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B LB b 2003 BRI TR R Tt R

FORY EEST ARG ek EzAEMS
CITPETREEZ R, B E 330004; 2 BiINEEZRE, Hipl 310059; ° WA N BSEE B A 22 5 b 8 N F I e
PR BN 3100145 VPG R EZ R RER P ESMEL #E 330006)

M E wWAREMEM (neuropathic pain, NP) £ S R AREHFH ML AERTE, AAWETE
RWEF L ARG F A, KR, HBTHXIARAR. EE LB R KWL oo 78 3
PFENEENG 2 —. HFER, BERZOHATIET, BE CBLBHE NP X £8 0 THLE + X%
FEEER. AR LI, AEEM OB B A Sirt ¥E | fr gl & G 7B 8% A B0 ) ) 3 5
BEE CBALBARTE NP T AR, RAEE LBLEAR T 26T NP E TR L, KUk &E
B LB BAGE NP 08 R EAE — 4738, KR NP Wy IG 7 SR (3T W 70 B B A i /7 #E o5
XKiEIA WEREMEE, LB, 4Ea; 2 THE, BITRA

MR [ PR &0 242> (the International Association
for the Study of Pain, IASP) [f] & X, #1485 24 &
J (neuropathic Pain, NP) & & i X {4 8 #1282 R 4t
F 45345 BB 51 A AR . NP AT 4k R T TR
PR B BB R T st 5l ik
MM RGHIRES Y, Egit, ANEFZ44 10%
N A NP Y. XA N R T, R
HAWERE, KKME T EREET MSa 5
0. SR, HETA T NP R IT 7 RAKA AR . B
FrRZiW) . Pl BR2G . IR RPUINAR 25 A0 dE 5544 T
RYITT NP G IT R A+ AR, 555K
ZRA RN M ARG JORE . AN
ETEIE . RARThEE . A RX B R 5 40 A S
SE AT T REMBETL, NP KA B 7+ HLE
NG, XRHR S T NP iaIT AR R P

T H OB RN 2 R S e
2, RIS AL AN AL iy i B A R I B B L 2
— U, EA LB E A LB s A AR
HEA OB, iz 5E RS DNA $ifh
BE. MRS, E5%%. EARTS. B
RS A I 72, 7RI B AR
BEPRI O ML R 28 28 G0 AH S50 S5 B FE 11
RAERBRFREES/ER Y. SOEMIFRER, &
H At 25 NP B m L. ok B 340t

FEHESE Eor, 8 AW LS (histone deacetylase,
HDAC) #1171 Sirt (X1 8415 A i 2 BE B ) 3%
SR 5 A LBk F2 1§ (histone acetyltransferase,
HAT) il 778 i 4% 5 3 BB 7E NP G IT
FEILH T — @8R Y. B BB T A2
J7 NP [R5 280 0N, fRfE — B IRIR R L. AR
BT A, B A BB TE NP 3 At
FIERAE—2518, SRR NP (167 S AL 8 w7
BEARITH S . ARG a4 T EA BB
MRAE NP A AL A B4 IR 42 b7 igee, 4
LT E BB RN AE. NP F B AE 1 i B AR
B AL ARTL S I e AT Re S T B — 2D i
[P

—. EH LB BIEA

SRS T 32 R A A R o ) 2 R R
b, B—FEW. Ty EaEERTE, b
PISBEOR R T . Ak £ 38 [ #6  B d = BR Tk 2 1
FI 8 TR £, Tk 5% 7% I (lysine acetyltransferase, KAT)
A 2T 2k ) AR 2 I e Ak 2 o 10 3 2 P It < Tk
fiff (ysine deacetylase, KDAC) ", f#1b415 (1 2.8k
(1) 2. T 4 % B FX A HAT. KDAC .55 Zn™" #H f1)
HDAC I NAD" ##8i ) Sirtuins % (Sirtl-7). & H
CRAAE R AR 1R P24 L1 CoA /RN LIt 3E it
A, XM T E A RACTH B R . RIEYE QB

*FOTH: EERERFHARESHIXITE (81960874, 82260935, 82260937) , VLPH4H H AR #IEEH S H (20202ACB206010) ;
YLV R BE 25 K HERMS BB B B B H (CXTD22009) ; #iLE HARRI#E A28 H (LGF20H310004) 5 HiiL4& =25k}
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BUiE AR, EALHBmE S HEA L
B AN AR 2 (1 2Bk &4 - 48 Zhao 26 114,
4 Fp AR08 H H2A. H2B. H3 Al H4 #1745 40
ZAANEHI R R BRI E T LB . EAR4LER
H, 2 5/8. RNA I, $iE. BAHEITE.
Pt R M R HR A A AR AN AT B 2R T R R 1 3
H] 52 8] LA R 4% U

YR [ A A 1 T 38 5 AR e € o 5 F B
SRAE TR R ORFCM RN L, R
FIEENLH 2 —. B, 418 [ HAK16 ) LBkt
AT AZ /N TR B AH ELVE L, AT S e A G 2 R 1)
Fik U, ERHEHERE T, HAK16 1 LB KA
VAT 0P AR S SE DR ()5 3%, AT 52 1 4 7] 267 BR 1
1 75 77 A AL S BB P L ER B HBK2T 1Y
LA Z B 0. TR R, H3K27 LBk
S ) VI BB JR 2 al (collagen type VI alpha
1, COL6AL) 1) it di(E 5 4 T 1 M R BeE
F 1 (signal transducer and activator of transcription 1,
STAT1) 3 % Sk {1 3k iR 4 f ik A Az 28 19, #fE R
HOR B FR A, R R RN TR I A S R
WA R T Ab ) H3K27 LBtk M. b, B 2R E
MR AR SRR I BEE. AEAEERG
WA, HEACEABH T 78 Y R E Bk, #
FRoA “il” BARRARSESEARA, &&
REAE DX 70 A8 00 R0 A A8 10 PR A% /N A T R 4 e o
DRIy e 5 121

HEA OB BHET 22 590 L il
SR AT . pS3 R I LIRS & 1 8 5 5 1
EHED BB, BFRER, SERAEMRT S
R 4EFE pS3 E A MR E A S ps3 & A 2k i
R RAEEE pS3 A S FE T M. pS3 AL
AR IR TR I B LR ARBTG5, BEE 120 f7.
164 i, 305 fir. 320 fiz. 370 fo7 F1 381 fir %5, {H 75
RN, ANFEAL S 2B A ST 5] A F 1
pS3 ThEEH AR . ghah, dEAE A BB 2
FAET UM ThREAH G B A, FRAELE M is 3l 1)
W RIEREEMEH. B, 63% KLRiEEASH
R R LB A, RRAR R (A0 2 Bk a1
LR A4 Th e 2 DA 2 1

—. EA LBAEE NP KRR HLE] A

1. A& A L BB AT NP

12 4540 B S E 2k 1 2 5 S UL A B 2 Tk
b, BAARESEERME. Lin 5 Y 4508 74K
U P48 25 4115 3 1 NP # AL o HDACY [ Rk 1
The BEAk, 14-3-38 HRIEG N, X & — P E T

* 935 -

ERES & EE, fEEE 5 HDAC4 MBI, =
BUHDAC4 fRE R4 b, et 148 A £ M
LA NP, 418 F I B4k 7T RE 38 I 2 1 0 N
(1) 2 I8 AR O NP 7502 P e 48 52493 15 5 1) K
BRCNP ARAL A, Jd s T RN I 4 R T AL 3
FEAR 1 AAE #2821 iR A AE IR F- o (tumour necrosis
factor-alpha, TNF-a)) 7K°F-, JFi 770 Y. b4k,
2H 3 A M LA B FR ) 8 T H I A 2 (interleukin,
IL)-1B. IL-6 A1+ 3 % v (interferon-gamma, IFN-y) &5
RN R F B A, X ] R R R S B
BB AL " AR S E R A2 4 2 (metabo-
tropic glutamate receptor 2, mGlu2) iz F FF X 1 & &
S AR AR T, ERBIET Y
FANI AR NP L TC AR 2038 IR, I kA% NP A
R () g REAN PN B REAERIBF SR, AR AN
LA T REIE A0 mGlu2 5214 1R IE 5 NP PY,
Zammataro 25 P 308, 22 3% K AT M H3 A1 H4 41
EER OB, MR RE B 1) mGlu2 24k, If
55 mGlu2 BRI EREM. Wi, HEAka
BEAL 5] A R IR L1258 -1 (glutamate transporter-1,
GLT-1) [ Pt S 8NP (R 4E P — it 7t &
N, TEMIEOKIE R I NP 1, BHEL A IR RS
1685 1 B4 % a2 (AMP-activated protein kinase, AMP-
Ka2) i s+ 8 H H3 1 S, I R
7 AMPKa2 7£ H fi ()R 15, i — & 5] 2 Beclin-1
HIRIEW D, IEERE. H = SAEIT S,
AMPKa2 W RIEF UK, MR K7 &
) NP P, BRE R RE 65 (glutamic acid decarbox-
ylase 65, GAD 65) & —Fi7E Rt A iy & i y-2 2 T
2 (gamma-aminobutyric acid, GABA) AT 4 75 1) i .
GAD 65 FiL /¥ 512 o GABA & 1t 5240,
XA A A LR RIS m s < . 4
B AW B AT H ) GAD 65 HIERIA, F#{k GABA
W, TSI NP P, hAh, 4 A B2 BEL S
S NP 38 A1 75 5 1 mu-Bi] 52 44 255 [R] 1) 2 s 400 o)
. Uchida % "' W 7T B, HE AN LB AT
I G 5 T 10 mu-Fi 7 2 AR Rk >, T
01 P P %) BRI 4 FH I I NP

R, A — LR R HE E OB T RE 2
fiE #E NP, Kiguchi 5 " fU#fF 78 7R, 76/ BRAL B
PR dE LR, R KT s R A
H3K9 £ #2815 J Bl AR mh e ke 240 Ff R 0k 248 i 240
J A% A ) W5 41 M 98 AE & 1 -2 (macrophage inflam-
matory protein-2, MIP-2) Al C-X-C % 5 #afb [ 752
A& 2 (C-X-C motif chemokine receptor 2, CXCR2) %
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AR T X OB I 45 2R, X 3T E R
PRE JERE N NP 4L HE 1 Z Ik 7 g 4110 | 77 1) &5 24
AR TR, XRPMAS ] Re e it E LBk
., TSI NP. 55— T 7 7, B8 VS FRE
FIERIMIERE (calcitonin gene-related peptide, CGRP)
TR 0 K A BE TS AR B TR o 4 i 4H 25 1 H3K9
(1) Z AL NP P Zhu 25 PO R R, HEA
T A% il p300 0 )38 410 ) 41 22 B SR AL B
IR %8 A B -2 (cyclooxygenase-2, COX-2) ] 7K -,
TR ER K B8 PE NP X4 m 4 8 1 kAL T g
i3 F i COX-2 I il NP. Zhao % " () 4 ¢ &2
7N, A H3 ) C A IR 0 B A R R M
TR 5 (tartrate-resistant acid phosphatase 5, ACP5) 7&
BB R 5T @) e SR E NP b Ak, Fdl i — I
W7t R, p300 LR fE 21 E A E E H3 M
H4 ZBfAb R by i v 40 2278 F2 K (brain-derived
neurotrophic factor, BDNF), MifijiFs 5 NP P2,

2. R E A LB BT NP

bR AHE B, AEHEE Wt ] R
PN AL i 3 ) B AE S B B SN NP Zhang
& BVt R W, # KT -xB (nuclear factor-kappaB,
NF-kB) ] ZBEALAE 12 P W48 45745 5 3 K B NP
RYEEREAEM. Sirt2 1)1 LIEMH| 7 NF-«B [
CTEACHOE, AT FEAR TNF-a, IL-1B F1 IL-6 7£ K
R RSP RIE, e 7 NP. 53— B 5T

| T T —6—

(T
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TR, (5SS T FIIE T 3 (signal transducer
and activator of transcription 3, STAT3) f £ Bt 1t 7]
PEE LW MR A0S , XN E TR U AE 05 15 T 1
KB NP B, 2Rk A 4888 A Ak P B AL I (manganese
superoxide dismutase, MnSOD) i i [4 15 41 i 3% ¥
4 (reactive oxygen species, ROS) 7K VK4 M
B, TR AN K . MnSOD 1) Z B4k K 51
HVEPERRK, 40P ROS KFF-&r, I E AR
SR NP P, XSk B SR T O3a (forkhead box class
03a, FoxO3a) n]if it b i 4141 2 K MnSOD it
AL AR R IE RIEPUAMAEH . Zhou %5 P 4t
PR, FoxO3a [ £ B Ak 7T {i i3k 3 1l i 1b Az A B
fif, SHEILEME TR, SECT il MnSOD Al # ik
ARG R T E, (RSB, TR 2 ALk
PRI 5| L NP o B A8 12 P 7% 4 £ (mitochondrial
permeability transition pore, mPTP) [ il 51 i 1) &
FIAR T RERRSIE NP R A Rk JE P & s 2R BT
— I 78 & 7~, CypD HJ K166 fi7 . Bk 6 7T i 3k
mPTP IR, AT In e Ok B8 1 fih 22 453493 15 = 1)/
B NP. # CypD ) K166 {72 iR K A 9 ks 2 R i
EE T IR R 2 B T 0/ R RLAR T BE R
A0 NP P,

WA LA ABIRTE NP A2 H IR 2T AL 45
WE 1. EH o EmEdHED OB, dE
A% O AR & B OB AL R 5 1k

[ AEERZEL ] [ ABEZ B ] [ AEEZ B j

® ©@ ©@
®

IS
b
© ©
®

v
® @@,
®

®

N S S SN S . Sl

v

X o A £ aw &2

v v

b

TNF-af. TL-1Bf. TL-67. TFN-y1.

NF-kBt. TNF-af. IL-1B1.

MIP-27, CXCR2{, COX-21.

mGlu2|, GLT-1|, AMPKa2|, Beclin|.
GAD 65], mu-fi] i 2244 |

IL-61. STAT3t., MnSOD|
FoxO3a), mPTP|

ACPST, BDNF1

v v

¥

[ M REEAERE

B1  EAOBLEE NP A EF K 7T HL]

W 20237 1214 S .indd 936 $

2023/12/20 9:49:59 ’7




| T T ] —P—

v [ R B 22 244 & Chinese Journal of Pain Medicine 2023, 29 (12)

i3, MTTEEME NP ) o 22 H S BB S A
R FEIRE 5 70 THIRIL, 75 NP KAL)
R R E R EE O BIE NP 1
G T — L IRABT T LAHES) NP ¥6 97 HIHEfE

=\ HE CBALIEE D NP V6T TR RE

1. HDAC 53697 NP

iRt prik, A dEE R AR NP )R AR K
JeEVIMOG, s 20 2 E B £ WA 7T R 2 NP
BT E B EG. BWHTE 5T R W, HDAC #1 il 7
FE NP VR T 2 A R 37 1 R % 57 el TR
(suberoylanilide hydroxamic acid, SAHA) J& — Ff =
HDAC |75, BA7 ] 2 F HDAC HI{ER] . J&5E
B & NP [ —Ffilfs PR4EFE. Matsushita 25 % i 25
IR, SAHA [ FIai#e 1 AR E dp e il o 45 4L 5 1R
(/N B NP RS JRR,  IX R # i) HDAC, $n
Nav1.8 7P I E B LW . fEFMass
FLEF IR NP B4, SAHA @4 H3
HHIB e, HHIE 88T A GLT-1 1R R
NP ), Wang 2 P 0 BF % 5 7%, SAHA 3 it 401 %1
HDACS LARG i £ i R i il R ik K B T i & 4
(neuronally expressed developmentally downregulated
4, NEDD4) ]3R35, AT s B4 5 /0 B NP
FE QAT VAN 22450 0 R B0 108 2 5309 2 25105 3 IO DR B
NP #E R, MS-275 3@ 1 41l HDAC1, e #t4 &
A LR R AR E Y fE = XA Rl
7SI/ BUNP 1, MS-275 3@ i 1 il HDAC, M
T A1) %% 5[5 7 3 (activating transcription factor
3, ATF3). & &R M)/NEH 1A (small proline-rich
protein 1A, SPRR1A) Fll Gal X 1581k , ki rcdm ',
Kukkar % " B 5 % 9, T R 238 5 41 f5) HDAC,
T2 I SR, AN AT TNF-o0 3 8] ) 4% 5%
IR RS A 1 05 55 T B0 K B NP. d-B- #2258 T R IR
(d-B-hydroxybutyrate, DBHB) iffi iz 4171 ] 2 &5 11 it £,
W4 38 0 4% 5% 7 FOXO3a. il S b S B AR AL
Y AL T 2 (superoxide dismutase 2, SOD2) )&%,
MR A BERG 5 3 /N B NP B2, Jedh, 357
AL JE 0 A BT M HDAC [ 3R Fl 4% 20 2
H3 it LA R E MR M2 4535 5 1 KB NP Y.

2. HAT #1756 97 NP

R A LA B AE NP R HL ] R A,
BRI HAT 41041 750t 7] BE /& NP 697 ) SR Ig 22—
Sun %5 PV FT S N, HAT #0770 04 R 1) 1k P
Wik AV A0 51 RS 1K SRR BE TS A A R IR i
AL H3K9 KL 2t fk, il T CX3CRI
HIL-1B K-FHITHS, I T NP 53— Fe R0

* 937 -

BT BREE 253N 1 30 7 A #h 22 25 4L 5 A1 p 42
MIP-2 F1 CXCR2 Ja 3 X 48 H H3 it 2
Betk, 06| 7 MIP-2 A1 CXCR2 ) _Fif, KK
TR LB A 4L S NP P p300 B HAT
W, ZE5AEAOHAK L. Zhu 5 U RS
BN, FHFBELIH p300, Ml H3 1 H4
HEE B A 51 BDNF fil COX-2 3 [H % ik,
e PN AR 104 75 3 R B NP AR R IR TR .

3. Sirt WFNFEIT NP

Sirtuins Z & T A& A OBl 7
WA R A OB R AR 2 8 A L BEAETE NP (1)
BT RIEAE R . BRI, Sirt BEh A R IEE A NP
09T SKIE . Shao 2 W W BN, HEEAEESY
T O Sirtl (I 2 RV PR, R E MR TS
W AR A5 5 S /N NP BE4E, Yin &5 U RE TR RN,
WYY P A 2 BN Sirtl RIE, BRKT
HHEH A E A H3 OBk, B TR e
055 5 10 NP K SRATUB M 57 5 M 72 0 A A0 oo
. BEETE—MEAIURIER RIS .
ERET RS S Sitl TEMAEA
H4 B4, i) 2OEF NP W7, dRIE R A
Bzl Sirtl W/EH, HR B RS Sirtl,
TR E A 1 (high mobility group box-1, HMGBI)
(2% AT T R A SN R NP Y T
2 Wy 4H 43 (bergamot polyphenolic fraction, BPF) 4
2438 1 WO Sirt3,  #H] MnSOD (1) LBk, ATF&
ik ROS /KT, M A 12 M e 4 12 47 175 5 1 NP B2
AN, Sirt3 i@t % 48 L FoxO3a 1842 T R 75
SRR NP P,

K2, HDAC ##i7]. HAT #4150 Sirt #5h
FULE NP 1697 B R TR e e, JU IR AE R BT/
BRI NP shP i vh, DS T AN IRk RE . SR,
T B PR 1) 5 4008 75 Bt — 2B I it sl . 2R
F Z A B R 5 6 NP 1697 A R 7 L3R 1

M. Bgshme

AR T E A LR AABIRTE NP i B 5 i
Fudk . AR, R Z FUEE BoR B E B L
BARAE NP [ R Ll ke HE/EH. AEN
LA AN 2T A e 3t 9 8 25 R 1 7 S 52 1) NP (1)
RAEMKRE, JEHEA OB ET AT 90 RE 518
PR NP, Wt 78 Bon, IR E A LBk E 1
) HDAC #7]. HAT #0780 Sirt #3057 /£ NP
BT HAE R, R A OB BT fe 2 B AW
JIWINP ¥BI7 L . hah, 1B R I A% ¥ 55 Z1 4L
Hil, A LB ARG BT B 1 4R B Rk
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(T

®1 EACBABHRTEAE NP IGST P EIE RIS

25 R I THLE

GAHA  firi AT SNONEN i HDAC, 840 Nav1 8 VSRR 1A O W H3 AL AL,
SRR 5 /1 L NP ik GLT-1 T8 ;40 HDACS, /i1 NEDD4 %% &

RS %ggggggzggﬁigzp ﬁ B}/\Jlgé?g% (R E A ZBEE ™ #%) HDAC, ##] ATF3. SPRRIA F Gal
= X2 R R 5 S K /)N B NP

TERE R S KR NP ) HDAC, 04 AR B 2B, $0i) TNF-o S5 [R5t 19

DBHB ARSI 5T 10/ R NP il HDAC, 34/ FOXO3a. 1% LA EEA1 SOD2 4 ik

WA EMAIIE 2R NP i HDACI M#ik, W64 8 1 H3 it LWL

R @ﬁ&ﬁﬁﬁ%%ﬁﬁﬁNP @%ﬁﬁEHmyﬁEZm%,Wﬂcxmm$Mme¥ﬁ%mkmﬁﬁga
AL SALE SR NP H3 2L, ) MIP-2 AT CXCR2 H L i P

LR BRSSO NP k] p300, M| H3 A1 H4 415 (1 LBk A 1) BDNF A1 COX-2 SR Fik 9

farn eI SR Wi el OBLZ BRI O, B Sirel ik, WEIRHLERE 3 2k

VEEIE BRI NP W Sirtl FIHAILLE T He STk, ) e B

KM S SRR NP W) Sirtl, {4 HMGBI 12 2B b, B R AR 5 K7 B

BPF PR 107 15 = ¥R Bl NP W Sirt3, 4] MnSOD 1/ ZWifk, Bk ROS /KT B

Sirt3 R JR P 15 5 AR Bl NP 2 ZBiAK FoxO3a, M #iil S Ak R B

K, HHFFORAEEE NP A HLE IR AR 7T, A NP
TRIT A 0 F ARG E I T . SR, B B
BRGNP INLEI RN R A, R ER—D
B SEREAE 700 LA BH B 3 DURS A b i3k AT 067 1
¥, ROBABM TR A RN . Flin, —ik
HANE O TTRERE I JE e IR 45481 2Bk
1EMEYT NP BRI TR R FH R T Bk -
HBFRFER: AHFRAILH BT,

& % x u
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— &G ERATHEERZNEER T EZRRE

REAEAEFEIN N, EFARAFZAT (dorsal root ganglion, DRG) #4155 A% & #E % 1 #1148 7T (spinal projection
neurons, SPNs), £ b Jixi #lE KA R MBI 2. B L EME cBBGRENE R, @ik & iFEE R
(corticospinal tract, CST) FAT#H £ #E. AT, AWIERE MIRIZE SPNs 5 BIZ ) K 5t 11 28 1) K i
A #fi #1 42 T (corticospinal neurons, CSNs) ] — > 52 -5 8 JZ 0T #2 Y # 42 7T (spino-cortical recipient neurons,
SCRNSs) f7-7E BRI #E L Pl . 45 5: (1) L, DRG M4 Joik $1I5AT #5 £ 5 fil i) H129-EGEP i &, %
A3 i (primary motor cortex, MOp) FIYX A 85 57 Jii T /i [X. (somatosensory cortex lower limb, SSpll)
FREMAETURIEGETOCED . B8 IAT 5 R Al 8 (Hs06-mCherry) K4 BIJ% 8¢, MOp F SSpll
FBIJEMZIERKIE mCherry L% . 4582/, SPNs 5 SCRNs 2 [AIfFEGeid i i B HEHz ., (2) &
A BEE S RS R fih AAV2/9-hSyn-EGFP, ARAE KA B ML 82 3 EGFP 152615 5.k — bl id JF w8 5 fik
INEREEROR, WhE T SPNs [ FATHIR 5 SCRNs [ R AT Fli SR IE 2 X 98, BV 8- B2 i i 42 4 (spino-cortical
connecting disc, SCCD). SCCD £z T JJE /i ###% (basilar pontine nucleus, BPN). (3) i id £ & i S AL Wil e
TR, KICEE AT R AT R 9S4E SCCD AMFEAE R MNER: . WA LTI G, R 1T
HIRMAE SIS BT, RWENZAFAEEERNDIRERE. (O MBbrdEoRER, STT Al CST @il #H
Bl Rz M R T e, Lk N AR A R R R is sh . (5D JGIBAL AL AL S A SR R IR, A7
T BPN [P HiE B Jo3 308 % Y 15 90 0 S N o 7 A 28 g B PSR AR AR vh 0 A i B T % T R AR AT N . S
AEAE— 2k 53t Fo o 18 1 47 S 1k B 52 TR A R B o Bl 2 o %0 B R PR T T (I L R S

(Cai B, Wu D, Xie H, et al. A direct spino-cortical circuit bypassing the thalamus modulates nociception. Cell Res,
2023,33(10):775-789. b RURFHERIAHE S, XI—5E &, XKW D
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