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Recent advances of brain circuit dissection in animal models of pain based on optogenetics
and chemogenetics *
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Abstract Pain as an instinctive reaction can protect the body from further injury. At the same time, pain
as a disease or a symptom is harmful to human health. Due to the restriction of research techniques, our
acknowledgment of brain structures that regulate pain behavior is limited and not profound. Since the beginning
of the 21st century, the emergence of highly specific viral tools, as well as observation and intervention methods
based on it, has greatly improved the understanding of pain brain mechanisms. In this review, we briefly
introduce the development and application history of optogenetics and chemogenetics and summarize the neural
substrates of pain processing which were discovered based on these two techniques in different animal models.
At last, we discuss and prospect the possible research directions of the mechanism of pain neural circuits, which
could provide new ideas for clinical pain treatment.
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EEF ARG RSN R Y, Rk, 18tk
OO — AN RV A AR M. A 1 A B
ACATLHI] A 40 35 P ) S B2 PRI TN B A
& FEUR PO A LLVA YT I E R R Y. BT T
FIABHRN, AT IR A T BRI SR, If
IR BRI X — A% ()1 SR AR 0 2 1 22 T8 S HL A ik
(R s 5 I e 22 I 2% A 3 1) o AELE TAR ST 5
AR TGV 7 e b 1 2 4 48 70 S HLIRBK )35 30
I AT S AL F 9 AR AR AN RN i, 1T
XTI B R B HLAARAS 2 o TRFVIETRAE S 7ER
W TR AR S R, R B T I RO R R e HL
BRI FEIT J7i2

21 425, Femife S Ak S L X K =
R VR AR 2 0T TEOR I B, e ARORS PR %
P IS BN TT BE, AR E 8 M & TCTE 3 5 AT
NI R, BT A dr s sh I L S it 1
PROKI TR IEFER, Bk R0 UEsSE 1A
ZANGEN S LA B AE IR R T R EEAEH . AR
SO WA IR K, S G T AT AN R sh )
AL, TR IR R Ab S 8 AR R R IR ) 9K
SRR, DU 9 R SR P il & A B AL | R 7 42
BEFTT R, ONIE IR AIR IR T S HLHT 1) B

—. TR

WA IR R A R RS 1L, PR R B P A
R 5 R EPE LR (nociceptive pain). 48 4iE T &
(inflammatory pain). #f £ 5 £ 14 %% i (neuropathic
pain) A1) HE X EL M (dysfunctional pain) PUF
FERA B R 2 MR AR R B SO R A AR AR R
L AR (formalin). 56 4= 36 K A4 57 (complete freund's
adjuvant, CFA). BRI Z (capsaicin); HE T # £ 18%
45 %5 1 451473 (chronic constriction injury-infraorbital nerve,
CCI-ION). AR #hZ: 453, (sciatic nerve ligation, SNL).
P 4545 (spared nerve injury, SNI) & fHE &4
2 45 3L (common peroneal nerve ligation, CPNL) & H
TR EMRIEY K. 4
9K 8 F ORAGTADL PN IR PR R AR 2 4 DA R 4 i -
Jis A R A AT B R AR Y . E R AT N A
F2 A X AR B S B A S A 48
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PRI TR U S ()L 5% A b B A B 4 2 S S BB
(mechanical withdrawal threshold, MWT). #\i &
S 9% AR A (thermal withdrawal latency, TWL). H &
i CHARMIEE. 2. B0 5 &R m ik
15 4% 25460 B Al if-/ R& (conditioned place pref-
erence/aversion, CPP/CPA) Ki¥Ali. W37, e+
HE L FEK R oRaE ek S T Rl A
I 51 AL ) BB S AR AR IR o

A Ui (e

1. GIE AL 7 e il s e AR SR B

FAE 20 48 70 SEAX, B FATHC A
VIR LA AR R MR A R . BE, AH4kK
LT 41 A28 215 bacteriorhodopsin (Oesterhelt %5 .
1971) F1 54148 2157 halorhodopsin (Matsuno-Yagi %5 .
1977) . 1996 4F, HEFFFEEIT K T Cre-loxp
RY, AL T AR EMAE T I RIE
SE T Al (Tsien % . 1996) . 2003 4, Hegemann
ORI T e AL 2 TR OB oA — Ot U s
i (channelrhodopsin-2, ChR2) . 2005 4, HriH4H
K% Kral Deisseroth %5 & X i D Il H ChR2 S £
WA g Y. ME, Jeis e T N T
ZLREHT . AL 2004 4, EERE S E
ChR2 BE LM B 22 70, {HICE %2 2006 4745 LA
R (Bi%.2006) . 2009 4, Wang 5| i
&2, RS G IOE AR A4 1Y Mas MG G B E
524k D BHT% Mrgprd (+) B E ML TG, R E
AT REE MR X #2270 (Wang 55 . 2009)
2010 =, JgistfL 244 Nature Methods &4 “4EE 77
157, [FAERE Science PEONIE TR R Z — (W
DR

2. I AR T AR R

I AL R — B G T O S AR 2 T VA A
HilFR 2 TV B A SRR o T8 Ik A A A 7
LTV, ¥OLBURE A ChR2 B2 K5 1R
h ML 4K 41 )i (natronomonas pharaonis halorhodopsin,
NpHR) & TR & g b, SeBuks Eny
DA ARy S K R DG 0, 3 1T % A B # 22 Je .
PLZ: # i) ChR2 A1 NpHR A, 24 473 nm % ¢ 17

1971 1996 2005 2009
Oesterhelt & Stoeckenius Joe Z. Tsien Karl Desseroth Wang & Zylka
Bacteriorhodopsin Cre-loxp Optogenetics Pain
— < @
1977 2003 2006 2010
Matsuno-Yagi & Mukohata Hegemann & Nagel Zhuo-hua Pan Breakthrough of
Halorhodopsin Channelrhodopsin-2 in vivo test the decade
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SRR EE A ChR2, EIE S, BNE T AR, 4
M 2k, PR TT e AT . 124 589 nm B R AT
JEHUREE B NpHR, JEIEFTHF, B TAR, 405
R AL, P& uimd] (LK 2) o BEE L fE 2
FORII AW R, I T BORE 2 UK R,
Bagot XX HOGEURE AT T RAEMLRA .

=, ey

1. AR 5 R R T 5

1991 4, Strader (Strader %5 . 1991) #J & T
S DR RE e B T R T G 15 52 44 (allele-specific
activation of genetically encoded receptors), X & F
FAA S8 A 22 7 R T A 5 4% 3 1) a2k
1998 4F Coward (Coward %5 . 1998) FF & T H B #
B BBC AR 0T (1) 32 A& (receptors activated solely by
synthetic ligands, RASSLs), H T 1% 5 1& J& H fic f&
FEFRMAEERS, A WEME, FHAS T RASSLs 5
Fl. 2007 4, Bryan Roth (Armbruster %5 . 2007)
RILT R R E Z)1) 0 1) 32 A& (designer receptors
exclusively activated by designer drugs, DREADDs).
Peirs %% # 5. ¥ DREADDs ] T 7% J& W 7T, & Bl
o2 18R 2 OE F RETS A R ISR W R B 1k
VGLUT3 (+) &6, 7] 35 & /S BRAUA P o
B (Peirs %5 .2015) , LA 3.

2 MR T AR R

o 2 AL 2 2 SR I X AR Ky TR AT
i, FHAHES RIS, TR IR
PERBCIR S S, e #h4 Je¥iE 2. DREADDs
FEEN G ALK (G protein-coupled receptors,
GPCR) HEATHUIE, oh0d Jo K21k R e ke et &4
B R F-N-E /Y (clozapine-N-oxide, CNO) i B 411

e N2t ° :.CI' o
> * . o. L Q@
% S
2 )

file DAY Gq TR A M3 # % 2 DREADD
24K (human M3 muscarinic DREADD receptor coupled
to Gq, hM3Dq) 15 Gi WEAHE N M4 2 25 1Y
DREADD %7 f& (human M4 muscarinic DREADD re-
ceptor coupled to Gi, hM4Di) 4, hM3Dq 5 CNO
it a, "TBUEBERERSE C (phospholipase C, PLC)- =
W2 ULEE (inositol triphosphate, TP3)-%5 &1 (calcium
ion, Ca’") A1 it H ¥l (diacylglycerol, DG)- 25 [ ¥
C (protein kinase C, PKC) {5 5B, &5l
Jetr. 1 hM4Di 5 CNO 254 5, Rl R iR
IR 1k B (adenylate cyclase, AC)- ¥4 i B Jig 1 (cyclic
adenosine monophosphate, cAMP)-E FH i A (protein
kinase A, PKA) 155 8B, M =4 i 28 ou i il 3%
R CILE4)

5B ARLE, A5 A SR A R ] 5
FERFE M DOER RS, ATREANGL, R TR
R CNO, WM/, H AT D& e T
K [AI AL B, (EAER (AR E b, AN S etk 2
RIS 8] J3 Hr A it 2 e B e
P TCIES), TS AL 2 32 S0 i 52 44 52 i 48 i
GRS, HESUEMETOE . AT IX PR
ARIAT T W R (WE D .

VU 2 ki A8 % 5 5 0 #T

FEAE B EUR B SRR T, R DG A 7 B 2 15
e TR, R MM AN, WEE L&
JRAT NN, LA € #H & T TR 3 S R IRAT A
Z PR KR, X2 H T T 0 2 3 25 D) e
) — MR . JE T — R, AT DR R AT
IR FEREAT TSI, JRasl 1 AR EA I K

(E 5 BB SER (R 2, 3) , DME

&

2" hM3Dq hM4Di -
NH MY BRRRXE @ CAaqy $HHY RREXIEE Ly
\\ﬂ\}\\% NAAN)  (RRRRNEFY [} (g e \\ﬂ\\ﬂ\\ﬂ AN WAL (11 f i
Ggq
| |
Light on ELG
—; Baseline CNO Wash / \ /7 "\ Baseline CNO Wash
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2007

Bryan Roth

Designer Receptors Exclusively Activated by
Designer Drugs, DREADDs

@

1998 2015
Coward Peirs
Receptors Activated Solely by Pain

Synthetic Ligands, RASSLs
R S v S

e W il S S Ul =AY

Jeig ks Aol
St 77 3K JCEN R4 T LRI MR EES CNO
AR JeBEE LU Btk (CNO) 53244 (DREADDs) 45 &
I 7 5 G, S HUNEE, CNO T BRI a4
KPS i, FER {8
o R Hf g PRI
S FEHFE (~1 mm’) CNO ##t) 7z
PP UNRIS K 5 S fs . AR 2 ek CNO FFEE45 25 ] ZE AT N 7]
A AR RS GPCRs HAth T il R0
AR TR AL L 338 BRI DREADDs [iifi. CNO A R [

POk T H TR IR, I ARSI 5T
Jr ARt 2% .

A0 JE A 5 VST S s A A T R O A A
HEEREE M, AT AR S AR
PEE B RN FERNE R N, RARE
R B2 SR A LA ST, AEATLAAR P A — R 315 R
Ao H TR T OB AE 2 A 28 A 2 R LI A R A
KA EFE T IAERER) 2 DMK A FEIC A
T DA KT R 2 2R B R PR T T A AR
IS (R B 3 S T LUE 2 5 9%
) B IR A% B A HIT 17 B2 BT (anterior cingulate
cortex, ACC). A& 7 )& (prefrontal cortex, PFC),
B2 5T B A5 4% (central nucleus of the amygdala,
CeA). FEJRAMIA A 4% (basolateral amygdala, BLA).
JIE AN #% &5 [X (ventral tegmental area, VTA). K & #%
(nucleus accumbens, NAc) LA & Jixi F 1+ i 5 7K &
J& 2K (periaqueductal gray, PAG). #55E (locus coe-
ruleus, LC) M1 %E #E Sk 3 I A X (rostral ventromedial
medulla, RVM). & 554% (parabrachial nucleus, PBN).

1. B2 ot e HAR S

ACC Je H S ACC 2 — 51 FHAE T K
GRS PR A DA 2 S UAH S IR B2 B [X . Kang
2 BT TR R ZORARAS T ACC Mt & o0 i%
PESG N . BV YRR ACC D47 M B il 14 4 42 T
HIVE B, %P B A R e AR

S

SEVEBEOE IR /N ACC M e R &0, W]
3 PRSP 48 2 BIE: A, #H ACC 2%
P HE A4 i 22 0 BB Ak /N i 22 (parvalbumin,
PV) [ P b e A 2 g0, AT i CFA /N B
76 /& (. Koga 25 [ BF 78 & B 38 A% 24 B00%
LC — ACC £ W' L IR R BEE B 0 15 1/ UK
Y[ M. Chen % U (T FEUIE SOk 8% 4 0% ACC-
FHET ff (spinal dorsal horn, SDH) 2 % 12 BE % 51 7]
5l A AL, A AR A B AR . £E Kang
S USRI g, el CRA /M ACC
WA TT, T LA S R G AAAR I AR B
fiF. VL EEHESRR, 4] ACC M ay P4 T Al 4%
RS A /N B I BB S PR G PO A 25

(1) S1 — ACC BRIRAEBI . WIS BL R
(primary somatosensory cortex, S1) & g i IR 15 5
1) B R 5 X, A 2 38 A% 2 A ] CCI-ION /) B
S1 HEMREMATT, W LIRS BRI, PRSI &
FRGESNER, Yk /I B A UBRIR A A s T Ak 27t
L5 BOGIEAL A0S IR /N R ST AR IRRE & T,
0 R e T (= N VTR 1 s SO - NN W
B A E &R U2, Singh 25 MR B S1 5 ACC 2
[AAAE H IR, B #0E S1 — ACC %%
FIRAEH, WiE IR IEAT N T ss
SO T B 5T PR B A G P R S H A SR B
57 ) HEEAEH .
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ACC ACq
o -
N 040
e
<,
N7 \ o
A L@ —
2 Ay Lo
IS "/
@ ‘ JL‘\"\_‘ , \:i = Putative glutamatergic
E - \\';’ y \\ LS m= GABAergic
= N '
ﬁ" — /) \ \ < s Noradrenergic
<7 ‘ ~
% ‘ =
g @«
% X Lo
y \V N\ o TR —
s &
A £ s DOpaminergic
£ . > .
% ; " o e Cholinergic
Oy, 4 NP
N
"Ry, # o | o gxﬁ s Undefined
2 PAGSD’M B 5 QCN\ 13
PEIRIRHE AL

1. [ 2R 8] L 20 S8 e I X 3k, ARRAS R P R% Ao VR TR 30 2 o R R e S AR e ) Bl [, 3R 38 il o e a2
P A A R L 2. BUER Y P AR 9 s AR AZ M 2 3 S B R - A AR R B AR AN R 4% 5 2870,
3. [RIFR P PR 2 9 0 28 150 50T 359 2 B0 e e 38 A 2 B 2 B8 A 2 AR R I

B $0°47 [71 B2 i (anterior cingulate cortex, ACC). fREf 1% (nucleus accumbens, NAc). &I 7 i (prefrontal cortex,
PFC). % 55#% (parabrachial nucleus, PBN). JEfll#{ 5 [X (ventral tegmental area, VTA). 9754 4% (central nucleus
of the amygdala, CeA). &% fil (spinal dorsal horn, SDH). /i 5 7K & J& [l /K Ji (periaqueductal gray, PAG). fif
M4 £k (ventral pallidum, VP). 1 £k P B (Internal segment of the globus pallidus, GPi). 25 PR (substantia
nigra pars reticulata, SNr). - fEII2E)E % (ventrobasal thalamus, VB). /i % 5% Hii#% (anterior nucleus of paraven-
tricular thalamus, PVA). Z4R#% (bed nucleus of stria terminalis, BNST). /il 5 & & 14 (posterior complex of the
thalamus, Po). &/ 53 (posterior insula, PT). &M CA1 [X (ventral hippocampus CA1, vCA1). HH&E 7 i (spinal
cortex, SC). =Ml % 554% (paraventricular thalamic nucleus, PVT). JE{I & 77 (ventral zona Incerta, ZIv). = X4
¥ (trigeminal ganglion, TG). JEL#E k¥[8 A IX (rostral ventromedial medulla, RVM). #i| 5 AH 5% 5 H #1£2 7C (agou-
ti-related protein, AgRP). Fr-fixi I IRAZMELS [X. (rostro-dorsal sector of thalamic reticular nucleus, TRNrd). 75 P Fzfixi
(medial dorsal thalamic, MD). 2% JE& % i (primary somatosensory cortex, S1). PIfIIFE X (medial septal, MS).
F45 8] 2 i (midcingulate division of the cingulate cortex, MCC). =M% (subthalamic nucleus, STN). ¥ 5 (locus
coeruleus, LC). FJKA/MIIAT{=1% (basolateral amygdala, BLA)

(T
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(2) MD/BLA — ACC B&IRAEIST: Meda 25 )
FI AL B 5y SO PEVERA)) (spared nerve injury, SNI)
FULIT 75 S 00 /N BRI 2205 B PR 7Y, WF 9T 7 i
P EC i (medial dorsal thalamic, MD) % ACC #5f
TEFTR TR IIVE o 2 BT T\ v B A [X 11 %
e VER 5 5 AR B VIAR O, 1T 4 VS B T SRk
g U BRI, 7E SNIFMLIT IR, ik
% MD — ACC HE5 38 5 1 P& AH G PO )R B T
BE BLA — ACC F 5 2R 1 0 AH 2 PRI S
N T IRICIE X — ZE F R, fhATT6 ACC # &
JCHEAT T A EC S, KIS XA EL, SNI /)
B MD — ACC B5T 1 X% 75 PR PG, 5 b AL — 2

AT A R BEAS ACC W& n 7
WS MD Hi NARRL R I AH S IR ) e A, 7
e AL 24 0% BLA SN, ACC #4: o i) M asth
BERM, HESHEAMGE MG . xREEHE
PRI AH O A1 1 4 2 FH R B M S IR B O, T
S HE I 1) ACC 2y PER 3 T 5]

(3) MS — rACC JHERER S MABE X (medial
septal, MS) JHB HE 5 48 L) V2 /) K FURT B2 Jot X
B, Z5&FEIAT . MS 5 ACC [AHBAZTER S K &R,
Jiang Z5 K BLTE CFA /N, FI R4k 2218 AL 577,
TCV WS B 0] MS RRBRRE 022 0, Y] e AR R
RS BRI FRUESE, 28 2 4] CFA /)

S
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R 2 OGRS ORI B

PR e W PR AT IR “R
BATRHE ChR2 CFA/SNI CPA o 04
S1 — ACC* ﬁi%i: f [14]
=R NpHR CFA/SNI CPA nyss
A i ChR2 SNI CPP S
MD — ACC* IR e R »
B[ EE Arch SNI CPP fRlT
ANl ChR2 SNI CPP - 113]
BLA — ACCH BRI AE i if »
Ak R Arch SNI CPP R
LC — ACC* ZHE FEREAE ChR2 Naive Gk er] o @
I = g ol ChR2 Nai LBy = [10]
ACCH — SDH /égﬁb ave *Wﬁ £ o
ZIRRE Arch CPNL Wl BUH
BRMHE NpHR CFA ML =
N i NpHR Bystand b Jia 0
ACC — NAc* /\imff” 3 Ytaneer W%ﬁ %Efi]
ZIRAE ChR2 CFA PRI —
BATRRE ChR2 Bystander PRI o B
AN Arch Capsaicin MU R B
MCC — PI* PRy .. S 21
HBRIREE ChR2 Naive MU e
PRUSEN ;s ¥ _ By
MCC — NAGH Ai\%: EE Arch Capsaicin m*}'ﬂ?ﬁﬁ? N
2 IRRE ChR2 Naive biIN —
PFC — NAc* A T ChR2 SNI MUk, #Vr; CPP B Dl
VAR ChR2 REYIIT MU, #ur g Y
PFC — NAc* PRUEN [24]
ZIREE ChR2 BRI CPP ikt
PFC — NAc* HaRne NpHR SNI #JE; CPP Hom: ORI
RE R ChR2 SNI i, BY g B
BLA — mPECH i@i E: B, #vrs B N
IR AE Arch SNI UM, #Vii; PEA R WAF
RE R ChR2 SNI i, B B B
PEC — PAGH ﬁi@f Ei B, #vr 9 o
ZIRRE NpHR SNI Wb, #s O
dmPFC — vIPAG* A BRAE ChR2 CPNL Bl i B
VTA= — NAc % M hE NpHR CCI A i B
VTA — NAc* % ELEfE ChR2 95 /SNL P i Y
PBN — CoA* B e ChR2 Naive HUbR, #o%: CPP — REW
= Ce .
el ChR2 CFA HUblR, #vr m
BLA — CeA* B R ChR2 Naive HUBUR, #vid; CPP BUR (MWT—); s ™
GABA FfE ChR2 17 Iz yig 144
Coh — BNST* ﬁ: E.H/Jff%: P U8 3 E}
GABA fi¢ NpHR Pk P U9 —
rCeA — PVA* E|ERAT e ChR2 Naive U g 49
Jiv — Pok NEEA ChR2 Naive HUbRE, #vre o
v —> Fo . N
INEEA NpHR Naive KU, v g 7
GABA ¢ ChR2 Naive o o
TRN — VB* o o
GABA fi¢ ChR2 CFA HIF BE
STN — SNr* HHE R ChR2 4% WLbRIRE, g (MWT—) &
STN — GPi* BRAMRGE ChR2 A4 A% HUMR, #vi Fs (TWL—) P
STN — VP* BRAMRGE ChR2 4= 7% WUbR, #uii Fgs (TWL—) P
GABA Bt NpHR Nai Hy i B
CeA — PAG* E: P ; ailve " i o (5]
GABA fig ChR2 TR T #I IR
e S 41k ChR2 Nai RTPP o B4
vIPAG — VTA* ARt ave X “
A 1 NpHR 2 VES RTPP Pt B
RVM — SHD* GABA fi¢ ChR2 Naive WU, #vi o (TWL—)
GABA fit NpHR Naive HUbR, Hum U (TWL—)
3 ChR2 Nai % i
SDI — PBN* A 1 aive ﬁ?;ﬁﬁ? O i
A NpHR Formalin EP-Li] i
TrpV1+ ChR2 Naive PEA I g 1)
TG — PBL* .. 5 [63]
TrpV 1+ Arch Capsaicin HUIH; RTPP B WL
AgRP — PBN* AgRP ChR2 Formalin ER S B Y

Arch: archaerhodopsin (—FIfil LR HUBEE E ) o ARG = REEEG — T2k
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R3AABHME IR SRR L I
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e 13

PEIH A R Tt LI ey R AT D 4
JE TR AE hM4Di CFA HJRi; CPA B el U
MS — rACC
JE TR AL hM3Dq CFA IR CPA — =
JE fit hM3Dq CFA #JF; CPA B Rl U
MS — vCAl N .
JE g hM4Di CFA #f; CPA =5 ="
ACC - NA BRI hM4Di ccl HUbR, #wiE; CPP —; Aty
g C
BRI hM3Dq Naive MUWR, #8; CPp —; R
BRI RE hM4Di CClI HUbiR, #wi; CPp —; it
ACC — VTA
BRIRAE hM3Dgq Naive HUbR, #Vi; CPP —; Rk
B HIREE hM3Dq Naive MU, # oy B9
pPVT — vmPFC P . - e 6]
HHEEHE hM4Di CFA ML T ¢
dmPFC — vIPAG* GABA fit hM3Dgq CPNL B #o B
VTA — mPFC e i hM3Dgq ccI I — b
VTA — NAc % B hM4Di CClI B g Y
VTA — NAc % ELRE hM4Di PSNL + ETH HUOR, i Fogm o
Lo - se EH'E LiRZERE  PSAM Naive #JfE; CPP i, — 07
EH'E LiRZERE  PSAM TNT WU, #Vs; CPP R g B
LC — PEC LHE FIRERE  PSAM Naive #J; CPP —; POE BT
EHE EiRERE  PSAM TNT WU, #WiE: CPP s o

PSAM: — A PRIk 22 10 45 25 52 1k EIH: Exercise-induced hypoalgesia (iZ#))#Ji)

i MS — Bl ACC (rostral ACC, rACC) AHB#RE 5,
BCOE MS & 5 ] i 5 CAL [X (ventral hippocampus
CAL, vCAL) IHBRAERLS , REMS LR fiyin S st 2 17
=W Fides, (A — W DX A R AS [R] #2224 8 T e
X} R — B WAT N R FEAR R R E R, X Le i 2 30
% ] B Wp [ 4% [F — AT N .

(4) ACC — NAc A RATRRESST: e — T
S APE AL, AR, B AE. el
ANYERE . DA PRI R 2 M E TR v 55T,
Ik, FRPNA Fh T IR 2. 12
PRI 2 P A OIS HR T, FRATRBHAN 78 I,
BB AL S VTA 25 UK 1E] (dentate gyrus, DG)
1% ELi% (dopamine, DA) REFESS, AEWSEGE CCI /)
B 28 ) i 2 45 1Y, Smith 25 U0V i @ v « 5%
W7 RERORIRZR AL 2 e R R i B R e ML
b TR /)N B 55 WP A 78 T /DS B S B R A, R
I ACC TE A 78T S 55 WL /IN B FRD 95 o ek 2k 388
R E EEAEH . B, BRI TR
HAFE R E IR LS, RKIL ACC — NAc B RAIRAE
BT T X SR M A B 1 A P

(5) MCC — PUNAc & BRRE #4140
M. AR E A Y 2 R, BEAEH SO T
1047 8] B 5t B rACC A A 41147 18] B2 5t (mideingulate
division of the cingulate cortex, MCC) 2. K
Z IR, MCC EL DR EANE T rACC

A1 Ji5 4071 [8] B2 57 (posterior cingulate cortex, PCC)s
Tan % P BF FTAE 2, MCC #1128 76 1) 355 682 24 7 5t
T 5 A0 4 RE IR o i BBORH G IR AR B R R 6 TR
1, H A A0 A5 25 1 . BIAE MCC #4Jt
WP N A, S X AT AL ], I
ANTSCAE /N BRI A A2 BRI, T3 1 3 S ) MCC
ZICHHATOGIB AR F AR S, AR08 B B S BN K
S AL /N R AR 2 BME. [FIFE, St FBOE IEW
/N MCC #HE TG, /N R 2 A P B PR AR %t
FUUE S 618 AR =M I BEGE MCC — B 53 (pos-
terior insula, PI), ] JF MCC — NAc, 5 XA i #%
MCC # 22 Jo ) B B PEIRAT N F AR — B X
LG 28 FOE T R SV 2 [0 12 M AT A AL I 2 L
il B B

PFC ARSI : PFC B X0 Ie] 1 5 20 ek e &%
JRIRIE A RN AW AN, 5 HAH X ACC
BOE ISR IE AN, GBS 0% PFC XAyt
L0, FEABURMSN, SRS S R AT
B AW A, ] PFC 445 1% i 200 i &
Yo S B, 1 RS PR A O ) A A 7 B PR L g
Liang 25 " (R FE R 0, b 22 300 4% 22 0 o i =5 5%
¥ J5 &8 (posterior subregion of paraventricular thalamic
nucleus, pPVT) — & P4 0 57 40 ' 2 L (ventromedial
PFC, vinPFC) B 2R AEF T B, M %55 B0 .
P B ZERRER, ATRES PFC HBUE WA & T
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(1> PFC — NAc A &R AE 55T NAc XFRE
SRR, 2 R 2 5 Bl 2% R I — AN B T . A
5B % E. sihs:>], E&%
P P AR A H 22 B 9% TE . NAc 70 5T (shell)
Fit% (core), —HIEAMMIEA, AR R AR L
WAMEER. Ke S R RY, Jeistts 80
NAc core 1] 2 fif 15 A2 5 He 160 Ffr 3 250 ) 40 22 B 2k 9%
Ji. Massaly 25 ) 2 Bl NAc shell kappa [l Fr R 4011
TN T TR PRS2 .

NAc /& PFC ) E Z Mt M 2 —. ALK
[E24 B¢ Jing wang 9256 == (OHF 70 R BIL P24, itk
S PFC — NAc M tE# T, et &Mt 2 Ikl
T ES AL B 20 25 4L /0N BRI IR i e BBORH A R A O ) IR
Wb s . M, JCBAEFINENZAS, I T A
P L/ BRI RR S0 B, IR S A O IR
TN. ik, PFC — NAc a5 PER7E 22 BV
PRI SR R T R R AR .

(2) dmPFC — vIPAG: Yin 2§ B {fy#f 75 % B,
AL 22 E TS N AT A B2 7 (dorsal medial PFC,
dmPFC) — &~ i T 7K & J& KT (ventrolateral
PAG, vIPAG) %+ AR BEBL S, 7= L B M ST £E 8
YRR, 1Ak 22 38 4% 22 0% dmPFC — vIPAG GABA
BE 5 4, 9 80w R A REOIR &S . Huang 25 BY X}
mPFC — vIPAG B4 I BE 7045 R 5 08— 2, #EXT
PFC H) b IR ZR Ja I, 20 B P 4 5 17
BLA %} PFC f4 5 AN, MM 51 PFC — PAG
PG S FET U BE ARG AR . Rk, R ) AR
PFC Z 57 i B k45 7 HEAEH .

2. P % R 4G

P 2k 2R G 5 AR BN IR AT R 4 O
Y K. % RS F ECRE RN 5 X (ventral
tegmental area, VTA). 1R [% #% (nucleus accumbens,
NAc). Bl 4 57 5 (prefrontal cortex, PFC). 2 Ji&
(substantia nigra, SN). T [T i (hypothalamus) %.
Bk 2 I TR B, TR I 2 2 B R G A R
HRORE T EEAEA

(1) VTA — NAc £ EJZHR: VTA 1 60%~
65% AR IC N DA BRI T0, &Il g s &
i DA (I FEE R, VTA DA RE#4 o0 & LA
PR IR e 7 P R ) R i s B A P, IR
AR RRZELAE /) BN e Al By 80 280 8 A 1 22 B 1k 95 R
B A, IR N VTA DA e & o0l FEL Y
hn A A OB N, st A S Bl A s AR
VTA — NAc, TfidE VTA — mPFC DA & # 41 ) 7=

| T T —6—

(T
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AR R B, T Watanabe 25 B 7E dh 2 B4 K
B R AR A R IESE, & VTA — NAc #41 f) DA
REMRE TG, Ref i s B VE I A5 A0 . [RIFEHE,
Wakaizumi % P JEFI2hBUR T 5, 45 b2tk
7, I HH] VTA — NAc DA RERLSF,  FHLIFT
TN BRI R . [RIEEIESE T I8 8h ] LSS
VTA DA #%t, FeABMIEM. thoh, Taylor % 7
P AL 2238045 22 5 1R 0% VTA DA Beti4eot, 3
FEAK CFA /I BRI #v o 1 B

FEG UL LR K ZH TN, IR 2 A 72
—Fh CHET N, BOE VTA £ BRI £ T RE
P AR OB B, S A SR AT W s A R PR S
VTA DA RE#HZE TG, ] VTA DA RE#IZ J0/= A4
JARON. o FRATIN A B bk 22 5 v e A 1 iR A«
VTA J& 5 2= FI 40 f 2 HAEE BRI A% [,
VTA AFNE X 0 SR S A AR 22 7, A E)
fiE B e r . A0MI SRR R AR ST U E T VTA TIRE &
ZME P, R, VIA BT ZEREEM ST, E8
7 GABA R, BaBRAe LR ETEMZ T CREIK
ZIZEED , H5 2 M 2 AR R 2R
SRR P AUk, VTA 5 oAb X A B 4 28 26
PR AT REAAAE PR PUOLAF I TR AT RO I R, Xt
18 R i 22 T i B B D S S PR — N SRR

NAc 2 B A B i E, BT S
ERTRA RS A Ak, i EE 95% (1) R B 2 i
% 7t (medium spiny neurons, MSNs) A P43 N $5 5 Al
IhReAAE B K ZE 5711 D1 (dopamine receptors 1) Fil D2
(dopamine receptors 2) PifT AL *, D1 BHTEML T
BRI 2 P iN 2 EZ RE AR 22 T i B B R IR
WG AR B 28 B IR S #H £2 T (direct spiny pro-
jection neurons, dSPNs); D2 FHVE#Z J /e #0218
M4E I BR, FAEVER T DA REf 4 e, B tax
SRA) 8 B IR 5 5 41 22 T (indirect spiny projection
neurons, iSPNs). HREIHFEIN AN, HEEEE 5K E
MOEPESE &5 A0 5, 1 8] 4338 B 5 DR8 R0 A7 1 15 25
FHOE M. Ren 5 U2 B FT T O 1 4% 6 78 P9 U Y
PEIVE R, R IR AT LA 5| A iSPNs 1 3 M. 1 2L
AR, bR S iSPNs INE T i &, F
iSPNs W 22 fif 1 filifs &, UESE T iSPNs Sfifs &
I L AR K &R

(2) BLA — CeA B IRAH N : K&K+
1A% ARG EE 7y, JUHZ BLA K CeA, fE
RURAE ] FRRE. SF DL R PRI S5 4 AT s
gy L Cai % WIS T CeA Ab HEAE 28 FIK
I I 20 BE AL, R IO I AL 2 0% PBN — CeA
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BABAIIF AR, HEeTEDNRER. M
BB DOBRSE ARG, TGE BLA —~ CeA AR
RE RS RN AH S, RERE LR Al VTR S 5 25 I
Rlfo ERERPZE, 7EIEH /N R I 30 9 2%
ek, FEAEE RV A8, HEA HIEE
THEFEAT o X — S5 REK W], BLA — CeA 4
BOE T REAMNH] T PBN — CeA #5818 45 %, 1
BLA — CeA 5 FIBUR AN A 32 PBN — CeA #4f
R AR

(3) CeA — BNST GABA ft # 4ff: Johnson %5
UESE T A R A4 A% - SR % (bed nucleus of stria
terminalis, BNST) #5{ 2F W IEJR ) &K 4. £ EH
ook, SiE AL U CeA — BNST ) y-2
FETTR (y-aminobutyric acid, GABA) REFLST, AT
PIESR o (ERAMZ IS HE A R 25 B U
TENERNZ, CeA 1 EEH GABA BEMEATL, %
BfF 58 18 A% 20 75 SRS K CaMIKITa J3 81, —
BN NZ A B TR R d R A &2 T, T
LU 2 G B 25 B IRAR DO FE R IR 2 CeA
] GABA BEMHZT0, XM AREEIHA], CaMKlla
JBE AR IR A TT, T ARRE R AR LA
FRAEANZE TG, TEMPREAH DG4 S FR 12 1H .

FAb, AP CeA 7E P SR A 5 o 1R 15
FEAFRIVER . Sadler & ™ 7E Bt JRIEY TR AR o,
T IE L M CeA, BIMHIAM CeA, HEhDT
WHEZ 3N [ B, RPN CeA % F- LR T A
PE . AT IX—I R =AW R R S = S, AN
o DR, FEARSREIWE TR RO BAX 43

3. Fr i e FAH A

M2 N2 FAT A EATIER E G R
HIRZ B R A A =2 0w B 4k h, 1 Hd
i 5 K i A B 1 VR 2 X0 B R S 5 9K
. Chang %5 "9 SR F 38 1% 22 AL A% 2 7 VRAIE
SE, il = 55 R0 #% (anterior nucleus of paraventricular
thalamus, PVA) 7E 12 PE ALY o, 0P AT M 95
AU R A RE HEAER, IR R FEOE A
fil] CeA (right CeA, rCeA) — PVA 4 7] L & H5 45
MUBE G 53 . Wang 25 ™7 BiF 7040 S B 0 o 5
(ventral zona incerta, ZIv) — Fefixi 5 &A1& (posterior
complex of the thalamus, Po) /N & [ e T 72 &9/
RE TN TG, GBE =3I — e =R 4
IR

(1) TRN — VB GABA f # #f: Liu % ™ F
FHA 223845 2 7 R B0 T /) R o O R A% i X

(rostro-dorsal sector of thalamic reticular nucleus, TRNrd)

e 15

NEEHEBTERZTT, /NI 2 B E Y] 2 A,
WG RR IR B A . G5B S LR o A B 2
Jii%, AESE TRNrd ) PV #2876 3 242 55 3 o i
A (anterodorsal thalamic nucleus, AD) A Fr i 5%
#% (paratenial thalamic nucleus, PT) , F£X %25 AD Al
PT A] % TRNrd [ PV #1287 Ja 35 il 58 A B I
GABA H¢ 5 £401%), {H TRNrd — AD Fil TRNrd — PT
A TIRE, ZFTAIER Y. Zhang 4 i
I8 AL 25 5 RS i TRN — i I L JEE A% (ven-
trobasal thalamus, VB) GABA g # 4f, ZEK T CFA
KB G 08 AR I BI04 6 e RORUH €
W% (high performance liquid chromatography, HPLC)
MG KRB, CFA KB VB fii X GABA 7K-FFE(K.
7E VB i X 3k & v 5 GABA 52 1R 05 71 it 0% 2% iR
CFA K B #4581k B, 1 a2 %6 1 W B GABA 32
R y2 WA AN E CFA KR IR s B, Ik, %
WL Y] VB 1 GABA TR0 g 18 1 58 i 1t 7%

(2) STN — SNr/Gpi/VP B & IR AE#EoF: & If
FE 4% (parkinson's disease, PD) # LI IEiZ 5
AR . AR FEHALH], Luan 255 RAHER L H
¥ B Ao 228 0 S4B 5 10 S T BRI < AR AR
FEAZAE A T, /) Bl [R] 005 9 BB A 184 m L e 1 JEG A%
(subthalamic nucleus, STN) Y ## 28 Jo it FE & BR. O
L BOE STN 5] R 20 /N BRI v o B, 40|
ZAZ A 08 T PD R S R A (A
B2, STN I AE K TS, STN — i
PR (substantia nigra pars reticulata, SNr). STN —
% BR N B (internal segment of the globus pallidus,
GPi)/ 4 A ER (ventral pallidum, VP) 73 51 {2 4
AU . R, B S IE S AR B R A <6 AR
AN, STN A ARSI A B AR

4. T2 A B A S

(1) PAG K HAHKARYS: PAG 22 595 1
EZMX, 7 DA BB, HEIREE X GABA RE4%
LRI TC. DRI B LA 30E PAG DA
Reti . WREIRAEMA T, BUH GABA Refl&
JCPE AR BRI, M DA BEMIE T, BRI AR
P2 TTEIBOE GABA BEM 48 70 W G 58 1 45 5 1R K
5 B9 DL RS RN PAG XA T AR A T B
EHE . Waung 55 B9 (50 R B, VIPAG — VTA #iff
FE RS/ B PRI, G AL S A AR Re e
A IR G AR OC B A B W iF . CeA 52 PAG 1 H
B FUHE, Avegno % BB FTIESE CeA — PAG
GABA REHIT ¢ CeA B FZ i 35 5 RGEAE TR i b
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B8O o b R AR A, WS A e e
AR AN . B4, B CeA — VIPAG GABA #g
Feht i RENE PR AMARIRAS T Wi vt S 2 B

(2) LC F HAH RS WEBEAZ LT 100% A
ZHE LRRRRETT, ML LR (nor-
adrenaline, NE) 1) B 2 k. 2 H'E LIFR1E
N—MEENWEILT, S5 2 MEMED),
AFEREE. AEN. 212, AR AT WIE T
JR—¥B 4> . Hirschberg %5 B (R 78 AL 22 38 %
S0E LC vl 5 ROEAT A, HBGE LC — PFC #
SR T U, IR RO, B S
s LC — & %8 ) it (spinal cortex, SC) 7= A 48
R. WhAh, Hickey 5 B A 58 K W1, itk %
TS W BEAS TR X 38, 0 K BR AR A 00 ] 1R 5 A -
FeiBAE S LC LW EIRER e L e, Wink
BT PUR I, BIOL AL E | iz gt
IR B 0 A R ILIX R TR RS [ 480
i LC 5 0; JeistfE 2= 30E LC migMsh oo, R
R B AR B 8, % SBUR M. Schwarz %5 )
I 995 75 7 B 1 7 36 X WA B 25 O B IR R g (LC-
NE) #2 0if N s 47 e |0, KRIER
AHACLET 2 i N\ LC-NE #2870 &t 4% 5 22 AN [R] 1 i
X, IR B AT S B R S M I 22 e ] R
LC-NE #1228 7077 A2 AN [R] 2408 (1) 45 74 L i

(3) RVM — SDH GABA e85 : ARG
FEI8 52 FATIEEE DA, TAT S iE B N2
BRI R 2 —. T -RVM & & 3K T
WATER . RVM & GABA fit. BEmRAE. Mk
FRESEZ RS 6. RVM L5 & A6 (5-HT) 44
2 IUIE N AT W AT VR AR ARAE S, R
WL E ] RVM 5-HT £ 5 B A2 . Cai & )
UESSE B OE S-HT Rt 2 o it 7RI m A A .
Francois 2 | F Y638t £ 2 FAL 228045 24 5 VEWE 7R T
RVM 755 8 7K P 42 P T8 AL o 6 38 4% 2 B
RVM — SDH GABA fe#5F, FRAK/N RALHZE 2
1B L E B =B AL 2 IR, FE R R
MURZE R B EAERIE, TR BE s i%
Beit, HRASEZM N B R R TR B
KB, RVM-GABA B £ 70 18 i #0015 3 i v ik
fit (preproenkephalin, Penk+)/GABA #t 7 [HIFZE 01T
PR UM . XS B 22 et i HERL R GABA,
XoF TR 41 2 T T B S fi T 0 1) S 42 o) B i B P S
SN F, PRI T — MEEHUIR R
AT FOUS ik F 400 o 12

(4) PBN K HAHCHGF: PBN & 2 5 7% 1

| T T —6—

(T
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ZEAH%. Sun % B FER W], CPNL /NEI¥ PBN
B2 R AE P4 TR 0 3 O, DG IBHE 4| PBN
BRRAEMEIC, BIUE GABA REMZ GREW 22 i
CPNL /) 98 9 i . Deng 25 ' fwF 5t & BHL,
DG AR A R AR /N B SDH —~ PBN %4, 7~
A I RIS o

MATIEF N, Sk 8T LU AR A 2 g B8 )™ o,
RGP EANEE S Sk 05 T i
I =X ET (trigeminal ganglion, TG) 1415 %2 14X,
M0 Sk T8 308 DA A 0 495 56 1 JR v |l AR 22 4 4% N
HX. Rodriguez % ' [\ 1fF 7CUE 5K TG # 4 o0 5 B 55
AMIIFZ (lateral PBN, PB,) 2 [A] 47 7E B9 il #% 4, 6
WAL 0T TG — PBy BB 2 A& £ (transient re-
ceptor potential cation channel vanilloid type 1, TrpV1)
PRZETT, G/ B ZUGRREAT Y, T AR S
WY S SR AR T 6/ B T R e I i, IR S
B AH DGR SN 25 A7 B A if DAL, PBN £ [HI 5
P AR AR TR 1) 2 S AL B R R T B .

BeAh, EEARMAEAARMT, HURE A &R
E, MR FAAFNERE. Alhadeff 25 ™ RFT T
WU R A A A7 5 G I AR S 2 m) i, I R B
T Fr ) BAE D% B L A4S T (agouti-related protein,
AgRP) — PBN # A S A i A AE A .

5. =90k

Huang %5 B FI| FH o438 A 25 07 vk 45 45 1k Py 24 22
47K, BLA — PFC — PAG Wil ik /b 2 H 5
ERRFALIE 2R RO E S, SURRRAT
Ne B, ZBTFERIL T — 4 A Bl e 24547 5
WIS BUR R B R EE ) SR AL . AL,
Zhu 25 VB FAESE CeA — PF — S2 %2 5%
PEIR A o

H AT E G A% 2 A 2 i 2 iR b, (6 A B
% 19 B B A2 BRAH 99 B (adeno-associated viruses,
AAV), AAV #5477 68t B 2 AR 2 T Bk B
ML TREMATT, Roay HEERARR, Hi,
55 2 ] SEBL AN X 2 8], BP P #HZE 0 A-B 2 |A]
FRTE, T ICIESEIT A-B R UF B AT . B
TR ER ORI E, 2 A IR RE B RIT 7038 W B
NATRE, CHMBOIREETRA =R (AL
g 455 Ok R ) =AM XD FEASFAT TE A S
SR S5 DIREAE R, 3R BH 3 R0 o 22 I 2% 1R) 4] i
MITAEEHMEAEEZ L (A6 .

. #iEE5RE

JoR o RN B SRR 26 R RO B R AR I JE M,
S PIFMLHIRE 70 A AN AT BER ) T . IEAESR, KR
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W4T 7R B BT RER
/ 2/9 AAV-EGFP 2/R AAV-mChetry /
/
INEEER ®
A B A B
2/1 AAV-EGFP
/219 AAV-TK RV-ENVA-AG-mCherry #/ f/ 2-9 AAV-TVA
- 2-9 AAV-RVG
HSV-ATK-tdTomato / 7/
5 B3 5 (O] (] ®
!/izu AAV-Cre /iw AAV-FDIO-EGFP %/R AAV-DIO-FLP RV-mCherry £/ #/2/9 AAV-DIO- %/R AAV-Cre
/ / / /" /7 TVA&ORVG )
=RINEE ® ® ® ® ®
A B C A B C
%{SV—EGFP PRV-mCherry //
E24EN: ® © ® © ® B
6 RN ER AR A

(T

L HRBORER: (1) AT /R EESEMS: 76 L7k X A JE5T 2/9 AAV-EGFP, 4 A iR [X (R0 48 e ot & B R [X A (e
KRR IEG ORI, R A XA HETHTE B X . AR EFR IS8 7, 452 rErsid
A X H 2 BN X R — R E 0, (2) WAT /RER NS : 72 FURINIX B 1:5F 2/R AAV-mCherry, %55 AJ /£
HQ ARG, SWAT RIS M EIE LIFIIX A R Tehk.

2. AT B SRR BE MG - (1) IBUAT RS ST R S W . 7E R INIX. A b5 2/1 AAV-EGFP, 2 8 1T DUAT 5

RARFIEZ TG X B R T0, (HIUE SCRRARIE 12 50 5 R AR B, 75 B X B HE R 21 58 615 5 o
4k, HSV-ATK -tdTomato 7E HL.21056 2955 8 (herpes simplex virus, HSV) 4B 75 2/9 AAV-TK {175 Bl N fe i i
ITES Bl (2) WATES RARER SRS : JoTE NUFIN X B V4 HE R 2 (rabies virus, RV) S £ 2/9 AAV-TVA
Al AA-0RVG, 21 KJ&, £ B IX7EST RV-ENVA- A G-mCherry, RV 784 B 22 (1935 1) N B8 0% 15 80 58 i b ic L
UiE A X FRIAHER T

3. SR BEOREEE MG (1) 7 LN X A V55 Cre EALMHFHT 2/1 AAV-Cre Ji #, £ NI X C 4 2/R AAV-

DIO-FLP, Cre FE 1A DIO-FLP 7] [{i7F B i X %15, DIO Kt EAEFRIE, FDIO #K#f FLP &1L, Kk, 78
B Mi[X {:4F 2/9 AAV-FDIO-EGFP J&, # A-B-C fA{EfSE R, HAITE B i XASI BI4¢ 558 (2) 72 TN X
CV5F 2/R AAV-Cre, 7 H A X B 35 2/9 AAV-DIO-TVA&RVG, 21 K J5 , 7E B s (X735 RV, ZEH BRI T,
RV #] [a) L5 — 2 5 fim & LG IX A

W 2022859 100.indd 17

4. B2 RRMUREE: (1)HSV f
5 f

okt 2 36 UL KPR BT SRS IRA R S A Bkt th H
w2 BV, R T IRA TR S BB AR . I IR
W, AR AR BIR IR — o PO
B I A FRH S AR 2 0 BR AL ) W] LR BIE A
FIPIN L IFNIRRARIG YT 1R AR B .

BEE BE TEABIRAN, 7 — X AR, 14
B FE Z AT AR AR
PRSLAFAE, T AH T2 T8 F 52 2% ELRS 20 R o 2 A
7, Dk, XHREE IR DI AT, BR T ORTE
%HEIE SRRt dnthE ek, R EER) |

AT 5 % 28 98 fph s (2) DhAE R FF (pseudorabies virus, PRV) AEA5 4T 5 £

W% 25 REA AT A SR AR B BT U A A
VRS . BbAh, PG R AT, BT EiE
LA 7 315 5 8 B A AL AR T e A T JE AT 2
ORI R BRI SRR — e = R LR
(RIHLED, ARAT AT BE AP 25T A AR 57t P Ao

BRI S MM 223884 27 LA o L I (1] 2% ]
RSk, EAMMAERES, thERE—SRERE.
Bt SGIAL 2 AR RS R R] A% R 3 BT R TR
Gl AR PR R, AR R ) ] ]
A BTV SRS IR, T AE AL S AR S BOR

S
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DREADDs [AETIHAZ RN . CNO R AR
VA 5 P e = 5 N T N P s ) [ S N
e, JeHAE, ZEEREAECTE. 0L TSR
SRR, LR Z PSR ERAR A M,
A BT S AR AR IR B LR BT A ARSI
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FEETIRENIEEME -5 IR R B RS =2

B2 EMEGE BT, HIRYT B FAZ AL 7E T 38 1 0 S A Rr 8 AL (AL SRazE FE i
THUADIRE . 2020 IR PR 2 Bt SRk S BUR IR R AE (Neuron) HURFFERR, 87~ fIRHREE LA (electro
acupuncture, 0.5 mA, 10 Hz) /N5 B/ (e =B ST 36) w DLBGE K ER L -5 L IRt 2 m . i e i
/AL (WIRAX ST25) HIARETS F AR o SRR XSRS e CRRLRE S ) I i 7 Rl R A 4 2
2021 FEZFIBATE (Nature) FRFHFFTLIL, WUILHEAT TIRARD . 4558: (1) PROKR2™ bridf#h£ T
FEEFRIA T ACVU ¥ DRG A, FF4RF 5 PSR DY SR R B IR 2 (i JBE . ST B MOVL 45, i
NS e R 35 e ZH AR I 248 Canfigist) + (2) 4k 3L PROKR2™Y 119 DRG #4270, ik
FREZFER (0.5 mA) JGJ ST36 SALANREBUE RGEMZ - E Ui, Ik AmsI 40 R s 2 58 (LPS) Fr i K I 4
SEE: MRS e, IR AR R S SR AT (3.0 mA) J5 /AL ST36 AR ER /AL ST25 FTifs T 128 Jik
MAPIRIBER; (3) W IeBUREIEE [ CatCh FIAT PROKR2YY #1456, AT LLA 473 nm 455 M HB0S
LG B IUAL ST36 LRI &8 A 4k, #EAT64HIRYT (opto-acupuncture). I LR Z8 A 4k R 2. 35 75 K
HEE AR, I B LA E M AR R 7 i S B E AR RO LM R &g i, #0| LPS i3
FRIDE A A0 R TR, 2 35 3R = s WD ARG 2 GRS 1 IR 9 L B IO SRR ST36 FR Bt 48 250,
(4) PROKR2™Y #HZ J0 (A LT 4 LG R 8 A 00 A X 38 16 TR IR M i I A A B SR A7 AE, N ebgr “ 2
SR AT RARME TR AR R AR R IBUS AR NL LAY CRLFE /IR R R A LA DR B DX 3 ) 2 LD
PAIGRENLI, X A4 4F Y S RCAR D, IRl Bt st A e S ST & 1 (5) PROKR2™Y 4
Tt E TSR AT B I3 Co-Cy DRG H, L AR JE PP 21 4 50 A T AT IR E AR 21 (s B 1, B
ZHLI0) o {REREERIHO0M “F =57, @il PROKR2*Y #1£: SO RIREAE M Ma 5 30, B2 M) 90 B
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B AR A OC . BhAh, BRRIBREE . IREE. A EE RARARE S S XA R R I E R R . 2 RN IR
A RIS SE, R B AR, WRTT RS PR (e KRR /48 7 B Z MR .
(Liu S, Wang Z, Su Y, et al. A neuroanatomical basis for electroacupuncture to drive the vagal-adrenal axis. Nature, 2021,
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