e

YR PE 2424 & Chinese Journal of Pain Medicine 2025, 31 (11) e 855 -

doi:10.3969/j.issn.1006-9852.2025.11.008

AT B R A TR O R MU Y
et e *
WEE U xEs ganr BRAmCS IR

(' a2 R MR B g VLR8P R B A R, AT 2100295 * R AR 2 R 58 IR R B i 1A
FE 5L 210017)

@ E JEE AT K (knee osteoarthritis, KOA) & — F % WLATEAT M X TR, DLUIE M ZTE fozh fk FE 45
KRR, FAE R4 3T KOA BB Al K ey A WL . W6 FRMEAEF T ERE T EEHE,
MRS B EE AT, KR Z T (dorsal root ganglion, DRG) 78 KOA JOR i & 4 . A% b 142
FREREAG, HEANBSRGETHBL. GERESES. WE-ARREESNET, £E
# KOA X FHi15 5 w2 2 SR G B A7 0 B4, T DRG E i 40 1 A5 b 2 5 B2 O & A4 Ao
FEMEEZRE, UHMEN L -G AN T KOA KRR I K EFEEIEAR.
043t KOA R B 2 uth, AWK GERET EAHHEART K. Hik, x KOA K
T AL 1248 5 xF KOA A < ¥ S B E T FB #T 9 B R X K 8. A X & 41 % DRG E "% 4
7 KOA J& 58 AL 0 A 1B, RN Hoal Tt 2 - o BAEN SN BALI - F AL, e
16 T DRG E " 40 jl x4 7677 KOA FOM B E 08, DR B R @ Gy (s8R, 4
KOA i ARt EATH 8 E7 Hh#F, MU KOA KX — 2 3R TP .
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Progress on the role and mechanism of dorsal root ganglion macrophage-mediated pain
sensitization in knee osteoarthritis *
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Abstract Knee osteoarthritis (KOA) is a common degenerative joint disease characterized by chronic pain
and dysfunction. Significant progress has been made in recent years in targeting the underlying mechanisms,
therapeutic methods and translational medicine related to KOA pain sensitization. Increasing evidence suggests
that the dorsal root ganglion (DRG) plays a crucial role in the occurrence, maintenance, and chronicity of pain in
knee osteoarthritis (KOA). Its mechanism involves multiple levels such as neuronal sensitization, nociceptive signal
transduction, and neuro-immune interaction and is the core hub connecting KOA joint injuries with the percep-
tion of pain by the nervous system. Moreover, DRG macrophages, as an important mediator of the initiation and
persistence of neuropathic pain, play an important role in the regulation of KOA pain sensitivity. Nowadays,
the treatment of KOA pain is becoming more and more diversified, and simple anti-inflammatory and analgesic
treatments can no longer meet the needs of the public. Therefore, it has become crucial to explore the mechanism
of KOA pain and to precisely intervene in KOA-related targets. In this review, we systematically elucidate the

regulatory role of DRG macrophages in KOA nociceptive sensitization, deeply analyze the molecular mechanism
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of peripheral sensitization mediated by neuro-immune interactions, and discuss the medical value of targeted

intervention of DRG macrophages for the precise treatment of KOA pain, with the aim of breaking through the

precise mediating technology of targeted therapy at an early date, providing more comprehensive medical choices
for KOA patients, and solving the global health challenge of KOA pain.
Keywords knee osteoarthritis; DRG macrophages; pain sensitivity; neuroinflammation; therapeutic strategy

B <75 % (knee osteoarthritis, KOA) +2& —Ffi it
RURIIR T, 328 DL 22 A 200 B SO N RRAE
AFE R AT YIRS SR BOR N AL
BV SR KPR s TR R W R
FiE SN 2T AR TR 2 R S 2 H BOR AT M A
WAL, AR IR e ST R LA 48 5 D 7
DAACGHATHE R A4 5535 CERD RS K
PR E SR M, X — R AR S BT 4
IR IR A D e RS AT YE R R, FEREAE RFEL 18
PSR, MOz 1 N ARTE B, G RE A
[ 4 B A L DA S &gl Yo 28Ry T,
AE 8 K BT & 24 (nonsteroidal anti-inflammatory drugs,
NSAIDs) AR Fr 26 25 4 =2 i RV 97 v f i ) 24
Y. XBAYBEA MR BURATE R EH, B4
AE—EAR RN, CHEZIIKEWERN. HE
DRt th o I3 XU 369 i A K A8 5 1) e
e ) A B, AR B4 ORI KOA R A st iz
Y E DR B, A AR U R ) R R R
RAERBENERZ —. Hik, 7T#HKOA KES
R F 1R v A R UM () AR WL ZE X KOA 1E4T
BRI FIVE T B I AR R OC E

I BT T0 8 R 52 A A R I O R R T
X HR A 2245 (dorsal root ganglion, DRG) 1)1 1%,
DRG 1EAVIRE A4 U R LR, AMUS 51
FHETHEIE, R RN ME- LT
I EAE KOA IR K EE CBAEH, Bt
g5 BRI FE R WA ) DRG # £8 J6 TR IT (E S2 A A1
PEI 7T A R RCR Bl BRI R A SRR R
i 15 PR U () A 4 Y, 2 T T KOA
AT A A 5 P O TR 0 B S o I IR TSR TR
7697 DRG H BB HL7E KOA P BUS MR AT
I, 455E% W] DRG E W4 i AL AE i KOA
HEE R ()5 ok O S B P, IR T IR R A S
XL HERE Bl AR SO DRG E B4 A 5 KOA
I B B L R AT 2508, R T KOA JR BT
P28 T P Y 45 R E 2, AN — PR T KOA
PR AR R R AL, B 52 H B ) DRG B
Wik 40 FE PR i 48 - e T TR I, T KOA Y& SR H
HEE T B SR T IS E BB 77 . RE DRG E

S

Wi 4 AE /1 5 KOA Y B0 i 2R A F AL 215 21
HIA RN, B AR RGBS AT AR AE — 5 1Y
KRB T o ARSRAIE IE S SN SR AR T LA e 4248 5
I R R % 4K, O KOA i N4 B8 AT R R 7
priog 8

—+ KOA #tFEH [ DRG EWEAN

AT SE R I, /£ KOA e g, E T~ &
AL T BRI R R, B AR AL
TR LAY 1 (transient receptor potential vanilloid 1,
TRPV1). BEW 52 /4 B A7 85 85 1 1 (transient receptor
potential ankyrin 1, TRPA1) &5 5 1 5 33 % VI AH K 11
R S PR 22 O A0 B A T DL T e TR e 4 S
3 7E KOA i N i A 4% 315 1 i o 1 4%
TR XSRS B ) ZE S 22 e 4N
RALT DRG H1, /& KOA #2180 T~ A8 3 5L
PR AEMRA R & e DRG 32 22 B BE AL TT
SCREAM AN G e AN AL A, e i A4 o /2 DRG
iz, ATTRAMNEREE . R e S5 AE B
BRI A /G PRI, i )7 40 %
SCRPAM R 7 22 0 JA B A0 8 P . SR AR S
FRE AR TR BRI 2 ST B BR R
SRR RE KRR, PRI AR T 4R A5 e 4 i,
T IR BAR KA A AR S U B RIS R A R
BT M ORAP B0 22 - S e A FH R 2 T UL 1
Al T KOA #E 2 H 40 % 40 o/ F T 98
BRI TEIR G R B M, R B R Bk 22 1 R 4
xH, EWRYNMAE KOA AN [A) i ) 48 A7 1) 23 Axi A T
BE AL xt e it i BT 2 4R RS E A T JE e
TR, BT BRI, DRG HWE4H
I Xof e 228 i R PR R 5 R 5 AR B B O LR
VR B ERERNR, ERMEFES DRG B
W 411 i B IB0% DRG L E 40 g Bt 2% 1) T B[R R 4k
SR DA R8BE LA 2450405 75 3 RO LA AR S 8 M
55 KOA BRI R 7208 e

1. DRG EWE4H L KR 5 A

TE NS5 KOA Fh i T Bt 22 - S B A P 1 o5 B
—3 7, DRG E W4 LA AN () 52 7 A0 T R 43
H IR B AR AR M E R A . O B R A
JrAi T DRG & oo i [, 504 o f TR IR B 41
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PR e, TE KOA IR gE 2 rp B 42 R 3 | i 2
RAE. S HMAITCE T FRER . RIEVE E W40
JHL A0 A TR ) A% 4l LA AT ok, E KOA i K
A EARIEE RIS, DRG #2270 TR IR 5T 4 i R 7%
AR T, DB A (0 32 P B A A L5 98 SR 12 B
ZAMISF5E 2 DRG, 2 o YE B g il 2
59 v U M T 4

DRG [ W 4 i 7E 5 48 B 5 ik v 1) ] 98 M A
R, Toie A G R 2 i iR T 1 R 2
B A TE KOA 544 (15 23 J8 A8 E 72 rh A 408 S p 155
GO HEBEESRYIIGE /. DRG E VR4 ARYE A
B e, fER SR E VR (MO). £ AYEL (R
R E RN (M) PLAERMEE AL EEME
W A (M2) =M R AR 2 [AAH LA 4, DA4ESF
B MO A B0 E R A ACIRES T B B
YN, AES BT A AR A Ry M1 Y
B M2 2 E g P ML R T R O £
TEACEIE AN, 8 R PR SRR -0 (tumor
necrosis factor-a, TNF-a). FIZHIffi /% -1 (interleukin-1p,
IL-1B) 15 40 1 /> 2 -6 (interleukin-6, IL-6) 254 %
NI, GG IR & 5 R A 2R E 3
(NOD-like receptor family pyrin domain containing 3,
NLRP3). #%[AF «B (nuclear factor kappa-light-chain-
enhancer of activated B cells, NF-kB) 45 il 75 A 7 J5
WO 22 255 W H B (mitogen-activated protein
kinase, MAPK) %51i¢ % 15 5 fl 5 T RIE M KA, [H
A SO fl F AL, Y45 TRPVI/TRPAL %5 5 3 14 25
TFIEIE M FRIE A, BE RN T s
1M M2 24 B3 48 B 43 W6 1 40 i A 3 -4 (interleukin-4,
IL-4). E41iE/2-10 (interleukin-10, IL-10) 574
A RN AL AE KRl F--B (transforming growth factor-P,
TGF-B) & R A& B R DI RERI TR, 06 SEAE )2k
JEF R A U T M1 AL M2 A A
ML T REM AL RFPE, DRG EWE4ITE A 5 KOA %
SERA . TG SR AN R R R S T T K
AW EIER .

2. KOA ™' DRG LA A (K135 AL 75 1A

DRG EL W40 i #3646 2 JL % KOA P gk
RSO RR LR,  H AR T 2 T AL
il 5 A0 2 2 1 A F AR 22 G - B 4 R AE 5 1
2 DRG FELME2H 0S5 KOA #ERR [/ g 47, 3%
[F] ) #E0F DRG [ W20 i v A6 i iz i i E . I
IR AL, 2B R BRBOE 5 K R 2
B TNF-a 5 IL-1B (335, 5 5 0 2090 B 1R & R
ok P TREAEWE FCUER, TNF-a 5 IL-1B 4353
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YER T DMM 308 1 R 5 N BF 1 J5ARER
MG, S e KRBT (nerve growth
factor, NGF) ik [ THim, W& FE KOA KJH
IR X e g LR B, AL S TNF-a 55 IL-1B 78
P AR 78 R AR T a1 % E VR B i 55 S
BOm 5 KOA &, T i gl g % B 77 A2
0 ) JH A 368 42 477 T IR RS2 AR I B, 3B
BN A RGN 6 B A 5 BOE, A s
KOA &5 K5 K TR AEIR YT 71

(1> DRG EWEAN MR #0557 3l
B RE TR T, S S R s
ZHE. BT ARBIESIIEE, Hil o mpiEik
F E B 43 N CC (C-C motif chemokine) ZX %
CXC (C-X-C motif chemokine) Z &+ CX3C (C-X3-C
motif chemokine) Z % 55 XC (X-C motif chemokine)
F . 15 KOA M SEMEE T, RO ZH MK
5 T T 2E 2085 5 AR A OG5y 183X (pathogen-
associated molecular patterns, PAMP) 83515 4H < 7> F
153 (damage-associated molecular patterns, DAMP)
il 5 P ANAR, RE /IR B BT JS B T TNF-a
IL-1B S8R 2 PR 7, i Ik 4o 440 36 B s 4 Jo) A VLA B0
k%% DRG 4141, 15 DRG # £t 1 s kst
[A-F- %244 1 (TNF receptor type 1, TNFR1). H4if/
% -1 % 4K (interleukin-1 receptor, IL-1R) Z5 A 3¢ 2 4k
i, WIS CC XIkEY CX3C KiFk#ath R 7R i&,
R #4r 3 DRG B WA [ 52 45 50 FE % R 1¥) DRG
e mBsh M. Hd cc KT 2 (C-C
motif ligand 2, CCL2) 5 HHm] 5244 2 (C-C motif chem-
okine receptor 2, CCR2) ZH % [1) CCL2/CCR2 155
RS PR IO LR U B AR IBE L -3- 80 v (phospha-
tidylinositol 3-kinase y, PI3Ky), 4L PI3Ky i
JfJ5i T ATP ) y- B ik (A1 6 A% 3 (67 - 40 i J5E L P
AEEEALEE W2 (phosphatidylinositol 4,5-bisphosphate,
PIP2) M) WLEE A 3 Ar F2 2k, AT {0 40 B i 1 1)
PIP2 %54k i g Bk LS =% 2 (phosphatidylinositol
3,4,5-trisphosphate, PIP3) JE BRI {5 5 70 TR 2 5+
RAFESFUEIE A (Factin) BA . B4 R
P 2 e A B A M R N, BB B B0 ) DRG B
Wi 241 . ) 32 451 Bl P V5 B FF) DRG #0122 76 5 1) # 30
BAk CX3C LR FBL A 1 (C-X3-C motif chemokine
ligand 1, CX3CL1) 5 CX3C #afbX 7324k 1 (C-X3-C
motif chemokine receptor 1, CX3CR1) 454, ¥#i% CX3CL1/
CX3CRI1 T e4HMa A5 25 H 808 (extracellular signal-
regulated kinase 1/2, ERK1/2) {5551, @ik ML /78
B2\ RE R T 55 2 2 g T AL R T EL R AT i

(T
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5 It [F B, KOA ik F2 o C £F 4 (C-fibers).
AS £F4E (A-delta fibers) 259 i [ 57 Sy B P H0)
B 45 2 3 [K] AH 22 ik (calcitonin gene related peptide,
CGRP) & HE MR RE, it — (it B W20 i ) 47
SRR B KOA 0 5| & i 1 7 38 5% 1k 384 in
o BN f T B B AL R A T AR Ak, TR
MBI MA AT, BT, thFHEmE
K BRI DRG B W 4 4 45 55 1) R0 B & 42 71
I AR PR B Y,

(2) DRG EWgZI ARG : /£ KOA i fi Al ¢
fERA G, IL-1By TNF-o {2 98 R 74 18 B4 215
R B T BRI, S O SR AR
MM EHTIE RE N IEF AR, SEE
KATHL I RS E BINIR . AR TNF-a,
IL-1B S5 2 & R F A ML 7115 5 1% 5 51 K EHE
HMEMZE RS DRG. FIXME RGEN 2 2R
ARG H— LW TRI, KOA F1 ) 50E
N5 A B AE B 25 A BAR A E A . — D7 T,
AR Z A TINE S RSN AE IR 5
—J71H, JRERRE A BT T BT A AR K TR R,
X Fb U EE A FH ] 5 35 4 5 DRG W 41 B 1) V& Atk
AU HEEERZ, DRG EWEYHH A E0E /£ DRG
PRI FIERE AL SRl AR R s oc s Y,

DRG E V4N /E KOA BEFE S KT 2 Fh
PN Y5 MR MO 45 . 7E KOA [t RE R, 4
157 3B 57 TR TNF-0in TL-10 2540 JE 28 0 X 1 7 i
T BDE 8 T Il O [ ) A ELEEHGIA DRG, JE it
5 TRPVI %5 P9 1 IRt 5% S5 5 AR TR, B2
415 Toll #£524K (toll-like receptor, TLR) {5 5 i i .
NF-«B J&# % 5 MAPK 18 i#% 55 ¢ 88 2 0E R E 518
o, BB R B E A i Y AR, KOA %48
[X 5B THC ) DAMP 28 I 706 P4 55 pk 22 BB i &
DRG, 5 B g i 2 i e 00 AR 45 &
fil R HIEAk: C 2T 4E. AS 2T 4552451 ¢ 1R o Ik
ZAAER WU FABE SR R BB S
FEAE AR T A AR R RS R AL Ak, FRiE
FE e [ T ik e Vsl A% (R B R, 2%
BPOR(E 563 %) DRG, HE—H 0% ErgEgn i
BEAh, KOA 1547 8 R 5 715 HLBR B 47 0 57 5 18 i
236 T VHOE WL BUR B I TE 2 (piezo-type mecha-
nosensitive ion channel, Piezo2) Z54# 4% JeH LI BUR B
TEWHUMN J115 516156 % DRG, [BIFEE 2 Evg4n i
s B, X HLE L S 80T DRG BG4 e
KOA K45 K i 72 o i e
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—.. DRG BG4I/ 5 KOA Z I HUSME L

DRG 5 W3 21 Jfd /B v i 45 - B 3 A8 B 11 QB8 A
Ji . TE A0S 5 0 R U B B R RN S
KOA ¥ A% 0 3 5. 7E DRG g 41 il & 2B &
Bk, #ERE. MATTEERTSME- 4
A BAE R S 2 MpLEI g R EeE, JLES 590
SRR, REMEERE DRG EWggn e g B E
ML I R BUBR M B LR, A B T2 8898
TEIT S RN, N KOA JE I8 B SR M6 97 2
LB IR

1. DRG EWg4H A~ 54128 JAE

PR ER 98 RE A2 X A BUR G 1) B AR R B, 7R
KOA FJEfEH, #E SRS Z 4505 A 51 K P98 1)
WEAEH B, — 5 TH, KOA #1245 A Fl T 5 K
AL IR NER SR H— T, WA RE
SNAEFE A PRI F, o>l S PR PR B 42 -
AL SR R T SR 1, 3R s R in R
TR IBHLAIRE L, TEBCEYEIEI, 4RI
BRI, SRR RS P /E KOA #f
ZRAEREFI, DRG 1 M1 B EREA0 A 5 48 3 04
Hofr, H Fif TNF-a. IL-1B A1 IL-6 Z{E KN T 5
CCL2. CX3CLI %t A+, 83 Mg 16 2h 2 40
PR R AR, NI R0 ARE I A AR I v B AR IR
EEKAERY, mAFEOCT A, B 5 DRekEng
A, BN KOA #F2 ', {HEE% KOA
#E (I 3EE, DRG M1 5 M2 E W41 i 1 b
51 Bt ol A 35 1) A8 AT R A B AR AL, e M2 Y
W% 24 e 3 R 5 IL-10 TL-1R,, £ 5T 48 1 15 40 g
DR 7 45 B8 B 32 0 AT e B Btk z 4h, M2
A DRG W40 i 53 34 ) TGF-B RSB R FEAE KN
“F -1 (insulin-like growth factor 1, IGF-1). IL-10 45
B &R CH T S Ih e I 4l i R 7 43 31 A5 Smad2/3
55 PI3K/ & H I B (protein kinase B, Akt)/lHj #L. 5/
W) 5 IF 7 2% ¥ 2K 11 (mammalian target of rapamycin,
mTOR) %55 55, 23k 807 40 B 1 5 9 & i 11 2
JEJR, FEFEME R SORE R R IR R A, RELR
KOA RJE S [ — 25 Rk g B9

2. DRG EWgE4H i 5] K022 - G A HAE H

DRG 1E N M4 RSB, UL
ARG FEEAE S, ©5RERFEHETIRE, HLFE
WIS R PIRMALUEE . Rk 2 iE R
#W], DRG BRI SM& 0. BRI (B AF7E
FHEYIBR, MAIILFER R T - 5% A B AE A
PIRZ LT . ERIER W, M1 2 DRG B4
R TR 4 PR F- TNF-a BLEAE FH T #0480 L b s
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IRNBER 5244 1 (TNF receptor type 1, TNFR1), #i%
MAPK {5 5 %l #1 NF-xB {5 5 i, & B Na' 3@
ERIE, BT BIE, R FME TRl
ATP; SUt[FIEF, M1 % DRG W4 RS ) 12 56
K7 IL-18 E4E T IL-1R, @ BEAe 2t A 7
88 (myeloid differentiation factor 88, MyD88)/IL-1R
AW 4 (interleukin-1 receptor associated kinase 4,
IRAK4) 15 5 H0E c-Jun R (c-Jun N-ter-
minal kinase, INK), M 1775 5 5 W 41 i) 42 9% 1) 3% R
¥ 1 (macrophage-stimulating factorl, M-CSF1). CCL2,
CX3CL MIHE Al )& S B, e e st/ s 4
PP AR S BT TR 5 400 A /0 Fe I 4 5
e, B IL-6. TNF-o 2582 28 H 15 D-22%(%
ATP S50 )50, K /N T 4L 52 2 #1555 171 DRG
WA TCHOR, & BRUUR IR e %t 1t P,
Btz 4, #5805 5 i DRG0 40 i i i R i P
Y. CGRP I NGF 2PN, 5 REHE
Bi i) TNF-o IL-1B S5 42 5 K1 B Bl 28 - 9 92
FIEA P 454 )5 105y FiEid TNFRIL IL-1R. J&
ALER R A AR A (tropomyosin receptor kinase A,
TrKA) %590 5 28 70 32 AR R T s 5 s, Bl
if MAPK 5 TRPV1 515 5 i 1 5 4 28 T X A 1
{3 Ca® JBIERIE, BAPUMIEERZE C LF4ER
AS LFYENMAT A, 5 KOA JRisE ffk 172,

3. DRG ELWEAH i 15 # £8 oom] Bk

DRG {E AWM & o ) HEREX, A
XA DAL A ERGEAS B, IEEMEHI . RIE
KOA 8 P 795 1) 2% 8 R R 30 Hh 2 35 1 42 oo vl 2
PEARA. TAE KOA KK JE#EFEH, DRG EWE4M i
REEH B E O] MY OCBAEFH, E4E Fl
HRAH 22 2 G5 AN 2 18T 7] I A 508 5 ik Y. DRG
5 I 241 A R 0 %) P 1 o 278 R K ¥ (brain-derived
neurotrophic factor, BDNF) 4 i Ji& 3t # 25 7 | 1 Ji
WUBRER H 52 {40 B (neurotrophin receptor kinase B,
TrkB), BDNF/TrkB 15 5 4l 4% 3% J5 F 8 2 P Na'
B RIE, JEG K @EEER, BIKaiE A
BE, FEURWRRZARTIREE S, S LFE, BDNF
I8 1 WO ras [F]UE 4 5= DR 5K A% DL A (ras homolog
gene family, member A, RhoA)/Rho ] ¢ % i 12 jig
B A ¥ (Rho-associated coiled-coil forming protein
kinase, ROCK) 5 mTOR &%, {¢if DRG #£ 0 5H
WHIR M, SN AR EA, T EURR
R A GRS, BT RFFSM A P 1
KOA Fy#EREA, i ot JE 32 25 10 5% 9 % DRG ELIE
Y, %4 DRG EWR4HMIA T, # /N5 4 i 5 A

——
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TR T J5 200 it 384 55 (1) Y 6 45 5 Jl i DRG # &0 HH
T AR S AL B BEAN R, I S B ARR
REHIHAL, IV KOA et B0

—. 1% DRG E W4 fg xF KOA 79 16T

I & KOA I B4k Hig UM iEIR 2 —, H
R AEALH T AR IR T S TR I . BEE
X KOA FRIEHLEI RN R Z, % DRG EIE4H A
16T KOA J& 05 I SR B J2 I Hh I R Il 31X
— R E T AR KOA ZER ML AR,
WFF RH B BRI VAR AL T B AR . P REIIA
J7 SR g GG H] DRG BV 40 i BeE 53,
%7 DRG BVl i, & BRI & R G R
HROX 2R R S b U . IR AR R, TR
EL M 538 200 P s AN A S ) R G i R v, (P
ZiY) ] TNF-a. IL-1B &8 RAE B 5, AT LR JE
D W A FE B, S SIS A B, Bk
KOA 6 I R A St RS B R Y. T 6 A [
B B [l 40 CCL2 3 CX3CL1 Zafb A v, 8t
WD BN AT A 55, MR IR 40 1) W 4 i o) %
PERS A G B, B0 KOA 280 M 5 2 4
(9% A, EE A T DRG E W 28 i 3 1] KOA 9%
JHBE 7EA PY ST B S8 0E IR B 1R
IRl A] BE 0 45 0 A 21 4L A8 B R i i, 0
] TLR4/NF-kB 15 5 ffl {i£ i3 DRG E W 41 Jitg [7] M2
B RN, A IL-4. IL-13 85 5% %
B S WS 1 6 (signal transducer and activator of
transcription 6, STAT6) #2571, #%] DRG E M4
] M1 B 48 3% 0 B A0 56 I ) 15 W 240 oL I A0 P 5 s
BN IRIT KOA BRI EEFE ™, nic s
FHSHT 78 A DA I 2 Fh A IR 1~ A R DL &
EAANEIEE T E R A A AL, LR R KOA 18
FIEEJSRE 0B 200 A8 e A 4 L A1 i SR AR A 1) T YR
BB ORI HESE KOA BEFE I H i U, e &
BB B IR, i 1 42 G 40 L v AR S TR
FEREIIE S 35 105 KOA HIPIRE 5% S R,
X AT e 5 R0 ) O 40 M YR 9T A M ] T DRG A
220 TRPAL EIE )R, B 7 cGAS/STING
55K AL G ok PO, XSRS IR T RAT IR
KOA ZJmHLEI BN, 4% DRG B4 X KOA
e AR IR YT, R VA E RN AR A FEIT 5
FEN R (RIHME 25 50E, N KOA =L rg
PRI MRt % BRI IRIG I TIBTER T FEL

Vq. Z5igfpEE

g LTk, KOA fE N —Fiie M8 47 Mk

(T

2025/11/19 11:42:51 ’7



| T T

* 860 -

HARIE R P2 A A S TR B AR . T 98
S JE O B O A 9%, B 5 DRG I 41 i ) 1 %
ZUIM K. AF & - A8 B KR E S, DRG
Elg 4l /e KOA [iEFEH 57 IL-1B. TNF-o S5 %
IRl 7 1 5271 20 O B80S, 1) ML {2 & DRG
BV b AL, 8B BDNF. CCL2. IL-6 &84
i ik DRG 1 F MM & e, & S84 E k.
T 45349 D% 719 J) 0 4 2URE i I NGF. CGRP. P )i
MY A R — B BO% DRG Rt & T, t—F
FHEHBOE DRG EREZIH, AWK KOA 12
PEZIE (L 1) o 41X DRG ERELIH A S04 5%
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