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HA T AT BRI AL (H M A S 52N Jm 2 B
J I G 2O R 52 55 7™ A RO, A
MR BOERE, A ERIT RGUIE B KK
LeuF A . BT R SR LG K i 52 7] L RN A BR
PERIASE PAE SN . SEEMY 2017 ik £ T I
47,600 1l 5 B Fr 2R 250047 R AL T FH A, IF HARYE
LA SRR FAT IR 2 G v Bl A, BREE DBy
Ryt B A T BULT I NBOEAE B BTk, R
BB S AR TE U (gl i e BT IR 2555 )
B2 A — E AL B MR R %2, (HAA
TTRORT AR, B2 Bh 25 W R (A R %
820 PRI, A ) R 52 P A AR AL A Sk A 4
B SIE 2 MY IR TR 52 00 A2 A 0 ] S 2454 1 22 4 W B
AEARE . BRI CUESE 7R 52 54 0
Lo 3 B RS2 AR R 2R, R BRI F 2
(CSEENIPS = O CEEbT B2 5 G N AV )ie
i EEAE B, AR H AT B AS BEAR I AR S R 52
B, I HARx DL RS ELAT AR 258 5 A
FFABEPRAGTR NG TRCR, R T A IDGE Rk
MRS M R 2R AR R 32 P e T B S .
WA BE T IR TT, SR KdlE st 42 R SE

F - By ——MARRANE S T 521
2, R BA REE R .. MR
ZoamT R EEMERG. EPRE RS
BB A B RS AN R A
AN SR A M s ) R e 2 2R 4 o 0 i 7 4

TR A KR WS
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BEHT

(schwann cells). T 41l fifi (satellite glial cells, SGC)
N1 152 J53 40 9. (enteric glial cells, EGC) #4 . 1% 4t
BN AR S R BB WM&
PRAVE IR CRPERBIEIE A . RE AR IR 5T K
B, PREIR A0 RAE 2 M AR R AT DhRE,
HH LR BT 2 259015 5 K i o O R 52 Y, (R
FARBUH] 0 AR B B o A S 0 o 428 Jg I 400 A i
i 52 Hh AR F BRRH DG A F itk R EAT 2508, PR A& IR
Jo 2 A B O R0 T N R 52 5T R T A

v NB B2 A S ME T 52

1. Vb A 52 850 /N 2 I 4

/N2 T3 4 L 2 R B X A 42 R St (central ner-
vous system, CNS) P [f1 [l H 4l ffl, 7EME RS
RAETRASIN TR DU N BRI, AT AR D RE
THEBRMAIE . BRAh, /N A ML B A R i
M RG K E M LR A TOE S Thae. BHF
KW, ADNRBEANZ S e S e AR
MEAT I e S B A8 MR 9T S5 38 T 51 N IR
JoT 0 LTS Ao A A I T R 3 A )N RS B 4 i R
T A A 2 -1P (interleukin-1p, IL-1B). 41 % -6 (in-
terleukin-6, IL-6) M J8 #1 4t K] ¥ -a (tumor necrosis
factor-o, TNF-o0) Z54i2 & LM (A, I fdi 75 /N
UMM FREY) CD11b, Tba-1. ATP %24k (P2X4R.
P2X7R %) Fll Toll ££5Z44 4 (toll-like receptor 4, TLR4)
FARIIN, WG R eh 2 R AR SN, 2 1 R 52 T
e BRI, 5 kTR 52 ) /0N g I 4 o A IX 3
AFAE— B U R W MEE S5 AT DLW S 24K B
#% (nucleus accumben, NAc). i 5 7K & J [l 7K 7
(periaqueductal gray, PAG). i I %% 55 [X (ventral
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tegmental area, VTA) %5 Ji it AH 2 X 450/ 5 5 41 A %
W, AR HATHT TN 3 R R BE T A X N
JR NI A A S e 57 © . AEE BT R,
SUIR AR 7N 52 53 40 B A 348 185 TR IR 11 (cyclic adenosine
monophosphate, cAMP) #H 5 25 [R] )l B £ Fi] Jr 28 24
YIS JEEAREAER, JFrTReS /MRS
eI EERE X,

2. /NR 20 2 5 0 T 52 (AL )

T SRA I AR s /N R o AT B s T B S S
i 52 T BB B o /0N FE IO 440 B 1) 3 A R B i 7 A i
RN R sema & o e i i, (bl 4 SRE;
WReES A . BE T AKETFEN T
Mo 5 Rl S A AR 0k, AE NN 52 o OR $ESCEEE R o

(1) TLR4-NLRP3 15 5@

TLR4 & 3 R IRAE /N5 40 . b i 2R 1)
AR, Z5EE @R, TLR 15588 55E i
1 TGF-B-1%5 1k 1 B 1 (TGF-B-activated kinase 1, TAK1)
BEMTE AL R KT B b . TAKI A& 22 34551k 8
H IO 2T 8 01, REE I nod A2 /A 1 3 (nod-
like receptor protein 3, NLRP3) % PE/MA, J5#H LEH S
5hEMESHS, 2RI m T KAEER .
T /N B 5 40 B AT NLRP3 48 /M P 80 7T ek
W MEfiT 32 o BIF S0 N DA AE SIS B Hh e S A8 FH e S
W %2 F) 4 5 7K °F TLR4. TAK1 H1 NLRP3 [ i % 1A
I, TS R B R e AR5 4E bRl
) Tba-1 fFAEILENL,  H TAKI HIBEBR AL KF- 340
TLR4 BB A8 A TLR4 1 751 i % 400 1) o b A 52 1)
NLRP3 &A1 TAKI FBEERAL, I8 i 52 .

TCF7L2 /& Wingless/in-integrated (WNT) {55
T E B RSN, AR R RIA B,
2 50 PR MES S 0 /N A s A . K HA
RS HE G, TEAREH M S E] TCF7L2 Kk Lif,
I H 5 /N4l by S Tba-1 Hebr. #E— D5
RI, HHE LN R4 N TCF7L2 i 5
i T TLR4/NF-«B/NLRP3 i, {2t T &AM RS
TS . UK TCF7L2 A & 3 4% 5 43 W kv o 5
AL IR SZREIR,  [R]ES BE % 22 M@ e Uk 51 56 1) 978 o 7R A
KNP ANEE, BFFEN B TE TLR4 i 2k 4 78 Zh 4
H S o 00 4 1) el i A7 38 R ) e As 1Y, B8 TLR4
S AKX — I R 06 5 B8 RUE R — A

(2) p38 MAPK {55 i

22 R 35 AL B TP (mitogen activated protein
kinase, MAPK) #§ 12 — 4 22 & IR - /7 & R B2 1%
filg, ‘& 045 p38. JNK. ERK1/2. ERKS U/ iE 5
% . MAPK A 4% 2 M gn f s fSORCRE ,  d@id AS R
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2% Y0 I NF F 8 TG T B T AR R T AR 8 M e Y S
HREHEAT % . TLR B0E T LL5]E Pellino 1 (Pelil)
AN R T BRI, BT E3 iz Rk
M iR, e EmERT. BEAUER, Pelil &
MAPK 8 % Fl1#% [X] ¥ «B (nuclear factor kB, NF-kB)
BOR R GRS 0, ReBRE e s/ N IR 4i i,
J2 N MR 57 SR B 7 - MY HZUE S S
(cathepsin S, CatS) & — Pz B4 1 It =02 5 1 1,
22K i 0 L oA O 3G 2R 2 o AL A ik
K7 CX3CL1, b7 0UE TN R R i i &
1K) CX3CR1 244, M A 34 28 76 -/ 5 53 48 g
MEAER » IR I TN CatS 29/ Wi A% i
AR FEE SR EEN . TN g2
SIS HEIE ST 5 AL B8 /N B 5 40 i W CatS
A, W CatS R kR A R N R4 A E0E
A1 p38 MAPK IR1L, HEK Mk BIR T 2 U2e t
Ab, W HETALFE ) BV-2 4 CD11b ik & £ 1
7B T (R I 38 I, I HOW S22 36 i AR KR+
24K (epidermal growth factor receptor, EGFR) F141 iy
AME S RIS EE (extracellular signal-regulated kinase,
ERK1/2) FIBERAL/K-T-HEA0. IL-1B A1 TNFo ()R &
B3 BT, SFETRIBLET EGFR 155 5 Reib iz
TRRANMH T BRE . TR, SRR 52 .

(3) AMPK f& 5 il

FARE R VS AL B B U (AMP-activated protein
kinase, AMPK) #2&4IlJitd fit IR 765 f) 3 A jkag 1Y,
WE L3N P2 P B AN 2 B4 HH B AMP/ATP il ADP/
ATP HUAETHS, HIBOE AMPK JEH . HFF R,
AMPK FR13) 751 = BRSO AT 368 gt 400 o) e e 15 14D /)
5 41 P A s e e ki 52 Y IR, AT R R A
AMPK I3 90 2 A FH 5 4 M PN 745 5 4 4 )
“F (suppressor of cytokine signaling 3, SOCS3) HJ_L 1
Ko SOCS A& H 8 AN i 2H s R4t e P B L e
BT U T [ A S R S S, o SOCS3 2
PHER JRE Hh BB S MR R AT ARG B
G BT R, miRNA-30a-5p #2 15 HE iR 52 [ 56 B 41 5
I EHEHE R SOCS3. —HIXUIMA MG 5, @i
H W& 12 B it RNA A DI DICER Fl AGO2, 5+
1] /0N 5 40 i miRNA-30a-5p [ T A 24
IR, FEEREE A AT DOULEE BN IR 5T 4 A ) IL-1B
A1 TNF-o FB g4, A7 92 R 7s bR 32
PEAT 13 3 35 s Y

BEAT At 9 UF S e i 52 14D R A ML) 5 T A Kk
% 11 1 & 57 {k (angiotensin II receptor type 1, ATIR)
UM ATIR J& T M8 R 5Kk R4l (angioten-
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sin-converting enzyme, ACE) - Ifil & & 7K % 11 (angio-
tensin, Ang II) - L& B 7K & 11 1 324K (ATIR) i,
Ji 0] A ' 2 - U 555K 25 R4 (renin angioten-
sin system, RAS), 7T AL 4ERF/K. HUfE )
P R AR KT . RSN FEIESE, ATIR
FE/N R A Rk, HWHES S5 ATIR HI3
KK R #E TR . Ang T1HEE ATIR B0 /N 5 40
Jfif) NADPH S LG E G4, T B A RNE SOV 15
5 17, ATIR BE 73K # Vb 30 55 BV-2 40 g S48 5
A A P Bl A S B D 0TS 2 A v (peroxisome
proliferator-activated receptor-y, PPAR-y)/AMPK 155
T S PR S B T gk 1 S 1 8 S B R A
/I TR A0 MG Y, o R AR W 52 7 A R

3. B 1) /) Ji 5 40 B T i 52

/I IO 240 BRLTE A A 5 1D 98 12 e A P e i 52 v
RIEFRELEAEN . /N0 40 BRIk B IR B R
IS AN BE N4 M p38 MAPK R IR
HNERIETS T IR B, I HAEZZ MR 52 1R K A
{EN=S FRRZYE VAT L T P e SR UL NPV e o
% [ 2 ) ks 5 AR PO AR SR BY,
KU $5) 388 Tt 5 e /18 Js Jo 248 L 1 980T SR i 7 o o ot
FE e 52 . — 6 TR SR 2454 S LA B 38 AN 5] )
G5 IEEAE R TN AN, A 5,
B 2 F E N HIE 5 3 3R i K BOE R 1 3 (signal
transducer and activator of transcript 3, STAT3) ¥, 2524
H ] p38 MAPK BRI NF-kB %47 FIMIE 28 41 A
THRIE, WERGHES YRR, PR MRSz #.

2 B LIRS SR I g i ) AT FH 24 T DAY g
MRS RS, I R4 (1 [i) ERF e S o e 7] £ 384 oy
KA RN, ML i 1E A2 R R 35 o 254 vl
VER T/ RS, ) & A iy SR IR AR 48 R
filan, 2R K] LA p38 MAPK [BERE {4 7K,
N SR R F TL-1B R TNF-o, (5] A 38 3405 44 6t
5 H ¥4 B B (calcium-dependent protein kinase kinase f,
CaMKKP) i 17 14 5% AMPK B R 1k, i &1 &
JS GV U T T SOCS3 By Ak, R e k-2 A7 s
(imidazoline-2 receptor, L,R) 5 Be A4 45 4 J5 AR A %
iz M EATM AR, &L LR Bk CR4056 #
RIS S F R 8k 2 P AR I BOR, JFRE%
FOeb /NP o A AL, RE SR BT R M 52,
JiA) 22 S ARLIRR SR (10 R A P 24

miRNA 7E fiif 52 1 Ji& 38 i 0 B A 48 m 4E H
AL SAS R AL IR 250 2 — FhoE RUTa YT Jiug . WT9T
Hs wor, B T/ B4R A miRNA-30a-5p i
S PR A 71 R A A R R Pl AR e 22 JORE, K
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neh ik IS 1R], AR KRR R 2R g 52 U
miR-873a-5p. miR-219-5p A1 miR-365 ") iff i<t 411
CaMKIIN- H 2£-D- K %4 2 & % /& (N-methyl-D-as-
partate receptor, NMDAR) Ji# %, [#ffk NMDAR W.3% 1
(NR1) [3RIE, Hr miR-365 REEHLIA] B-arrestin 2 [F
fik IL-1B+ TNF-a fl IL-18 7KF, JFEiEL 4] ERK/IF
Tk W2 i S S e 45 & B B (eyclic adenosine mono-
phosphate-response element-binding protein, CREB) {5
5 PR O PGS MRS S BRI 2 (R D .

=L BIRERB AR e 52

1. Py TR 32 00 A2 1 o 4 i

BTV 40 & CNS N 7 A s ) 2 [ — 28 4
L, B RS IR AA R 4 R T 4 3 I i o e 5
P AT E . & R A s IR R 4R R A i
WANE TP, BT R Y, KRRz WG T &
1R BT B J5T 240 i 2 1D A A5 IR 5T AT 4R R 1t B B
(glial fibrillary acidic protein, GFAP) Fik#jn, &2
BT R A M IE AR & . TR T Al i 3R TH A7 AE
NMDA 524462 Fh 5 HE(E FIAHOR I 324K, /NI
JoT 24 L — FF /2 CNS 5 0] Jr S8 25 W0 T 52 4H 56 1R 2
JRLR - S BERUR . R 5T 40 i 5 A 4 T R Y
AHEAE A2 0 i e 52 R TR R kg, 4l BT IR
Jo 200 TS A B D A P R T 52 o

2. BIRI 5 A i 2 5 e ki 52 (R L

(1D BRI TS SR EES

Y1 it 4 FE Y (extracellular vesicles, EVs) L5543
AN IR . MRS EIFBR AR, EH
i~ HE 5T EE ) 5T T 5 it i TR PR G AE . B AT ARGE
B YRI5 40 M SR 1 240 B /1 FE VL (astrocyte-derived
extracellular vesicles, ADEs) H B i ff) miRNA f¢
SR A E T0 8 10 R0 /N 5 41 M A s T B 54k
PHER K ZH /N BRAH B, ey 5 2H A /N BR ) SOIRAA 2
T Je I 4 B oW 52 294 45 B (primary cilium) A2 A%
1% M5 K F (sonic hedgehog, SHH) & £ 145 L.
VIR AT B —PhRIATE BRI T 40 AN 22 e 36 1
AR, ReAs I 4H M AME 5 F 5 3 A A 58 BE
SEEB AT EBERET, VIR ENKES
Eb 2252 I P 4% R I S 451, 72 2 MR BRI O T IR
WA BA T H . SHH & —F o (5 5 &
H, FERT v K255 3 (10 o i BRI T 52 sh AR 4
HHA AR BT A AN IR Z Y (dorsal root ganglion,
DRG) H %5 SHH (152 &0, 25 FLAIIg% 57
A SHH {5 5 0T F 77 1 METN 52 1 T . #d 7
IR e E L NSRRI S S S S SRR IN NS
WA RN E 5 e m, UEW] ADEs 5% 1 #)
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P AT B A IO R RS 4H i P i) SHH {5 5
i, et MR 32 A, ] ADEs BT
L1 B T S R /N R R 52 2,

(2) MAPK-Notch {5 5 il i

Notch {5 = 18 % 5 T AH 4 40 i 1) AH ELAE F T 78
Notch it 4 5 #4145, (notch intracellular domain, NICD),
NICD ## 2|40 o iz 1 R R e o, 25 W2 AR
VR FR . B AT HROE Noteh 15 518 6 52 1 4 48 95
PRI R E K e . WHEER B AR T w By 3244
(Mu opioid receptor, MOR) J&, &7 7E 1 4 J0 E 11
Notch-1 52 14 55 5& fir T 481 2 T 11 57 240 1t 26 1 1) i
A c-Jun % FE 3 BB (c-Jun N-terminal kinase, JNK)
AHEAE F Ml % Noteh-1 {5 5 18 #8805 . Notch-1 0%
J& R PR AR A R 2 4 B K HDAC-1 (histone
deacetylase, HDAC-1) (1315, ‘38U H I C (protein
kinase C, PKC) F1 ERK [F)id FEfEfE 1k, {2ik 7 MOR
BRI M AL . I 25 B W B8 Notch-1 w] #i1
X IR MOR PIAL AN SIS M BRI 52 B,

(3) AT S5t 7

2 R 0f 5 e R 52 ) e A e e A B
9 4> % -33 (interleukin-33, IL-33) J& T IL-1 & 4 5
T, DN B 2> R Joit 20 P AR T I 5 40 i v - A
UG, s ST2 (MAEFRA IL-IRL1) A IL-1R B
J&EH (IL-1R accessory protein, IL-1RAcp) ZH il 45
st E e & RIEEM. ST2 TEELETH
BE RIS A i, I BOE BV R 5T 40 i Janus
R 2-15 5 /& /4% (janus kinase 2-signal transducer,
JAK2) #1 STAT3 Ik 1515 5@ % 2 5 W & 1k
Yoo WFICN RN B T SO TES R, WS 2T
BT A 2T 40 T R IA R TL-33 A ST2 B i )3T
B n B, A7 Sy g JLAE S 1 A 1) L e
753 B PR 0 SO BRI 32 S BRI AH OG . A A 47t
771 B K] R Bk 77 v A ) BB TL-33 B ST2 {5 5 1)
DA 55 B2 TR 50 o 240 B s A s R R Ak % 3, A
L BRI SRR . BkAh, AR
W b 2 TP o 0 B )R IR BB R - 2 A A SR R
¥ 6 (tumor necrosis factor receptor-associated factor 6,
TRAF6) Fl INK /3 115 518 2% (TRAF6-INK) i&@ i
TR HE T L T CXCL12 (B8O 7 CXCR4
SEAR B OE R AR HE TL-33 A1 3 ) o i ORI T 52
8 F2 %I 5 48 it o R S P R TRAF6 2R 7] A
FIZMARIER P,

= BRI R TR 5T 4 P S T 52

2 TV 5t 40 356 A A 5 B 2 8 o 1 e
TG RANYERF 1 55— E N Bk, SEE R
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AN T BORA R A I PR 2454 T E R R A
Mt B IR A gL, A SR AR R 2. —
6 MR SR 24 FH A 3R B4 S AR AR 4 R 5t
P BARARAE- . B, &R S FRAEEK
V2 2 5 WAL OE KT E2 AHSCEE T 2 (nuclear
factor E2-related factor 2, Nrf2). CREB F ii J& 4: #ih
25 72K ¥ (brain-derived neurotrophic factor, BDNF)
SN SFHESHEFER, JFEefm NMDAR Hly-2
F TR A 524K (y-aminobutyric acid type A receptor,
GABA,R) /3 I L. Bl 400 il 4k o A 07
B BRIV A0 (BN R A M ) WS A 5
L RNE VL A TOR T R B KR AR ER,
2 e TR A7 AVRHORE IR Y & ARk ) A i i 3 =
BREYE R —— U RO S 4 )+ 22
JiE AR o 40 i R A5 IR L S 18- 1 (glutamate
transporter-1, GLT-1). 4 % B 1% & A B (glutamine
synthetase, GS) A IL/EH, FE{K NMDAR £ 47 fif
PR ek 2 A B 2 3 2K R R S0 A R AE R f ]
Bt AR, TR S e A2 B A g T
CNE[E BE AT 2R 25 BRI RAEA . #ildn, S
ety T B i e ERK42/44 754k % TNF-a. IL-1B
FILAN G BE BRI A g A, 5 eSS AT
FPELGZ 2 BCR (R D .

VO 25 Joi 4t 5 i 52

DRI B ANL o AT AR A R g, AN ST
fEM & U R Y RS, BEHZS M A S 1S
HAE S 1EA R 4 4 FRkER T msufe s . st
) At JB2 0 440 i — 2 SRR Joi 4 L 19, Dy o 2 e i
B ELE SR LRI, DRI R 2T
B i eh 2 RS B sEE R AL, HET 51 KA E oA |
IR EORE SR . BEFUR I, DRI T A R R
PEGR I 22 5| R EWLAR F 12 R R BUKH, 1
PR Y PR 12 M 2 Hh A A D SR Joia 4 PR e 82 T
W PO T, D SRR A A A 1 TL-33 SE i
MAPK I NF«B 25 [ Ji SOl N i8I 1L-33-ST2
T B 5 B TR R 5 A A ELAE R A R T Mo 4
i, Z 5k 2 R o B e 40 128 2% A DA R
KRG R I B AN, IE SR M R 52 .
b, I F R BN FE T 20 P 0 o 50 R b L 4
T O ) 7510 25 A 5 i 2 R o 4 s O 3 B8R A T 1
TR S 1 R AR SRS B, SRR T IERIRYR YT T Bk
BT AN, B I 2 R J5 4H i Ty R A A R B R
A] HEAE TR AE (1) BT[]

T JAERRE 2 45 )RR T 4t 5 el re i 52

M VERT Fr 28 25036 9T 5 BOG B /N ke 5 48
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oL vE Y] oL UE i FERBLHI ik

UK ] p38 MAPK il % {12 % TRt & TLR4 ik Fif 3]

B yhIE 18] PPAR-y/AMPK {5 538 15 1 /IN e o 4 i i 0

KB &R A 6 /N B 400 p38 MAPK ik, I AN & 45 0

Fe B A R ] HSP70 BB 518 9 1 s 7 e

R 24 N A% 51 i 051 A 57 o A2 ¢ B5] 7~ A NF-kB ¥ P e

GIEANT| 0I5 p3SMAPK AR L. Lif SOCS3 Fik 24

T EPARARTT %] ERK42/44 54k % TNF-a. IL-1B 2542 2 K1k (331

Pt W R IR TR B4 R T IL-10 ik e

S ORI T S 4 PR - ¥ NMDAR 0% a

AR 5] STAT3 A3 (/0N 2 Jo 4 i AL R 28 58 0 =

AJU 1] p38 MAPK {5 5 i@ %, TR MEE T =

. T RO E IR NI ERR VIR Ol TR O RPN & L 2w YA A ER

(i P U NRL. NR2 0463k H0I02 do g

FHZH A P INK/c-Jun {5 508 . BEARAE 4 H 73Rk £

EWR HMHIAEHEP TLR4 FKIE K MAPK iR ik L

CR4056 I T2R /N R T A0 S A s

EED) R FAA B NR1 Al PKCy Fi& e

g4 % LXA4ME FOa 2 1 S B K CN'S i J5 4 i vt 16 1)

miRNA-30a-5p F SOCS3 Fik. Mz 4 re

iRy TRS73a5p #] CaMKIUNMDAR JB# . KIS NR1 %3k 2
miR-219-5p

miR-365 ] ERK/CREB {5 5 38 % S 12 48 IR 7B e

P2X4 Fl P2X7 ZARSENEMGE(E 5 LR, A 4i i
W g BRI . KA MR T S8R T I
NP RS BEVE T, BT TNF-a. TL-1B A1 IL-6 45
TR R AN RIS SR R I 3E 1 g 1 5 441 e
[ 3RIEH) TLR4 F1 Cx-43 35 VML 5] & BF 5 I GE Fi
1, JERMEEE T8 k5 7R S i S e R AR Y
N A5 B FH BT TLR4 {5 538 i 7] 2 25 0503 KR
JiE o I BRI 52 0 . % TLR4 J5 1)/ BRAE 12 1%
NS W YA T i AN TR AR BT SR 2 5 3 1 i T R R
5. WA BRI A S HE 5 2 5 80U R
KA P, BN BB M K AN L. BB g
A PE R TLR2 WOs 4 E B g i, BEvednigiz
I DRG 51 K RAEN TR, 33 DRG #1270 0% A
PRI, A SRR 2 1,

VN o R0 40D, 0 40 i 3 A 4
5, BWEAEAE R, ORI 1E s A
/INJRE 5 4 B DA R AR AL T AR A A R e i B AT
o W FTURRR, AR A o S S A0 B e S i R
SV AT R N B . 2 A AR R AT A T R P B R
Guin T LA VEThRE, I RN 2 TL-10 A IL-12
P o N () G g% I 4 S D E R I B R
VIR G o AR el I 5 i S5 0T 150 W 24 i T e %) 52 e
AR, PHIERLERIT ORI R IFFEETIRE I

Difig.

it T3 44 7 JE B A 2 B 4 s R 8 T Rk
i, CEMEAYIY R . A a4t
PR A AE IR e 5 40 BRI T S RO DB A i 22 7 754
TG S FiEegh, AR AR 214k,
e AS 2 4ERTIEBE V10 T M C 2R 4kt 7T 24
Jfl AR B SN R ARG O . S S B it T 2
JRL0E PT e T BOBE A A R, R A 1 T PR A 4
A FRAME SO . FLIR, it T 40 R TR 1 g T e
G ML- 2 B R R, SRR 2R Hh 1) o 2 40 s
TR 28 H R AR 305 T RS2 (/R .

T AN EE DRG F1 = XAHZE T (trigeminal
ganglia, TGs) P IB D0 # 40 E [,  RES% R 150555
PERCZAE B, IR H4ERF A uieds. SGC 54
TR 57 40 A7 AE i 2 AL 2 AL, FEAM i 2H 23451473
PR 4549 DA AT 51 R 9 e B S R AR o
A LAMEEF] SGC 1 GFAP £k E% i, HTRE
A0 ) TNF-a RI5 1 15 DRG B #2870
TNF-0 24k FIAFEPAT R R W, g R T
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