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Research progress of interleukin in autophagy and
pyroptosis of psoriasis

WANG Yueqi, ZHOU Jing
(Department of Dermatology and Venereology, Second Affiliated Hospital of Harbin Medical University, Harbin 150000, China)

Abstract The etiology of psoriasis is unknown. Psoriasis is a skin manifestation of systemic diseases under the background
of polygenetic inheritance, which can be caused by environment, emotion, and other factors. A variety of
etiological hypotheses support the pathogenesis of psoriasis, but the involvement of genetic and immune factors in
the pathogenesis of psoriasis is more convincing, including a variety of immune cells, cytokines and other factors
involved in the pathogenesis of psoriasis. Several kinds of psoriatic-related interleukin play an important role in
pyroptosis and autophagy.
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A WE, JETER AN EEE MR, 2) KA
g, BOFATE & Pr e 09 A W, RO BT o B SR
FIE AT W, A AR 2 A 2 AR
T, Je 25 0 il A R TV B 1 S A A O G fik L
WEY, WEHERRZH—MAN; 3)0T
RN S B % (chaperone mediated autophagy,
CMA), — 0078 AT LI 40 s 5t o4 2 1 o 2
GOF BRI MR N AT, FAS5IE
B AR I, A ORE B 3
P2 S B IR TS L B AR A DL R4 O A K
Wb EEEl,

2 EREHREXHILEBRHRHER

2.1 IL-17

BB e E B A B ET 40117 (T helper cell
17, Th17)M R M RAEME 2 &, WIL-17/&—Fh
F AR R AE B P ARAE T, A Th17 50 WA
ONER A, AT LG | £ B B2 A (keratinocyte
KC)HAFH A= A fafb IR - 3 26 A i 1% 40 it Ak
AR F- o] /E T MERL 0 M . T 20 B AR SR 20 i
(dendritic cells, DC), FEOZ R RAEH— N,
IL- 17K GAT 6 b, FHrPIL-17 F2HEIL-17A,
rh PR 2 AR T h 17 40 R R S O e e e A B
WEESS5H, HITBMIGEEEZB1L-17A0 5
o IL-17A LU S L e i . M2 . b
B 2 M sl B A B P - 2 AR IL-6 . IL-8, —iiEZ Y
RAE ST [ BFi R R EE . ZEIL-17APER T,
LT 2 20 I AR 28 AR I IL -6 28 5 A K S TH i, A ik
THIRE I Th1 73R8 5040, XA I8 57 G 28 Tl [T A o s
Hh B A

2 FH NG T RIR PP W) cis-Khellactone
IR PR SRS AR B AR N B, SE R Bl cis-
Khellactonei i i #F [ W 410 il i 2 3 78U = 0 20
Mo, wkAER B D E O B AN AR, R R
TR Th1 740 M 7= A= B IL-17A . A W3k a] DL 7 [
P IL-1BEKIL-17 A5 5 1Y KCs T W3 40 ifd 1) 4% i
3Rk, MIL-17AR] IG5 K Cs 1Y [H W58 5t DA
2 1 R[] 1 B8R i, X PRV FH 5 R e AR R R
BRI SR A DG, AR R DI AR
JEW I —L AN, o -RIn = EER IR YT AL
ARG IR KCHS 58, 75 RCH A WY A& AR
RAFNEHS

2.2 IL-22
KRR, B 0N O 2 i AN BA i i

BEERBURPECDS TYIME, X3 R E Q5]
HLA (human leukocyte antigen) I ZEFR ¥ H & 7
PRI o o B P CD 8T 40 MY nl LA A= i g IR
YEH F-a(TNF-a) ., IL-17, IL-227, 1L-220& % —
Fift F Th 17 48 B 53 W FF4F T RC Y OGS4 i P -,
b R A R LR A A, N EIL-22 A 5 S KCs i
JERE A VR T, R S T 40 A 5 1 3
AN EEAKCs il & [T, A S E U SIAEIL-22
I HaCaT 4 P & Bl miR-223 00 R ak, IfxT
PTEN/AkGEE A8 17, HAKRFR I AmiR-22318
JIPTEN/Aktig 2412 FTL - 22 il 385 A9 K C s 48 5 1410 ]
HET-,

6V = BE A WG 9T 5 R AE o0 B 58 S
B2 HTNF-a, IL-1A, IL-17A . IL-22F1#I9% &
M (oncostatin M, OSM)S5H & & 40 s K F A9 TR &
Y1 (BRI MS) S K Cs TE ARSNGB T 41 8 i FE K C
A, JE A BIMSIE T T KCs [ Wit /IMA 3
HE— K I 2 [ v MA - B AR A S X &
UESE T Fh AR T 95 #H 5G40 M R 7 24 A MS I B K Cs
WG T A WER R, MRS RE R R . R R
TE . F TR R A s B B B Ol A G
A, THIL-22 9S40 M R b Rz A0, PRBkIL-224 5%,
J TR IRYT B — > BRARE S

2.3 IL-23

IL-23 2 —Fh 5 Bz 0k R A K20 A € 1R 88 i 9 1
T N . i E WS40 2 DCor b mIL-234 i
HTh1738 58 . AL AERT, TR B TL -2 3 3330 L 1Y
Th1740 M/ MW TNF-a, IL-22. IL-17. 4RJEH Y
IL-23 7] DL Y 22 P i 58 40 IS A o o, fR ECD4'T
YR AL A Th1740 00, i i — R IG5 7% T 6L
i 7= A e A PR FIL-17AFIIL-17F®, Th17/
A B B EIIL-23/Th17i& 4% . Al LLIA A IL-23
5 TG Th 172 4R 8 9 &5 1Y J 22 3 2 JE il
I LATL 23/ Th 1738 48 4§ 0 09 A= W i R0 AE 3R 97
BREH PR R4, RN T TNE/IL23 /1175 7F
BB AR T EZEE- . MIL-17A1E 8 —F
RO, it FRIL-6. CXCLEFHIEL,
Ak T PR A 1) R B2 AR RS A SRR LI
IL-17A% AT DI G 38 N IL -1 B FITL -6 A8 3% 3k 42 iF
Th1740 M8 534k . &FXFIL - 17 A8 8% 1) A= 9y i 571) )
JEAF UG, AT A RO R e AR e o R
R 4510 B B R B AR 1 1 K C PR A Y TL -
17C ., IL-23FITNFTEHR JE s 1 A 2E ki v i —
SEAVER, T KC RN Z T 0 75 20 i 5 e A — e B B —
DRI, dRZL N H TNE/IL-23/IL-17A%0, JHr
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IL-17ARY 3L B 2235 ] DL 3036 He 08 A R i 5 271
AR AE S, B i o A B4 B R R R R
BEHe, HILIL-17A R ZIE A0 EER N, ySTH
LB A A P AR TL - 17 A Y S g

LA SR S22 B . TL- 17 A A 39 3w/
A - T A L DR B4 i ) ST o, T K Csalad [ 43
WA IR B R T 0 R O Ak IR RN B BRI A o
A, SEUEERT = FyST1748 0 FIKCHIL-23A-
IL-17 AT RE B B 4 18 o b 5 SR 00 B ) 68 4 i BR
B A AR e M TR 2 ) A A Y IR A
K, KC H W AR JE s ™ =R B 2 (] /s S IE A
XK, FTIL-17AFIIL-23 7648 8 R & B9 28 A
I, BHWHZ A5 5 % 5 % 2SR B TR YT AR B R Y
WEFEL, WL, 1L-23t0 85 )8 % A 9 i 50 i
FEMT — A RO 5 . PIH A 2 W AT RE S IR R
o 975 1) — Tt A SR s

3 HEETHHE

20 e 0 T T L W 0 v i B — i ) 40 i
FEIFPEIRAE, X Fh R BE 275 4 M A% 7 PR SR T & A 1Y
BRI D €37 W A Ce i P R R Yl ]
R R A E TR R F I (caspases) 7™ A RAEIRSE LY
%, B HGSDMDR AT AT AT AT
I, HZRE FIASC(apoptotic-associated speck-
like protein containing, CARD) . 2R R A
IR F M- 1T AR (pro-caspase-1) . NLRHK
(NOD-containing protein-like receptors)&§ ] L4 A
RAM/IMA (inflammasome) , R /IMAELFEIPAR R 14
IME L AIM2 R PE/MAE . NLRP1R PE/MA . NLRP3
RIS g b /IR . 8% T TR A 56
oy, T b caspases (55 i 45 GSDMD
FI, S AT 20 A T 20 e 21 R
WL, 51 A AE R

e 1 N B 8 7 NS 2 1
ORISR S B2 e = N | O S B o S WA o e
T2, MR RIE R P MR SE A AR . b 2 Ak
AT 1 SRR 2 A N OB AR S N B A S B PN T
PaE iz, ﬂ%@icaspases?&ﬂ%ﬁ@%ﬁﬁ, FH 41 fif
I PN 74 48 4 T G AR 9 T2 /N, TS R T/ AR
A P H At 240 L SCRH 408 1% 4 R RO A L A JR AN
BN AW, A 518 JE B R G S . A,
JHT- BB M caspase-3/6/7iR 125 & L7 15
T, 10 A0 T K T caspase- 148 L3R 42 1
caspase-4/5/11HYAE G MR 2, 78 APy R
caspase e ik L & caspase-4/5, 76/ BRI R 1

caspase ik JE N A caspase-11Fllcaspase-1.

4 5REWMEXK IL-1 #1 IL-1F EEH AR EE
T HHI1EM

4.1 IL-1 1 IL-1F

IL- R N AR = AR e T, 252
ol A= g BT FR , fE 5 S e Bk AR R A Y R —
ZWE G, BARZR R MR RAEVER, T4k
IL-1afIIL-1P5

BT — B IR R E R, IL-1 KR
(interleukin-1 family, IL-1F)Jjg&H A& o £ pd ¢
BRI . IL-1F& —dHIRBAOC . S50 L 40 e
K+, HATIL-1IFE A1, BFEIL-1a,
IL-18. IL-1Ra. IL-18, IL-33, IL-36a, IL-36f.
IL-36Ra, IL-33, IL-37. IL-38, #ZMHR 5K
YERWT 43 2%, HFPIL-1RN., IL-36RN. IL-37.
IL-38 A HRAEM, IL-1a. IL-1f. IL-18. IL-33.
IL-36a. IL-36f. IL-36vF {2 &1,

FE B ) S5 v R BAR T e K L -1 p e 3
THEr . NN TR PEIL - 1A 20 16 32 B k3 AR A 1
W, USRS TAIM RS . dE— 2 pfFss o
W], IL-1B-IL- 1R 538 i 0T Al 38 i B4 0y 3
TL-17 7% A 40 i 0 ) 38 K C S il R 2R E 9 Bk I 1,
T 2 5 R ik 9% Ak FNAR T8 95 14 & R ML . TL-18
JBFIL- 150, 0l LLlad % S T3 & (interferon,
IEN) -y RAFEGE RAEVE R . AW R BLAR TS I &
B A5 R MR AT L B S R, LR R R A0
MR IL- 18 43K W E 1T, 45 g R Mk 400 i 1 fE
Z 58 Em I & AP . IL-361L-36a, B, v
AR, FERBEHLE R, IL-36y /2 E
9 i oS PR R, AHE R E R B Rk . Ab
JEMLIL -36y 7K ~F- 55 %2 95 16 3l % VIAH OGPt g 8
B F a7 JEIL-3677K - TR . IL-36y 1] BETF4R
J 99 Bz Wk 8 B TNF-a FITL - 1738 8% o & 5 7 1Y
HCRAE A A — 032 %k et P 45 8 s 1) 52 56
i, R BR KRR IIIL-3652 1R 45 B 71 i N R iy £ 2 IR
AT 3R AT B RS B0 TG PR Ay 1 NS R TR 4 B
SERAE ML R, A R T IL-367E [ ik e K
RN 4 B RAE TR OCHEYE R, AR B e IR T 42
BET B A Y

4.2 1L-1 #1 IL-1F ZEA & T HIE

FE 2 AN A T B 5 S AL pro-caspase-1
283 WAT 5 DB TE L caspase- 128 B 1Y R AE
INE, i B caspase- DB IL- 1B AT A ML -1 81y
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RT3, PEATIL-1BAIIL - 183X W Al 4 iE K 7,
[F] i caspase- 1315 $447 £ H GSDMD, GSDMD
A AN o WIL-1B 510 -18, fEH TABIT Y
e A

TEMK A N [P caspase-4/S /N [ caspase-11
PAEg g LT e, N caspase-11%%
& T 41 g Z 4 (lipopolysac-charide, LPS)J5 #
POTE K fR T, EL R GSDMD BY U1 I35 5 41 il
AT WAL JE B R M caspase VI HIGSDMD,
BT WG P NS 45 A9 38, GSDMDi# i 76 i i I
AL, WK 7R 52 8 vk, W BT EIL-18 51IL-18
Y EE ) NN A VA I B IS E TR
AR AN AR A GSDMD, & BLIL-1BH]
AT RE#E 15 L ¥ caspase-1 BT 4% BUAT 36 PEAYIL-18,
HRAE N FIL-1pJCHE 7 W B A0 oh, A REAE 40
ML &R, SO LA ML AR T s H [BRD N i 45
WG, XA kEMEET . 4R KV GSDMD
SR IL - 1B 53 I % 20 M S0 B R AT Bl g S 43, B
7N HTL - 1B 7E 40 M A8 T 5k B h 7 R 48 1k s I Y
P,

TE—TIR B sz ug 2o I E{ FE i (cycloastragenol ,
CAG) BE % 7] 5 A 5 1 b [ AR AR i 9 /D BB ik
mfﬁLJ&%@ﬁ#%(imiquimod, Im Q) JIl 8% 1) B B
50 200 g v 1 2 SRE 200 JL XL 7~ K P, ALFRIL -1
TNE-oflIL-6, TEAIMAET- T, CAGHE M
HINLRP3AAE /A, 18451 b 981 15 0 240 L 1) )
AE. AT IR Im QIF5 5 1Y /) BV JE i AR B R o 1%
S HE— B UESE T NLRP3 A E A S AYIL-1BHY
PR B A mY R A, SR RIL-1B AT RE IR
7B e 0V TR S, SR A R E I -1 B4R
B FHAE G R, 26 FIL-1B B HE [0 36 )7 A ff ik —
HATE

5 #5i&

LB R A AT SE AR R A A LTS, HEL
o AL A Y 2, R R B R MR,
HOOB A B AT RAR S, A RE
TEHE— MR A R G T SN TS
S8Vl 151 N1 O oS R RS 11 Y v s el 1 1 S
THMMETZRAFELZRER, EINIMEAE
M MERW, BRERNMELR, LES
H5THREROERE R b TEREREEE R
TPEAN FHYLG , DI DA A e 2 B B st A% o7
S JE AT ST BB e 18 AR AL, X IR T AR e R
AL X
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