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The role of interleukin in the generation and maintenance of chronic pain

YANG Jing', LI Xin-Nan®, JIN Hua™
(1 Medical College, Kunming University of Science and Technology, Kunming 650504, China;
2 Department of Anesthesia, The First People’s Hospital of Yunnan Province, Kunming 650200, China)

Abstract: Chronic pain has become one of the health problems of universal concern in the world. Meta-analysis
found that the incidence of chronic pain of all kinds in middle- and low-income countries is about 56%, and it
shows an increasing trend year by year, bringing enormous medical burden to patients and society. Arthritis, cancer,
diabetic neuropathy, traumatic sequelae, inflammatory bowel disease and other diseases are associated with varying
degrees of chronic pain. Interleukin (IL)-mediated inflammation of the central nervous system (CNS) and
sensitization of peripheral nociceptors play an important role in the pathogenesis of chronic pain. This review,
guided by interleukin, illustrates the relationship between interleukin and chronic pain, and attempts to provide new
strategies for the treatment of chronic pain and new targets for development of new drugs.
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1 BNRAKRESHE

MR EEHZ MR (e,
PRI RS ) o ilh, =—RIERT 25 ZMarfm
PEEH, S5 REErE. EE. 5,
TEJORE 2 Lk g Hh R PR B BAE A . U bLAR I 52 405t
1R BRG] K E B P SORERS, A2 ) 2 0 40
B O FERETHOK B R 9E K 2 5 BN AR Pz 3 1
P B S SR, AR B SROE AR AE A R
ME— KU, AHFFTERM, IS ST R EE K
A6 VR N BN TR 97 () ph 48 i 5 48 i T98G
Al 3 T98G 41 MRS TSN & #hE A+, A& IL-1B.
IL-6. JM 8 $K L K] T (tumor necrosis factor, TNF)-a.
S5, A WAPER I T AR MR 98 RE DR 10 T e AR R 2
RIER T, R A R EERIR
z—U, HurcmmEaNEE 33 M, ERATA
Yorxzz, WilL-1B. IL-360. IL-36y 5. A 57N
KETAN BB ERL AN E -1, IL-6, IL-17, IL-36

S, ULRPTR AR IL-4, IL-10 550 RE K11
FRANR, AF AL S S AR, LR A
R A ZIEF TR A A GERF (B 1),

2 BN EAEEMAERETEEEE

2.1 BRENRZIEMERBIFIT
2.1.1 4 E-1 (IL-1)

IL-1 j2 FIHAIE B 2 5 50E e V1) B ZE4iE 4% [A]
T2, TEAMNE AN F I A B AT AR IR B U Y
T PRI A vh B R FE B AR o TL-1 30 L o i
B Am M E IL-1 3244, #0121 3R AL B -1
(heme oxygenase-1, HO-1) 3 %, ¥ 45  bf 4 ¥ -1
(intercellular cell adhesion molecule-1, ICAM-1) &iX
EIR, SR A 2 aoE P ik, IL-1 1S5
57 AMNAEF RSN, T EURA PR N E
W IR H R P AR SR XI5 B R e
B/ BB AT 7T, Helyes 25 ™ 5] A K84
PR B W ITE & A 2 /ANRIER G, AN IS O
Ji K AN A« BRI, 5 PR A ORI R e
AR X358 5 7 vy 7K1 ELARR 2 1 /0N 2 Jo 40 A 2 T

w3y B g6 0
IL-17A X B ¥ 211~
o A e Ak 2y
e / S PR
(o) & @ ]
@ @ »
—— *=la
- - e
’ = TRPV1
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RPN T2 IL-1. IL-641F 1 ML 57 5 (BBB) R 77, fe b A b B4 R PR - i0E N Pl 22 R e i A IS 22 el [R)
AR 005 5 B A2 2% B 248 1 (TRPVI), HUE T JH4ES @B (NaV). Ca™ B, /550 a5z 28 ik
IL- 17380 BRI A0ML, 3 AE BE R SN IR A A A -2 (COX-2)ME i, Z 51 R 5 1 AE AL 5 IL-36y/
PP AL, (e RS R, S 5 xRN PURIN T TL-438 1 A0 S v A0 i 7 ARl ik, 2 50 7%
RO IL-10BE W] DU #I 4 RGT0E, N IRMIE 0 ENaVIRIE AT RSN, 0 m] DURIECIN B 5 40 A 2 Wb R Jik, - AT
I -
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B AL s BeAh, BRI R N BROTL-1 R A
B AT TL-1R 52 44 BE W7 7] J0) W] 4100 1) b ok 3% Ak
Gabay 5 PV RFJORIL, TE/NRE FRENEA IL-1 1)
BEMAE, RN R IR0 3 TR AT AR
(R B U 5 i IL-1IR S PuANG T, Al
FELR /N B B 1 BRAT S IR ()RR 1 9RAT SR 1 Je)
FURRRE o I g% 5 ehmic ol W A% 35 I Z 25 LB
2R 1 (transient receptor potential vanilloid 1 TRPVI)
FUIL-1R St 83k, @i R LM : (1) IL-1 5853
i IL-1R 2 H N 1 & H B C (protein kinase C,
PKC) 18 #% AT A 5 i & SR AR IR 2 38 B
TRPVI1 BERRAL, SUESRSEELL, TFHEr IL-1R W] LA
By R PSR AR e A I P2 A, RS 2 R 98 [k
T (2) IL-1 A LA SIS A B -2 (cyclooxygenase-2,
COX-2) &k, FERAELE F 1T 51 IR = E2
(prostaglandin E2, PEG2) & B34 1, 1 PEG2 1E N
—Fp g RER ¥, AT LU PKC 8BS TRPVI [
T IR A AT A SR a7 W] DL R 1 3 Ik
ek LR T T4 80 25 1-I83E (voltage gated sodium
channel, Nav) F24EJ@ 58 ; (3) IL-1 $1#] HO-1 ) DhaE
AT 5 S5 I i e 7 8 A 52 437 A8RE DR 1 51k X
W RGRIERRBHIHEER T, & E, IL-1 AMEFE
KT R IR EAL, AF T AN E A R A
1 TRPVL BB BR Ak AT 5 A2 3652 28 Ak, 1 B
A4 B H R SRR 0 25 TG R 1 ] R S 8 E A8 1 A R 7R
A RYERE 8 R A EEAE ] . TL-1B /E Y IL-1 Hh—
ANEERIER, GOFFTRY IL-18 OG0 F &4
B IL-1R AT T G 8 AR IS A e 2
(G protein coupled receptor kinase 2, GRK2) Hy%4:,
590 K 2 28 | TRPV [ 3% 4k 35 384 in 48 e oy
TRPVI1 f5ME s Ak, TL-1B 0] DU /N i
JoT 4 R TR G ST A T, b G B 23 Veam-1,
Icam-1 FEAL R 752, M AR Bl 156 1 R0,
1 TSV R B P 2 i 1) X B A O R T SR [
T BRI TR AE, AT AR K R e A
™. H AT FEESE IL-1R 355070 AT o g bl ot
BORREAR, A R T A A R 25 T8 K
HETT o

212 A4 -6 (IL-6)

IL-6 /& — e RAUM A 1, AFRAE TR &E
AETPE LR R4l e, 322 T 40 M.
ELIG A /0N o o 200 AR T e ol 4 e - o B
BErh, IL-6 0% IL-6R i i Janus g / 15 55 S
F Fl % 55 8035 T (Janus kinase/signal transducer and

activator of transcription, JAK/STAT) i%& 4% 45 153 Ifi. ixi
JiE W P9 B, Bk — 2 3 A N R 5T A AT R T I
R, FAEE 2 IL-6 fER THE s, 91l KME
JC R AE AN 2 B R P AT HROE AR IL-6 76 2tk
FIAE 4 9 1T 28 P IR 7 AR R0 4E 5 b R 5 B AR
iU, TL-6R ) A= 4 2 T fi A 3L i f B R
130 (glycoprotein 130, gp130) ) 4% S i& P, 1L-6 i@
o 5 EE 4 i TL-6R &5 &, WAL RN gpl30,
T JAK/STAT i 48 Al 22 28 J5U ik A 2 3 30 4 1Bk
(mitogen-activated protein kinases cascade, MAPK
mw@Mﬁﬁ%f@%i%iﬁf i i 1L-6/
sIL-6R ¢ i (5 5 i# % (trans-signaling) b iAH£ o940
FROBEE T U405 2 7@ Ca3.2 JRIA, 0P s
MERE, FBOCHPEM SR WG 2 FI 4 o
R WA ERRY, YRS S IO SRR
o, A TR, ATV gpl30 R SREGAH/N
B PRSI 3 TL-6TL-2., B340 22 25 R AH SR (calcitonin
gene-related peptide, CGRP) Fik &ML ", iSH W7
T, RN RAET AR BBV A S5 e A
) IL-6 A%, 5 SORE TS EOR BE h 4 i 5t 4
NI IL-6 475, I H AT gp130 HIE AT LAY
59 IL-6 fVEF e frutk Al W, IL-6 25 5 3 K i i
B bRt N X, 5 /N 5T 4 R R TR 4 L v
WIEY 3G 7= A KR4 IL-6 7E N I R R 7,
L RIEMITE S IL-6 BYFRIEKFAH K . TIL-6R i
gp130 {23t CGRP BRI S 5 ¥ K PR RAE, 1%L
1) % 18 M A R R A R G R e E E AR
IL-6 724 BEHh i b A B 7 8 T (1 A 7K P LY
TN s P 22 338 5T RO R RO T P AE By B, 51k
PR A I P T I A . IR P v R T
IL-6R i ) gp130, A& gp130 T iE 52 7] A
fif B IL-6 i % S SBURRIE R, et rl gt — 2D at
LA KRBT G ST IR 259 o

213 A4 ER-17 (IL-17)

TL-17 J2 48 P P28 K03 B i) b — AN B 2 1) S8
. AR, 75K R Rl £ 45 4L
TL-17 305 i 1 B2 T 5 J5T 400 i 11 466 B 5 A1 3 G 2 W4
G DR 1~ AT 75 R B 4% R A0 49 2205 B P 2o 1)
TEANE AR DA b R L 7 R 4. A

TR, ] FH 2k ] Rk 15 AR AE 70 AL B AR e S LA
R ep LS B TL-17" /N B TL-177" /) BRI H SE A
AR D B, B2 45 228 18 R 400 Y Vi A2 %
Y PR KO AR M TL-17 AT 480 IR 4% g
OFT AL AEEE 2R A I _E I miR-409-3p
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o miR-1896 <5 miRNA [{J3&i%, I F#AR 4 i 1
& 55 SHIH| K F 3 (suppressor of cytokine signaling
3, SOCS3) [k LA N STAT3 (B Ak, kiM%
SRR T (IL-1B. IL-6, IP-10, MCP-1 1 KC)
7= A T IL-17 s B TR ST A M A gt MAPK (5 5
iE . W AR I UL -3- 3 B (phosphatidylinositol
3-kinase, PI3K)/ 22 24 IR 75 2 FR &5 1 ¥ % (serine/
threonine protein kinases, Akt) {5 5 i % #l § i
NF-«B {5 Sl 3L FEH, X —d iR 2
A Hi, {37 18 iE (transient receptor potential canonical,
TRPC) /2 IL-17 [f1F FIHE 2 0 B8 JRE ] 5 5508
PR B J5T X P 5% fik iy 0 2R 5 b o R -3- 2
Bk -5- KL -4- 7 T WP R %2 1K (alpha-amino-3-
hydroxy-5-methyl-4-isoxazolepropionic acid receptor,
AMPAR) Fl N- Fi Bk -D- R 422 52 & (N-methyl-D-
aspartate receptor, NMDAR) 2 iA 811, 35 P 14 5 #7,
AMPAR #0357l i — 25 5 5 NMDAR i/ § K'\
Na'\ Ca® P L\ 2 i A THT E50 4% 40 46 s ) e S5 Pl £
KPS SRR WAL RGER AT RIS, IL-17 X
R Ao A% 33 19 5 AN R T ok, A BE R
TL-17 AR DL i 5 ik 1) 2% MR R i 'L AL,
A LA 1) R f e 238 P 0 1) P8 R i 5 b 5 R0 1) 2 o
ST (W y- A TR ) BRI ER, MEHER
52 J5R £ i ot 2 i 1 TL-17 A2 DA % S i LA
S P Ak, 7E 2 R VA BERE AL RERT 5T
R R, IL-17 25 2P B & S e MRk a fE %
(experimental autoimmune encephalomyelitis, EAE)
MR EEVETIR, T AE 985 /4% 1 2R A B 11 o
(Ca”/calmodulin dependent protein kinase 11 o, CaMK 11 o)
(- 3 R R TR S T i . IL-17 A
AFE AR 28 2R G P S M PR AR 3, FE SR I
Hh 5 T 280 SN R 9 B2 AT 5 1 18 12 9 I £ 7
A AWPFURY], FESRTTIEIR R AN SRR SE
{10 5% 5 T ARSI B T S e KSR IL-17 . EAE IR
FE IR AR P BN T R S A T, [RIRE R B
B L IL-17 & T RS #, (HIL-10 KT
R Y, X R IL-17 5B SO R A
IR AR S, T AE R 2 FR AT AT HE B A PRI X —
I FRRE R B4 00 7 . McNamee 25 ) i1 5 8, 7E C57
N RO T S FL 4 IL-17 AT S/ BRI S s
— BRI RO, X AR AR AT IL-17 F1 TNE,
R ISR R, 51 v b 4 g 5 AR M 53t 5
ZHIRAED T, 3G AR I A 22 e AN A 45 3 K
Santil, TP AR AL . A TL-17 X%

SVRTT IR A FURAE T o H T 3 O mT o0 o
T £ 4l BB 2K 52 4K 2 (melanotan 2, MT-2) /5 B K
J3R 4 43 W6 TL-17, WA TTIT 22 At A8 B 1 22 - I T B 110
P2 ERPE O P AT L, TL-17 1N 40 M
28 (P BT A, JE I O R TR T A DARE TSR
I JRER T, (R RERIE M — PR, Rk
A TR B, AR R 5 AR
UEH, IL-17 TR AR I r= A 4ERE. 2 S
HRERAERATER . BRI EE XS IL-17/IL-17R AR #E
) TL-17 35035 52 T J00 J5 400 i F A S 38 1% Bl T 3R 75
BE 02 VPR R TT AR, HH AT oA 2T
9T, TE—D RS T LAE.

2.1.4 H4Hfus3R-36 (IL-36)

IL-36 & —FhE ZRE ¥, "THEHm T
AL, PAZARL. MRS A, o IL-
360, TL-36B. IL-36y =FhiE 7, IL-360. IL-36f Fll
IL-36y i i IL-1Rrp2 Al IL-1RAcP ¥ 7% NF-xB F
MAPK @427/ 4 KE AR 1 @ik 7. Fik
ST RIS RAEN T, S 518 REM A & %tk
P IR FE AR . W7 RN IL-36y LE18 MR 7y
WA EE M, 1 IL-36a. IL-36 B4 H AR WLk
iH. 1F 5% 4 3 K A% 7 (complete Freund's adjuvant,
CFA) 5 T 1/ R R PEA A AL, 518 IL-36y I
IL-36R [RIAREE i NS IL-36y, nliE
i c-Jun & 3 K i % (c-Jun N-terminal kinase, JNK)
I BRI R 5 A R /N B BR 4 A, 51 TL-1
IL-6 S5 RETE, AT 75 S i 80 s 5 8 P9 A IL-
36R FEHLF, T AR CFA 53 (118 I JORE P
BEAT N P UL L, R R, RRIAM
IL-36y jdik INK 38 B0 o 20 15 ot 40 g AT i i i
ZRGRAE, TR L IO L ; T IL-
36y AT LLd ik i %8 4 A 7 IL-1. IL-6 13RI,
V)2 AU P i A% T B 1 T B, AT A R R R
8 Ve IR . R S E A TL-36y/IL-36R B 1] JA ¥ 18
PR HAroe T IL-36 S AT A 7E 18 1 g v
fE A 5E 4 ) B, TL-36 X A1 8 45 25 B 32 23 1)
B E T EEEA AT R, AR — PR
22 MABNENIEMERIEI
2.2.1 424 (IL-4)

IL-4 & —FP 2 PR KT, TERNE 98RBT 8
TR S P A R ER, BRI T
T 4000 B 40 FIIE KRS e e il — J7 ki,
TL-4 0 5 G4 i s 43 WA BRT TR Bl 252
PRV P29, SRR F AT B 52 RS PR s P
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Sy — 7710, IL-4 B35 #2420 N STAT6 B 1,
DI E G2 il o et NI U O L ) 1 L D
KT ERREA, b Xt & id i un'E R
2 2 TG P YIRS R T P2 A AR 2 P
BHEMEB RS A SOESS T LS S IL-4 AR
B, M 53R Y . JEiRkiE, XL
PRZE R R BTS2 M 2 VR TR A T, TL-4 5
DRI R /N BRR B ML MR o 3, (HR A #VR
R SO, A IS R B AE TL-4 5 R R D BR
IL-10 FAE R B PR v B2 kit R IE, X nl R
TL-4 2 DR i [ /) B 2% 58 T 7 v 18 S0 1k R B L
i1 P Prado 5 PV IR R I, /NP2 G A
2% 35 IL-4R Al IL-10R 7 #h 52 44, 1 IL-4 Al IL-10
1) fil& 85 1 IL4-10 FP o] 3 5 47 R 2R, B
TENSVE JE I R IA S B i 5 IL-4R Al IL-10R AT fif
— PRS2 AR IRAS 2] IL4-10 FP DI RE 5 14
AMNIFFTAESE, TL4-10 FP JE i JAKT @ 2 {2 3k IL-4R
FTL-10R 76 HEAILE 76 EIIE . van Helvoort 2 P2
WS, B NAMNEME IL4-10 FP W] 55 2 9 WL 1t 5
PEFedf, H 2 RIES IL4-10 FP IR S 80 B 1 5t
PeA . R W, TL-4 AN(ER] DL SR —
B, W] DA SR R AR ) RIA K, A
VR R B B BR N 5 [FIR,  FFH SMIE I )
FUREIN TL-4 (94E I DL Sh TL-4R 5B A 5244 u Al
& HIFRIAMARAIESE . {H TL-4 & 75 5200 P Y5 A5 4
BRI ERRSE ) RIS B Z AN T, HH AT
TG IL-4 A5G 254 8L T I PR IR (17697 5 IL4-10
FP CL A uF SEnf LAREAUL IL-4 14E L, B0 IL-4R 7=
AEAE N AR ZE RN, XTI R 2R T 8 M
BAEWMKKIZEME.

222 H4AMIs3-10 (IL-10)

IL-10 2 — M EZEXTRFE 7, FRREEEK
JRAESEIER . WS i, WA g, A
JAIM T 40/, B kLN, EWEAn M. AR,
WERR MR RIAH AR . W IIRAR ML AT I o 4 i 5 22
Y nT LAgrs IL-10. A HRIEFR, IL-10 @itk STAT3
AR O B /N 5 4 S BN 3 i B- P HE JER A
T B ] 52 A 7= A= BRI AE A, 8 P 3 B- P
JR R ABTAAR B S AR AE BT (4895 B ). STAT3
R A AT DL R A B N R A B A
1B 9% 57 L5 A AE AN AF S VR B85 BT 42 1 R 18 1k 9% s
(P A A b g T rpodtfr B — T T AR
o AP 2R 28 E B BE AR SE, 29K R B i JAKY
STAT3/SOCS iffi % i IL-10 F1 IL-4 [ 334 DL i3

INJRE S5 20 PRLP 0, AT I B G i #oh 48 JRE AU I8
(1 H 1 P, NADPH %{L i 2 (nicotinamide adenine
dinucleotide phosphate oxidase 2, NOX2) & 5175 &
444 (reactive oxygen species, ROS) (774, L
RGEFIRS | PRI NG, %I RE v A SR
RIAT] A PRI, T HT 9 ) SEELAK
Hi T IL-10/mi-R155 @ 7. b7 5 8000 & B i
P05 2 R B R R R R R 22—, IL-10 £E
AT 254 5| D 1 JE) L o 22 453 0 BT BU 1 14 2 R R
HoMAEH . BN ES BT IL-10 Pk AT L 22 5 A2 B
FIT SR I P8 I 5, 7E TL-10 o PR 5 /) B
S FIAH FE LG s BAZREAEAERT, AR
£ 95 (dorsal root ganglia, DRG) H IL-10R [ 3£ 1A
S0, BH NS IL-10 B 406 5842 B2 5 5 1) DRG
BT, AT #0061 5842 B35 R B ML 12k S 7
X TL-10 7855 Bl 7K - X0 22 A 7 8 A i ok
BAAMEER B hbar W, 1L-10 @i BoE N R
JoT A0 B A P BRI, AT A HE A 1988 e 2 e PR A FH
5 bR, s B0 B ot 4 et ] DLE I He g 1
AR RRE. WAMRERR, AT IL-10 3
SRR RT AR AT i s SR (P8R S v B e T
D, @I i S IL-10 Rk i &0 2 U1 SE nl AT 1Y
U5 %. WA, TL4-10 FP ] [A] B 3435 TIL-4R K¢ TL-
10R FANSZ A4, T 9 25 BT 7= A (R AR ) 2 AR AN IR
HIE, ZHZARBAERKRR, e R HZERL
BT ACHT I 29D R, 7R B8 2 W TR
23 N

gk ERTR, AN RN S YRR R
HEEEAEH . AEAETE LT, HACRER T B R 1
e Sy R Y AL 5 % P 4 K] 2L P I 8% A T AR E
KA, SFHLE AR, PAYERFLAAR I A BT RE .
M0 R AR A FH AT, AR 28 PR T 2 4 il
TS 22 (4 98 DR (i g 28 0 S L () ik — 22 9 K,
[ IR 9, 5 B 155 R e 28 DL FRDRE TS o 18 M 92 DU e
P& 5 PR 7K IAVE H T HR AR 0 2 R G RN o0 Ji 4 35 Iz
A AR UL T S B PR R SRS . AR
FNENEENRIER 22—, ERIEN YL RE
A SCHE B, IL-1. IL-6 A5 1 I fisi B B 1) P B2 4
FOA5 4%, AN TR IR L S B, (i R AR B ) 8 [
Tl X TR AR . A I G T I S A e R A 1 T
T, B HRRF A 4 R IL-1B. IL-6. IL-36y.
IL-17. ROS. NO 550 # 28 d Jot 40 B 7 K 4 0E
JRE, [F) Bt B A F T A AR 22 T R A 48 T6 R E
2P PR A B PR 42 o d ik PR R I - R U A
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(cyclic adenosine monophosphate-protein kinase A,
cAMP-PKA) i 42 S B AR AL S0 IOAMZ IR 145
FH % -F i@ i& 2 (hyperpolarization activated cyclic
nucleotide gated channel 2, HCN2), M/ FAH4: 70
PR EL, X —HlH S BUS AR K. FF8dr
12, R, A ER RIS A B A L I
YERT - TL-1B W] LL3d 1 8% B2 4k i 42 30 TPRPVI,
W] DRI 0 3 2 4% L1 IL-1R, {2 TRPVI
FEMIZE RS IR IL, 38 BN i 5 5 TR 52 2 U 1
I et 2 7 IL-4 A1 IL-10 242 % B 7T
e )[RV ORI TR, DAOSHILR 28 R 7% R 1
WATE R . TL-4 AT LA 2 R 5~ (IL-1. TNF-o.
PEG2) )Rk, X —1F HIFEAR P RR S22 1 22 i
WA R . A, TL-4 50 DL IL-4R SR A2
3 I 20 B R TR Py JOR AV ]y 324 7 A SRR 1
F, 8T DLE R T STAT6 J5 1t _E R A 2832 44 (1)
FIE NI SR BT Fr IREE R . 534, IL-10
AT DA 7N R J5T 4 L 4 s B v JOR DA sk 8 e, T 5
ANHMIEE TL-10 7 22/ = XA 2, R W] IL-10 4£
VIR YT o B ORI 7 2,

3 BNEEEERMAESFIEREIER

USSR T R, O IR AR N GE FEAL I
B LR B R ER, Rk RGEAFRKE
VG BEE T IR P02 S I Rl < AN A )R
7 AR AE R T RN R BT AR A, TP A AR )
X R AR T 400 Y, Lot (PERACT IR
FAVR/KF 200 ) RIHEE ST EKFNE L
B EA R AAF R Thl 4000 5 M, SBEKTH 5
(1) 5 2 9 CD4™ T 4 i3 1t A ok, IRk 3
S AREER A PR AME I Th2 WAL, X —#645 0] fg
T2 5 RS /I 2 R 44 SR R i ) SRR B,
ERAE R EE RN T2 —, 7E&H
PRI 22 S 00U T P R R B OCEEAE . W R,
TL-23 ] 3l o s A R 3 TL-17 A R385 5 & s
JR S Ay B TRPV SRIA R TR I =4,
BEo iz AR R, TR 1 A
LRI, IL-23/IL-17A/TRPV & 4 5 1t
IR R L —. WHEMRIEH, MERHRE
SECT/NRE B T A R MR S L, 53
fic J5 Ji7 i) DRG # £ ot o CGRP {) R 1A i %,
T IL-6 HUARTESHEE 7 v 8, REAEMERER
SR R AR, IL-6 78 R e il Y mfE e
HT R R AW S B M R R R R R

AT, IR A B A M A TL-6 [ ERIA/KF
A TL-6 BT e MR O TT 48 SR PR IR TR
RN Y SRR IMAAL R 45 £ B R Ak S5 R
AKE H 3 (NOD-like receptor protein 3, NLRP3) j&
— R AR T, B R TL-1B 2R i
PeyEIR . WFFLRTIL, NLRP3 7F 5B wh & oo e
PR TR L R IA T FEUR J5 &, 1 7E Lt U
REERG AT RIEA T RES 5T 5 1
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