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A IR T S S o 2 FE R I Y
AR T RE AL *

E0RA HAHS
(R B R AP R AT b R PR “# B FUbe, FeIE 226019)

W E AERENORRGR LG NEREN —MEMEERE, mEYERANEE, WA REMT
SWRTENZF A, B WANIEIT 9 f0 T T i x o 0% B AOR 7 HOF R A, BAETR
— REMMBO N FoREE, BRBEHNEY GEEBBEZ KRB AGETEE, 558015,
B, REFAFFOREIE, BERLWNIEERV, AT REERZAN S HEAETREZR
(#8 CCL2/CCR2, CXCL1/CXCR2, CXCL12/CXCR4, CX3CL1/CX3CRI, CXCL13/CXCR5, CXCL10/
CXCR3) @M A TRk m, ClRRINFHE T E T ERNHETLIER. BEaEKE
MR ERN K E LR REZER. R, SUETEREZARGRLZE#FET. miRNA,
DNA R4, AEaBFHEE. EA2 AN N TEE, SUETFAHE TR FEHE THRE
OB YR TR J sk Hoph K A 4 p b g B R 24K, #7E MAPK K PI3K 45 j6 W15 5 (R T i 2L I Wy & ik,
P— SRV RIE RN A AR RS S TR, REHE T S0E R R A3 ak &
PRI SNE B Fr P AR A, AT ¥ LI, KA M E TR Z AR siRNA. FAfiR. NT
FEHA AR E R BRI ER . Hh, A EF R R BB 1677 o 20 34 B I 8 5
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KR wWEREWSLR, AUET; BUETIR RRERE EEEEER

P&k 2 g . HE . MRiRZE
BURTT S R I RR e B R BT 3 N H K
. TATIRFI AR BN 11%~19% R SAE N BA 18
PEFCIR . A0 EE I PR 2 1B MR T I — o, F K
R R A E GG, wiME. FA. R
PR CAnESRTT) « ERIERGE (Can R
VEommaE) « 4% (T2 SERS.
2 P P N ANMELTE 52 IR T B, I AR A Al 4
AR HERE. RMESE S SR E AT SR
25U EE S ARTE R B B R R ZG M0 4 B
PRSI HIT RCA PR o T L, B B 2R 254034 ] &g o el
I o Tk ORIV DR R, BT BRSO A R I 0 o S A
RN BRI, RN FT AT AL I T A&
B R 2 2 R L

DU FEUERH, 180 208 5 A0 A F X ph 4 R
G AT L E YA G, o IR A E Bk (b
i A7 5 e A 2 e St HL S T X9 ) s e 448 o A
B AE AR AR AR BB CBRERTPABE b X 8 b 4

S A N YN AN SAA Cc: DI DI 5 S 4
(AESE R BT, BFEIE R MR 1. R 7R K
DR -7 P 1 98 5 A J5 G 40 ] R0 HR R e 28 6 ) S A i
HEEER ", fFEMERG S A SR G, RN %
AR (AN T 4. BRI, BG4 A e
KANA) AV I R A Candh A& R4 T
SO RRTE T AR X A 4R R G ) /N R ot 4
BTV B S A AT /D S P R A AR H ) 28 0 A o T
Cin - 3 O NS 2w, O AR IR 2o (NI
B T T 98 A O A1 3 A 25 152 J5 400 D ) BB R A 8
i, RS R = A A gy B

AL TR — RS R A R, B S0 24
AR, HRAESH A CC. CXC. CX3C A1 XC Y
25 LR P2 AR 4> CCR. CXCR. CX3CR Al
XCR 4 Fli, KZH 20 ANt BELE 7R )
A A T T B T 9 ] T 2 o 1 R P R
R 2 RE AN G MR R ) LA IR s R R R
W, @S5 2 MARE (mEER. LT
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KB A EE (U 22 1B AT 5 « M ZAE S0
AR, I+ ZEMRIEN TR T kL2 E S
H5Z MR, W B . R
P MRS . BT LET O X O T I 4Eid
e Y, RS R AR FE A A
PRk B LR, S E Rt T
J AR FRE LS S5 2910 R L
i, DAL T AR AR 1 A 11 25 AR T R B
29T BT R B

—. 54 B AR T S B R R
Tk

A A VR 2 MR I E LA, DU SRR
g RER, EEHPA 37 Mtk 7 RIE,
TEFF 24 4531 (spinal nerve ligation, SNL) 75 5 it 4
2005 PR AR A AL T, SNL 10 KA 10 ik K]
T mRNA Rk WARFARE N3 %0 E, Kk
4 CXCL13. CCL8. CCL7. CCL5. CXCLI10.
CCL12. CXCL1. CCL3 A CCL11 "\, Hrh k# i
WHRFEARH M ERAEIRE. REFNBLET

(41 CX3CL1 Ml CXCL12) ANE Bidz %, eAl1{Ew

CR BRSO P VR I A A . FELUE SRR,
X T Ak R A 52 4R in CCL2/CCR2. CXCL1/CX-
CR2. CX3CLI/CX3CR1. CXCLI2/CXCR4 1 CCL21/
CXCR3 7E # £ 955 2 M 7 P I 46 B A S v 4 it
P, ARSOREEER . RN iR T e
CXCLI13 Fl5Z & CXCRS5, LA CXCL9. CXCLI10.
CXCL11 F132 4k CXCR3 FEFRZJ BRI P TH HIVEH

1. CXCL13/CXCRS L5 #2890

CXCLI13 X # B ¥k I 40 g # £, 5] 7 (BLC) B B
R 51 AL --1 (BCA-1), FHailidsZ{k CXCRS 7
WIA B AT — 380042 T 4HA bk R LH SR T A%
R EEVER . RaLpIiER P, CXCL13/CXCRS 1£
AHE. = XA, AT 047 [ )2 (anterior cingu-
lated cortex, ACC) #1255 4 G4 28 VP I R AH S 1)
RN P, B REF, CXCL13 1 CXCRS 7£
X RN R IR AE AR, (HAE SNL 28 1 K& 21 K,
CXCL13 mRNA F1 CXCR5 mRNA ¥j7+&, 3 H SNL
/N B PR 0 B Y R CXCL13 Kt 7 . CXCL13 Al
CXCRS 4 7315 T HBE T M 1o & oo AR T R R
4 ', SNL &4 50 7 ACC ' CXCL13 I CXCR5
H2RiE. AR, ACC H ) CXCL13 1 CXCRS
AT WETC. AL, EERMZAT (dorsal
root ganglion, DRG) Fl = X #1477 (trigeminal ganglion,
TG) t1, CXCLI3 H CXCR5 #4301 T4 2 750 11,
F B CXCL13/CXCRS TEA [F (1 20 2 s AE 7E AN [ 1Y)
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Hf AR . BT NSRS R I, ST CXCL13
TE B A 2 /N B Hp 5] PR D ORIk 1 ik
Jii, T AE CXCRS bR /N B A FaR P9 AT 9 B 208
P, fE SNL 5274 3l 4 4 56 N 3 5 CXCL13 shR-
NA 8¢ CXCR5 shRNA /=4 B W BmE A, 4k
FE3 ALL L. B4k, CXCRS 3 R Fl B AN 52 i 3 A
S FIZ S ThRERRRS, (HRFELIE SNL 5] &R
RSN Y, IR 2 G AR HE R R A 8 A 5] A T
I e A U RS Tk SRE PR R Y. #E ACC HR RS
CXCRS5 shRNA, AE0 SNL %S it i, HIR
BT AR IR A S I RO 2 v Y

W PR S L b 229 A8 A 1 ZRRN 2 BB TR O B
WA A SRS AE. TE db/db 2 BUBE R /N BRA
P LR T CXCL13 1 CXCRS £is £, if
1) CXCL13 F1 CXCRS 43 56z T db/db /) §F il i
F R 22 TR TR B R A AR Y, X 5 SNIL A
A5 ICR A1 CS7BL/6 /N AR IR A — 5 e 47
SRR B RAE db/db N, BT BETE ST CXCRS
shRNA 1] 22 fg AU fiid o U

2. CXCL9. CXCL10. CXCL11/CXCR3 54
5 B R

CXCL9. CXCL10 A1 CXCLI11 & i@ it 5 %2 &
CXCR3 45 & 1M R AE D RE 1 [F] — W2 SO AL e 1
CXCR3 5 NKMZFpBi o0, W2 MERAE. %
PETHREPRAS . IR AURES . £ DRG, CXCL10
I CXCR3 #E #H 42 e Hh R IE, FFAE CCI o 7 4L
B ag U, FEFFBE, SNL mk AR 48 M I 0 M
1% (chronic constriction injury, CCI) 5, CXCR3 =
BAEMZ R LA ™Y 78 IE R 34, CXCL10 f£
HREM At %5, CXCL9 M1 CXCL11 fEH 46 2
R Pk Rk, H7E SNL J5, =& HWEH
B 2 TV 1 5 40 M R A 4 i ', SR, CXCL10 AN
CXCL9. CXCLI11 7E i e i fE A I
/N B N VE B CXCL10 55 CXCR3 4 5t 1 95 o
I s R B, T R P I B CXCLY B CXCL11 A2
77 A PR A A W L M Ak 5 R AT oA T b4,
T8 I A5V S shRNA #I i) CXCL10 f A A 55 1
SNL 75 5 0 $055 i k BORH LA Ik s 375 2 9 &, (R4
il CXCL9 3 CXCL11 ANae 4] _f ik # 28 Mk %
UM, CXCL10 A1 CXCL9. CXCL11 % 9% 9 1 A
] 21 7] B BT CXCL9 Al CXCL11 5% 1 M a5
IR i A 35t R0 A ) 4R R kA% 3, T CXCL10 A3 5 1
MES PG il AL 3 1, CXCR3 R MG, 588 P v
CXCR3 shRNA 555 735 CXCR3 551771 NBI-774330
al, AMGA487 ¥ fE R % SNL 8 CCI % T i) #h 48 1 9%
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i U PEEH CXCL10 A1 324k CXCR3 7F #4895 1

Ve oA AR
e VEROR A N AL T R AR RE
PREEH L

%7 i CXCL13/CXCR5. CXCL10/CXCR3.
oAt A A R J HL 52 Rk in CCL2/CCR2 CXCL1/
CXCR2. CX3CLI/CX3CR1. CXCL12/CXCR4. CCL2l/
CXCR3 fEMAA0 0. L300 IR 4 i )
EHBER DRG F ik B, LR £k % R
WG S F MR OEAA TN T, JEE AR
AE4i Y RNA . DNA FIEAL AL R (181 - b dE R 1,
AR 7 S 52 AR 1 208 52 ) e s DR PR WL gt A%
LiNaNGECE

1. 3 S R0 A IR - S L S2 AR 3R IA 1) i 4%

ORI Z A AR TR AL R T 52 AR B AN [
B R g, s 0] LB S X S B Y
FEE JA B 45 G R R BhBUNsR G %. IFE R, (55
SRS T 3 (STAT3). #% K 7-«B (NF-B).
CCAAT/H 58 T 454 % A o (C/EBPo) FIELIE 2 -1
(AP-1) Z 5Ttk N T/ Z R R IE .

PAAE (R BIF 95 30F B, STAT3 38 i i =5 58 b 4% 5%
7 S AN M G R0 . STAT3 E Ay S Bt B TR I It
4 H 1 7 S5 R 5 R 7 BEBE R T CX3CL1. CXCLS.
CXCL10 fl CCL20 ) ik ", b 4h, 445 B b F
B SRR FRE A AT 2535 0 T R 1k
STAT3 (pSTAT3) )% ik, FF pSTAT3 5 CXCLI12
KB 7 X 45 &1, FHH858 T CXCL12 g 2,
FEMSMEAR G MR, pSTAT3 ##H3£%] CX3CLI
HEREHTX, 3 CX3CL R L e Fif,
M 51 &MU A i35 40 @V Imai 253018 pSTAT3
M Ets F M 5 1 PUL 56 86 2 K I 5T 40 g
i CCL7 Wik, iR B ALK T 1L-6 1) 3R I8 F
R =,

NF-kB ¥ A2 & P e 4 73 s s i oo ik
%o NF-kB i i3F 52 10 4] 94 8 i # 48 o0 7= A2 CCL2,
MR 518 1 8 ) K Jié Y. NF-xB i85 CX3CL1
BTG, HAEEEEIRIT G AR A hEm
ZouHERIA P,

C/EBPo. 2 S 7% R i P X 35 - 7 R i i (bZIP)
SRR, TEANMOMGTE . A7 05 A S i SR E
76 SNL 5 &2 () #h &05 B MR v, BB & o N
C/EBPa % ik 34 Jin. Bt 4F, C/EBPa 5 CXCR3 )& 3
TIIGEEM, S5 CXCR3 #ik Fif. #id siRNA
1] C/EBPa AN IE /> T CXCR3 K IL, WMk
T SNL % S it 2 B P P
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%k C/EBPa b, AP-1 (H c-Fos. c-Jun MAHIGE
HARD W& T 7 %K+ bZIP K. c-Jun & AP-1
R NF R EMEER S, B2 c-Jun N K
B (INK) [ R I#E 25 . INK A5 2 5 40 it 3
TG R 1 A 1) B LA . SNIL Y A A T
41 Jf 13 FR AL c-Jun (p-c-Jun) 3R IE,  INK 1 il 551 4171 1
SNL %5 3 KA BE TR ANHY c-Jun BERRIL . LEAR,
CCL2. CXCLI1 Hil CXCLI10 744 4B A% Py B I IR i
AU () I8 3452 INK i P02, 78 CCL2 B3
F XA 34 AP-1 500 5, BERRER 2 B kb 2 ]
75 INK WG4k, 58 AP-1 (c-Jun) 5 CCL2 B3I+
[X DNA %54 f1 CCL2 ffstim e ™, Xk Bl
B2 S IR 17 VR T b DR/ 52 A 0 DA R 1 1
W E B .

2. miRNA XJ b A5 e H 32 R R I 1 i 4%

BT FIRE R R, B miRNA, K& IE5m 5
RNA FIEAHR RNA 7E W 1) 9E 9 % RNA 205 3 72
18 VeI AR G SURAE T, X AR 58 K
JREE K. HAT, —%% miRNA, %1 miR-186-5p.
miR-21-5p. miR-381 fIl miR-23a, CHIEW & 518
PEZE LR A AR 2 kR IA R . AR
M, KEEIEmID RNA FIFRIR RNA 25T A
T RIS AR R IBAIE R 5T

A N Ah SIS, #UE B CXCL13 (1) 3R 3K 52 miR-
186-5p 4% W6 Z M 7> HT & W], miR-186-5p
mimics 277 &K PE K 7 CXCL13 3-UTR 79
RS EA TR IR BN, miR-186-5p
1EIEH /NREFRE A LA B Fik, SNL fE7ER/M
BHETS A R85 N, 4N, miR-186-5p 5 CXCLI13
HEAM T HEREMHEIT. A B R E miR-186-5p 1]
P#AIC CXCLI13 (R iE, Ik SNL i 5 1 i 2 5 3
PESE . A, 404 miR-186-5p 34 il CXCL13 f
Tk HFE /DRI, & miR-186-5p X}
CXCLI3 IR L B A Sk temalER . 5 —F
miRNA, miR-21-5p #iF B 7] il 15 CCL1 1Rk
22 8 R v E S miR-21-5p mimics ] JRAEFH £
HMEZRIN R IE, IR CCLI fFis B,

CLEN 5> miRNA 7] DL ] 2 /N R [R], B/ Jk
DRI 9, 7T DL AS 5] £ miRNA 5. dngE 2o 3 gk
JH SR, CXCR4 3 miR-381 Al miR-23a 3 [ 1 47
J 4 22451457 (CCI 5%, partial sciatic nerve injury, PSNL)
J&, B 86 miR-381 Al miR-23a 3 P& K. miR-381
g% miR-23 [ _L i ] fRIk CXCR4 HIRIE, FEIREE A
CAG 5 T AR 2 B R AT N B AN,
IR 1) #6838 52 1) miRNAs [ 8] $284% . i SNL
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7 0 b6 2R R B4 M miR-146a-5p ik B, #
P i 4 miR-146a-5p @ i 41 ] TRAF6 A 3L R Ui 1)
INK/CCL2 {5 5 & & % 0w &

3. DNA H A0 F2H 25 (8 1 xR 1 R 3L
ZARFIL

DNA FH 5 Ak 2 4% i) 356 [F] 22 08 1) G B =R WL gt A%
Bl DNA 2 H AL BE 05 f Yot i MR 48 IR A8 1
AR B R S AR BOIR A, AT {2 JF 28 TR 9 5%
DNA H AL AT @ =Ff DNA H LR (DNMTI.
DNMT3a il Dnmt3b) I1E FH >R SEH. DNMTI A2t 4k
FEVEH B B B2 55 52 1§, 1) DNMT3a 1 DNMT3b i1
TN H AL, #FFLR B, SNL J5H#E H DNMTI1
1 DNMT3a &IAEAAE, {H DNMT3b [R5 R, fi
CXCR3 £:[H 5372 W E:AL, (it 5% K F C/EBPo
5 CXCR3 jash g &, #t— B 1n CXCR3 72/
B2 e i RIE P, LA N T NF«B 7£
CXCR4 ZH G sh T X M54, JFiF FAMNAR %4
3 )G DRG H CXCR4 ik i B,

YHER R G 0T 1) R B RS, B S
Pt R IR GE KA 5%, AT FT 3 B0 PR Rl Rk .
P LW (Ac) & —PhiE SBTEAS M . IE4E R 1,
PSNL Ji5 451475 8457 A B 481 28 ffg v ek s 400 Pk R 5 40
fiis CCL3 Il CXCR2 3 2 F X (48 [ H3 [ B
% (Lys9)- ZBe 4k 24 25 [ H3 (K9H3Ac)] Z B AL FE
N, 4 LW R BP0 771 Anacardic acid AT
) CCL2 AT CXCR2 4 L3, MM B PSNL 7%
SRR A BV L gk, RS,
HHEH L0 CX3CLL Ba FIXIR4LE A HA I 4
B Ak K48 00, M 8 CX3CL1 By &Ik B,

Bk 741 A H3 AR 4 = H H 1k (H3K4me3)
Gb, RZHAEAFREMBHSFEDNA &4
BB, RIS, TR R A RS 1 4 B
F 2 SR R R AN, SR 5% Ui o i &
7, PSNL J& 452 55 A #if 42 o CCL2 A1 CCL3 % [H]
Ja BT X IR 4L (1 H3 # &R 9 Lk (H3K9Ac)
A H3K4me3 K /K °F 384 jn B9 1t 4, PSNL J&,
CCL7 Ja #h ¥ L B4 2 A H3 #i &R 27 = H &1k
(H3K27me3) P& AR, 3 BOILTE A 6 £k .
CCL7 J& 3 7 L 1) H3K27me3 7K 7 %2 IL-6 15 5 M
P eAh, fEISMEEOR AT, AEABM TR
[ R L IR PRI . BT RV I/ R
B, GM-CSF % 34K 1751 4 (IRF4) J3
BlF X H3K27me3 &1 & A4 5 H AL 7 S8R I k
W, IRF4 Fi& BifJEE— 221 CCL17 H15RIA |

A BT,
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= B R B S AR TR T Ui
WAL

WAT BTk, # Ak B R 52 R B IE B T 12
PRSI I B S 4E R Rl A A, JUH 2B+
CCL2. CXCL1. CXCL13 1 CX3CL1 & H[FIJEZ 4
XA PR AT R TR AR e Y T B
DRl B FL 32 ARG o A FEAS [RI  A p 2R Y vp, Tf HL
AT R — MNP E A, AT
MEAEA PR EZEEM. i, @2 A%
WA T G EAMKMAMBAGETES, WS
BEIERR AL . WERR AL IV S A B A M k%, J3 3
HAMA R BTSN E RS2 AR A, 3
VAT ) D4 PR RN SR M 3 RO

1. 18V 41 N katk R TRk R 7 52 AR A
TN [ 240 2 1) R ELAE

PR EE T AT BE P A8 1 R R A R 2 R (1) S AL
i, MEITHThae sz EAEsRE oM T, R
ZINER . ARG TR el 2 (R A et T
SR AR AR AL . SORE R, WAL E T, 48
R FRAEKRE T, EX—JEEREEER. 512
P&, BURETFASMWAERMN. DRG #
B HE RO 4H B TR A BAE . IndE DRG Hh, ML T
AP CX3CL1 E A F T2 40 i A B g 4 i i 5 3L
WS . WO B it T A0 B R I CCL3, JE i CCR3 A
CCRS fEH Tt w4 e B EHEE+, AF
(R DR -l i R 52 AR 2 L 2 o - R TR IR B 4
- 70N Jiz J5 440 B ) AH ELAE o a0 AR N R RS R T
CX3CL1, it CX3CR1 55/ I 52 40 ff s %
BHEML It F£ L CXCLI3, il CXCR5 S E
52 JR AT MR S 4 B SRR R A R 3R A R
W CCL2. CXCLI A1 CXCL10, 4 %@ id CCR2.
CXCR2 1 CXCR3 fEH T# & ot, w4
PP S 3 BT, B 1 SR TP 5 A AR R
CCL7 1 CXCL12, 4yt CCR2 Al CXCR4 53 /)
Qi R - S 7S I A E2STob I [ 2wt ]
Z BB A BARE R T RS s e 208, ek T
PRSI . ERUERIE R, BT K2
PS4 o A1 AT 2 S el S ek

2. AL E T R Ak R 7 52 AR B0 1 40 i N A
51 B

BT 2R A ALK LN G B ARz
& (G protein coupled receptor, GPCR), N 7 {X i i
AR FEAR 7 I RN SZ A4 1) 45 B i A S R )
MEH, RBLE5R =%k GEAMMBHE, T
B G e AR ORI A M PN 15 S B O, AR A
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g C (PLC) il BRI NLEE-3 B (PI3K) 18 I A1
MAPKs C(f3#5 p38. JNK Fl ERK) i #%. Ih4h, #
R/ 2RI R S T B B TE AN R IR 26 4F T B A
] (1 240 B 2R B A B AN ] o

TSIz CCL2 Al CXCL1 0% DRG #1445
ff) PLC. PKC CE& [ CO) A4 M g7 1) Ca™'
B ™, CCL2. CXCLI1 8 CXCL10 ifi7% 54 B
2870 ERK B0E, AT (2 3k i 2 0 BRPE RO RE
P R AR P R B, AR, CXCR3 S
BoR TS BE M4 T AKT BSR4, 2k 75
98 I 4 7 1, CXCL13/CXCRS HOE 4 6 2 % I R
40l ERK. STAT3 fIl AKT 15 58K, 2 5MA4H
53355 IR TR A0 22 5 L A AR PR 9 A e 0 B 1
g O, 0 T AR R Ao 229 B 4 P ) DRG
1 TG 1, p38 # CXCL13/CXCRS5 8% CX3CL1/CX-
3CRI1 % P, 788 K BB AL, CXCL12/
CXCR4 {55 AMYi%E S ERK. p38 F1 INK [ ER L,
S WOF T A4 B 9 PLC/CaMKII/CREB i % 474,
CL 013X S 4T B P B 1A S 2 (R BT R A = A
41 CXCLI13/CXCRS J#id 0 ERK 1755 TG H TNF-o fll
IL-1B () 22 ik ™, CCL1/CCRS8 I i % %8 ' IL-1pB.
TNF-o F1 IL-6 [k ¥,

3. AR TR R T 32 AR R A T A
G foe w5

HRR R 2 (R SR R B, AL R T R Y R &
JCHIN A PE, X AT BE R H OIS I 4N A PN B AT
S. f£ DRG ' CXCL12/CXCR4 LA ERK & #fi (1) J5
G AN IE Navl.8 51k, Fffil/k Nav1.8 FH %
DRG #Z LIS NI, FEDRG #£ 0K
HEMAF P B, CXCLI3/CXCRS it 0% p38 1
Nav 1.8 HLJL % ;5 N 5F p38 #lIffi 71) SB203580
8¢ Nav 1.8 441 1& FH i 771 A-803467 #I il CXCL13
FS 0w N Y, BELIEE B, CCL3/CCRI
51 W I S2 4R HE AL B BS T OB IE 1 (TRPVL) X B
R, 1% FE AR T 45 N AT PKC #0E ©
CCL2 it CCR2 /™3 1) G-By 15 F B i /M H
B AR B AR RS2 T Nav 1.8 B Y,
CCL2 tHAEMOE 5 ) DRG #14 e ) TRPV Al
TRPA1, {HIXF{EF & 758 i 40 j R e A 5 A

S s
{H7E o

CXCLI1 HJ¥ 51 ke 2t 2 5 1 K RN BB SE
276 Na' e & L, FF3% 00 Nav 1.1 A1 Nav 1.7
715 . CXCL1 7 & ik 4 )5 38 3 in v e 0 1 K
LU 25, 31X — 1 FH B NF-xB #1001 75 3t 7 988 & 52
4xBH M B9, v Ah, CXCL1 #1 CCL2 LA H %% &

——

S
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(PTX) U AN PLC/PKC i ¥ 77 =C 8 DRG #1122
JG CGRP BEJgURI4n i Py 5 7t 7). x4 R,
Ak TR 1 I O A0 P OB, ERKL p38.
PLC. PKA. PKC I NF-kB i ¥ #1228 To 1 ety 12k,
T 1 B B PR e

764§, CCL2/CCR2. CXCLI/CXCR2. CXCLI10/
CXCR3 A1 CXCLI3/CXCR5 £ 5 7 5 i i # 2 KB
T RO A E R 2 AR TEPE R, B HER
fi £ Jof 184 53 2274 R O SR R, CCL2 ¥R
R A T IG5 R % Ay M 9 A S FEUAL (spontaneous
excitatory postsynaptic currents, SEPSCs) 1] 4l 3 F1 I
F, 3898 NMDA 1 AMPA i S Hi% . CCR2 &
BRI AR A 2 BAYE (VGLUT2)
ek k. CCL2 B i CCR2/VGLUT2 # £ Jt
(1) NMDA 5 5 HLIR,  FF 38 9 7 AR 175 1 5% f
NMDA HLiji B, 3R 7Rtk R 7 0 B M A M
JTAEFER . tk4h, CXCL10 M E T 112
#2270 SEPSCs MR AR %, 534 5% T NMDA
T AMPA 5 SR Do SR, #LR T CXCL9
A CXCLI11 8 4R t /& CXCR3 (1) Bd &, 7T
sEPSCs [ 4l 2, {H A 14 0 sEPSCs (118 £, [
B30 T sIPSCs FIMR 7, X RFAAFH L
DR -1 76 A 5 18 28 fb A% 326 v R4 A TR

L T2 57 NMDA Z{EHl AMPA %214
(NMDAR Al AMPAR) [IZh#g. CCL1 ¥hna &7 /A
I JZ# 28 76 sEPSCs [ Z AR £, F 75 5 NMDA
2 4KV B A7 NR1 FI NR2B () i B8 4k, i i 45
NMDAR 5 P e 345 25 A B AR 1, Xtk
BRI IR 1/ S2 ARG 22 FRAm i P g, it
— DRI B Il IE R AR, hEIE . RERIR T
e, CAIESRANE JU I Do PRl S A A5 328

DU e ik R A A RS2 AR VR T 1R R
SRR 7E 7 20

LT ARG & TAEHEM & T A
TAEMS MR I LR R 4 FF b ) SR, B
W F IR E A R, W H, &k
DR S H 52 ARTE R (8] 14 15 91 % v B TR P = 1
DAL LG A Zh ) B B | 43 21 1) B RAR A AT BE S A A
5. MRAEIGPR TSI, LR PRS2 ARG T 2591
RIEH =A0A7J1: O/MFHERNA; @ 5akEdt
s @/l

1. 697 /T8 RNA (siRNA)

RNA T (RNA interference, RNAI) /& il i #
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