 19 B 22 45 1 2 5 i e
REFFE M Z RS . T TNFRL )32 570
TNFR2 7E40 [ A B A XS B, fF 58 R B, Tregs
B En s E L TNFR2, M H TNFR2 7E Tregs MJUG
k.38 58 L I fig A0 2 B0 R e vh E R e e R AR T
Tregs £ G058 52 R LAVE T [ B H 58 P30 e 58 2K
flif 7 T B H B, Tregs WIREZ 1ol Tregs %= g /D
SRR FE A B RBEEERNEE EE &
M 198 Tregs 1 1 . 38 5 H G 30 4 FH vl 0dl e 4
JERMEN . FoxP3 &/ F Tregs T By KL+
A WS oK FoxP3 Sl /N B B A B b0 Pk R E
£ Th1,.Th2 A1 Th17 40 /0 ik B J gL IF 78 3~4
JAWETFET-%) . TNFR2 #F CD4 " Foxp3 " Tregs I
BRI, SR ME B FoxP3 Rk Ml Tregs T HE 1Y 5
KA BT RAEAREE P 0 R /s AR &8,
Foxp3™ Tregs HA 161 %5 TNFR2 (155 F A4 B
A B i B G AR Zh AES . Bk TNFR2 3£
KX T 445 CD4™ Foxp3™ Tregs RiFfREE, 2007
FEHWEIR, TNF-a /5 TNFR2 $I34 Tregs M %1%
A=t CD4" Foxp3 ' Tregs 1E R IE % & 25 %
E A A A0 B L 7E AR S 08 & s ML R Hh ke T AR
RS, A RERE R AR BT 2 R B e T
A A S0 — Rl 18 R R A RE PR R R, B
Th1.Th17 20 HE 5 W2 5 P 9K 2y ; 7 fidt B > 14
e, 3 b i P S8 ORE PR A0 I W 2 Tregs BYIH T 7
BB B CE T, Tregs 1 632 10 i 2 66 B M1 55 . 5 3K
Tregs 5 Th17 4 2 18] f9 F i bR 2 & A ol Ax 2 fil
R e

TEAR B B B, B AN R M AN A R R
600 NZS4R B 9 BE B B 2 CD14 " CD68 " . I 4
i 25 e B S AR 0 T 8 A% L T G 4l B 3R O B g 4
JiLAE VB fiE 0% 0 A B S O R 40 T AR RN ™ IR B HE A
(psoriasis area and severity index, PASD """, #L#i| 7]
Al AL 5 B2 B 9 Y W 4 L TNF-o fY 3 %5k
JE LT TNF-o S 42 8 95 & 98 AL 1L 30 4 5% 6 40 i R
F. TNF-o 4 W FJE X . sSTNF-a #1 mTNF-«, 7E
BB B R TNF-o A7 A AN BR T 2 468 9 19 I 44
o 35 Ak B L 2R RO 2 L DL AR B TR R B
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IR F ik mTNF-o, M2 B = W 20 i J& %6 35 mTNEF-
o M FRZEE RN A, BFFEIE K, sTNF-a AT
TNFR2 {55 % 3 % 5 M 59 i TNFR2 5 5 %
S, TNFR2 M9 300E B n] BEAK#E T mTNF-o, 235,
M2 Ei W40 M 7T DL S Tregs, MM 6] 3 & #5 H f 938
PRI, BAR L M2 B A S Tregs 24 LAY
ML AR 58 e 2. (B, fe it B9 — T 98 R W, 4k
HEE D, iTLLE SR SR mTNF-a 1935, i
it Tregs B4k, MiX F/E H # TNF-o/ TNFR2 i
B ERTY $ % M2 B g 40 i AT A E 4 TNER2 4
7 Tregs Fak M1 2 5 4 8 i 9 I 5
5 TNFR2 A[{EARERIGTHIES

TNF-a 3l 236 97 PP Ko [ B 4 28 PR 92 9 1 48
HLHE L P TNF-o J7 36t B 2 TR IT 4R E 0k .
FI A28 28 [ £ i 245 90 5% B =) L BT TNF-o 259040
£ N = U 71N I PP NI 7N 87287 L U 7 7 e
PRSP 3 BBt IR VY AT SR G T M A
IR 4 N FEREBUIR . B A4 F] 9 TNFR2 g 41 45
5 N 1gGl B Fe F BoAHE M A, Hod i 5 sTNF-
a B mTNF-« 58 Z125 56 i — RAK & 67 1M
SO AR BIF S 2 B MR TIP3 B A R Bl R
A SCFEE e —Fh i S E 4L TNFR2 Skt & &
L BURA B 20 Fo- b T 40 i 3 0 3 m A 5
2 Tregs 110 FFEWE , 78R J7 Hh 51 1 B Bt 4R g o v
R R R IR BT A K bR TN R
Pt TNF-o B8 P, H i T 134 97 4R 8 9w 19 Bl
i) e o8 BT ) T 45 A B A B mTNF-a, B 5 1
3R Tregs | TNFR2 255, ot 1 8 hn 1 ) g ok
Tregs #m LA Th17 40, Bl TNFR2 25 Tregs
(3T S LA K Th17 4043 fe iyl . R4E TN-
FR2 5 H B0 B Tregs 19 42 3 1 D) hE
X, MY IT B s, TNFR2 K& K] Bl s BLU7E K s
TRRA S AR B R R U N e E, 25 1R, TNF-«
SR BRI KA O, LR TNFR2 4 0] B8 4R )8
s BB B — PR R YT B
6 Z ®

TNF-o § S 25 W) 2GR YT & iz, 122
T A 55 20 e 1A RS2 AR 4 AL 2R S 5 R T R A ()
K R i B A A HE B o R L 7 AR O RE IR A 28 iR L R
WS TR B4 HE K | 28 4 P A 1T 38 R AR R R
AT TNFRI )92 %3k, TNFR2 B ¢ 5 4 i 41
YU A TNFR2 A 32N b P TNF-o J7 43R
AR B R L A A RN T
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