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Neuroinflammation as an important acupuncture mechanism in regulating post-
sleep deprivation cognitive impairment

WANG Fengyun, HU Bin, MA Qiaolin™, FENG Wanzhen

(Henan University of Chinese Medicine, Third Affiliated Hospital of Henan University of Traditional Chinese Medicine, Zhengzhou 450008, China)
Abstract Cognitive impairment induced by sleep deprivation is closely associated with neuroinflammation activation. Sleep
deprivation can activate microglia, induce astrocyte dysfunction, and disrupt the blood-brain barrier, driving neuroinflammation
and leading to cognitive deficits. Acupuncture therapy has demonstrated efficacy in improving cognitive function following
sleep deprivation. The mechanism of acupuncture neuroinflammation regulation through multiple targets to improve cognitive
impairment after sleep deprivation was analyzed, involving inhibiting microglial overactivation, remodeling astrocyte function,
and protecting blood-brain barrier integrity, and future research directions are proposed. This article provides a theoretical basis
and research ideas for acupuncture intervention in cognitive impairment after sleep deprivation.
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Figure 1 Mechanism of acupuncture regulating neuroinflammation to improve cognitive function in SD
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1.1 BMEMNIRARNESSINEE

AN A S S AT T AR AR A RGN R, EME RGRAE RS EEAE . A (R
Kb e — M MME AR RS, BILE BRSNS Ok, 4853058 , il ig ik
(1) S L AZ 2 Mo DN ] B PR05, 7 407 A B e A BRI B B S . WA IS, TR A A3 SR B A B K EL
CHOARIE R, TR U4 1o /R o4 i 1) e 2k v A 2 T BOL W D BRI T 2 4%, 3 B 43 WA %8
R, AT HE 3 B 3 5 A A se g R Bele 171,

LI 08 L SD v Wi /N 4 B (R 45 FL i N RS2 HTEIRAS . SD TR R IR 2 RS HT
MRS, MR H S YY1 &2, JEEE YY1 54 &R 2 4BELES 1 Chistone deacetylase 1,
HDAC1) E&W4i4, @i HE B MmBEHIN T WE 1 (topoisomerase 1, TOP1) JERH R
15, IR B/ 5T 20 M ARF S Ak S 48 9ORE [N

SD Tk I AT i F /NI gk AR R A E A, @it 3D TBE& A HTESE SD J5 /MR 4
MUEA R AR . B SR, 43 S K A S DR U1, A M POV R B LB T 2 RE AT AT
il SD KE S XML A E gL, RIS FH54564H:K 7 F 1 Gonized calcium-binding adapter
molecule 1, Ibal) FIAFFAL. Mk Hi . HERSE, REIESMESREREE, SGE A6

SD & 5| KX RGN /N A B A RS, SR Tbal PHHR4RAREE B3 M. Frleds &
CD68 FKiks ETFLAJAMAE H Clq AR, 2 1M 5 9 0k 8 it 1) e 5 R . X — I R e &4 2 B A 2%
Jey FARAHICE ARIE TR, M5 RN D ae Eag . PEL 45 R2VR B HL &t DY p IR 7 COn] Be 3l B0
BDNF/TrkB/Erk {5 5 il #%, Jfeis Ha o MR ER, REdE Sa ke, KESGEE SD KRS
AL EFE N T REAE
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1.2 EEMRRARRBEER

/N5 4 B B AT R BE R AT B S e S . BT RE S AR A RGO BEEAT BhA A, BhA
HEF B ANE RS 2 e, EREREZH HERNESHEE, 23— DIReIRA L [ B,
REfp Ll . W AR A, G M1 PR A (R RAIRE) A M2 FERAY (BRI 14, M1
FER AR TR AR RN T AR A % (interleukin, IL) -18. MR IRFEA T-0 (tumor necrosis
factor-alpha, TNF-a) . S % —%A L% &8 (inducible nitric oxide synthase, iNOS) , =4 %4
(reactive oxygen species, ROS) , Z 5iFERIE IRAAFIRFEA S, i 05 W 2 B0 40 vl 48 0 A1 R
filr, TAFEINAITIEE . M2 AER BN R0 40 BB TR 8 I IL-10. 3% A KK - (transforming growth
factor-B, TGF-B) £ 7% K 4 i Y5 14 #0425 7= A ¥ (brain-derived neurotrophic factor, BDNF) .
Ji2 J5 40 B YR PE 278 7R IR 7 (glial cell line-derived neurotrophic factor, GDNF) , {@#FHZ4UEE . Rl
I A4 23,24 M1/M2 FF 38 28 /0N I o 248 L 1) A0 A ST 48 2 4 30 R Dh e B AZ L AR S LT, M
FERR L IR A S M2 FER AL D RE 2 40 4L R A B R BDIR A, I8 SOETROR . MR TuAETs . AR
552 Higse, Id ARG () & A4 5k s,

AN B A MO JE T INOS FRIA I A KB — A A (nitric oxide, NO) , R 248 5 9E
EE261, g FE AE TV SD AT 5] AR K BRI A ML TR /N i o A L ) o S MR AR B ) INOS ZRIASE I, AT
DRI £8 RRE [ B . SD ib FEAIKHE S BDNF /K1, FEBEGE M1 BN B4, 23k /N 12 5T 40 A 1 42 28
M1 RRRALLS, Gk RIRFERRIE R By Koo NIRRT Re il I 4 i S AN RR — B LA
%R (asymmetric dimethylarginine, ADMA) /KF, 8% B /N B 4035 5 7= £ 1 K NO, s
PR RRETENE, ROGE SD KRB BINENFERG o 52 g N &5 BOR B A &t Kb At i /X RE % SD KRR K
Ihee, WRES LA SD NANRRAS K B S [X BDNF 4585 (I RIRIE, G505 58 fil vl ¥8 M AH ¢
1.3 HPHI/N B B 4 Al K RE 3 3R

JIN R 5 40 B PR ) e B A S IR T A% IR T kB (nuclear factor kappa-B, NF-«kB) , AJ 75 2 R 4 FE K
ik, ST IL-1p. TNF-a f1 IL-6831, 7E#HEARA T, NFxB 5K T «B M &HA
Cinhibitor of nuclear factor-kB, IkB) #i&, Wi THFH. SD Ja, /N5 40 M i) ol #% 2k &
B1 Chigh mobility group box 1 protein, HMGB1) %4, HMGB1 %4 Toll F£ 524k 4 (Toll-like receptor
4, TLR4) , #ETifilk Fif NF«xB 2t A4 %P2, NF-«B SR REZEHFVEFXEE, BahHLiERIt
T BUKE AL 2 40 0 R 7 A A B R TS, X 801 3R] SR B ) 1 5 40 I ) S B0 . XA EOE AR
A SR HE /N B 5T A MR TROR SR R A 5T, T SD 23 k2D 470 48 40 B DXL 7 1 23 s 34, B A PR 4R A 9T
RAG T Z A4, FEUN R A MR 2R A0 AR (2 2 RZS . SD ]l i i NF-xB/NLRP3 i #% I (2 i
NPT M1 R IBIARAL, 51 R ARG S AR Al 45, B AT BOA R BB BT,

LI DoV B T 2/ 0GRYT BB MGE 1 SD SR AT, ] fet5 HAH i /s R 5t 40 i & 16 A0
5N TLR4/NF-xB 5 58, FIRMEREAMME T IL-1B. TNF-o /K, RS RERK. LFE
LD LT = BT BEIE T IR T NF-«B/NLRP3 %, 0]/ 52 X /N B 5 40 i ey ity , R 3%
PR AR EA

ZE EWEIE, Bl o R G ) <5 D\ R e g 1K) SH R ATL #3300 e /0 R I 4 L A e S5 )5 0 A 1 o B
WIS, B HIL R A B R M1 FERR ST R M2 FER AU AL JF T~ TLR4/NF-xB 45506
RAEEE, AR RIES KA. DA 2 R 3 LA 0E B AR E S 5 B Bl
UEAE Z U8 T, AR 7N IR IR AL, FFE B R AV ¥ 7, il i 2 58 5 b )
IR /NI 5T 4 R 2 DX 4 ) AR AL, DB R AR T B — B AU T TR

2 HREZERR MG

2.1 MFERKREBYHESERL
BT A TR R 2 R G — R IR R, W Th Ak B B R B8, BRI 4 i LE %
PIBAG R EE, TR BORES, BUAFKINRERE, S EMETME (A1 &) R Ry
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(A2 B o Al BRIV 858, I RAIE %, S e EMAET: . M A2 BUNE S F i
MEERRTHRE, REAANBE, REMESRPIERP A1 BRI T 40 M B e 2
Rl 51 KRR B2 JE0E, 40407 18 B0 55 S5O\ RN AR SG IR G X5 SCERT 43 W 1) SRR 0 28 70 A 3t R R ik T ol 1 43
T, SEMARPhRee MM RGO, &2 5] RN RE L1,

SD Wi 3 EE R B4 Al Bt R M. — BRIy A1 RE, BV ALK D6
RAERARIESE, AR M ETTIEE R SR Ae (IR gk Ml M 4ERrfads ) Bmiskes
Y. Al B TR A0 M 7 WA B T B LA A M . A, AL TR R T 4 it
MBI PhZE RIEPEPS, FH4nFHB R R EO W p-IEMFFEE (amyloid-beta, AB) HIRES), 1
IR R KBRS (Alzheimer’s disease, AD) [ XS, AR AR SR L AL & DU A B /X RE A RUER 3 SD
Ja B AR TSR, W SD X R B s, v EeS H S S 5 X R TR R 540 TR
Al A2 B DURIEE SR AR, 2> A1 Y B TR o7 48 B R i 4 i 25 M A oG
22 ATERKRRAMEYISRINGE

FRES JORE 51 R 1) R T I o 40 i Je L VeI A2, R IE BKIBIE 25 1 4 (aquaporin-4, AQP4) #4504
FAELHRBER &=, X EEME 7RI E RS ETERRAE /1143, BTk B2 5 St 2 58 0K 50 ik A
IO PR I D L DX %, o A i A YRR R BT A A He T B AR R ) AR ORI Fa s 010441, 2
TV o3 240 A2 B D b T2 R 4 ) EE 2 R i, LI A 26 R BB BN R AR AQP4, A2 8 Mo 5 Y N T] Jo R 4 ) %oF
WA, PRUEZK KB FEMIIT . NRIT . P00 366 o [ o SI 5 (0 346528 DL AR IR ) AR U AHOCEE H tau 55
EEMHEE . AQP4 IR A MRS B v e e 4 ik 6, FLah Ok Blw A 7 4 2 5 80000 A VR ) Joid v <2
Bk Kk b, semi YRt . BRI A MGE W IR SR A E M T SRR AR, 25 A IERIE
2 R A BIE BRI R, (R D R R A 52 B IR R R SR R SR, AR IR B4 AQP4
WAL IG5 DA T R GU0EYE, TGRS WE RGUEVEIRTS, TR ITE R AR TR BRI,

AQP4 FERM T ¥, 22 2 FdfZ kit B B A, ZHANG SEWVR I SD d i il I8 B2 T Jie Joa 4
Ml AQP4 HEH MM AT S ThEE, HISHAAERTMKE RE MY EEREYERIER, HElk
AQP4 J5, SD #tE— Bkl 1 k5T itk B8 2% D e Fe s ix — R B R, G i 51X AR Ml tau BE H IR R
RGN JFINE SD SR B/NKRAEREOE . A RE B DL R R AR, A R EE R E T
WL . R R TR B4R AQP4 A T IR i bk 2 R S Dh e fEHKAH SD 553 A i 453 45
RIF BRI AER o BREEAT SRR IS LB B 2 ] DUIG 3 AQP4 (AR PE 73 A, 1759 R ot bk 12 &%
GUERRIEM IR . TGRSR RAEr T 2 B ar /T BRI 2R /I BRI A 28 1 B R R TR TG RS
AQPA Mt o3 A, B /N BRI D12 R
23 PATEERRAMEZHEZERES

BAMR (glutamic acid, Glu) & KW EERNEHEMEE T, M2, 028 NI R CE
FEMWI, Glu KPPk maBEET RS, @il FEME oA B HEEL gk ik 2ok 7k D g FE
T B U B A B I PR S — R R R S S, P T R 5 0 5 DR, I d 20 il 1
A& 25 B N A X M & et 5401, XN EIh R sl E R FEL), REAREIEK 1
(glutamate transporter 1, GLT-1) &HMXHE RS BB 2R OCH S H, A2 T R0 40 M & H 3
PR . PIEILIRIPIE, X 4ERR IR B T BE AT T A G2 ou i, R AOE IO G E B, BRI
LA 2 RS AR g, ol R e o T AH S SRR 4Edr 2 DL .

SD 2= TR TR AN Mo i 42 1 & TG 311 Glu y-2 2% TR (y-aminobutyric acid, GABA) %54
038 SRR ISR, AT B DR B R - TR R A AR S, Sl & oIt FE X Ay A R Th e =i, FECARY)
A N F%, BN AD SEME RGN R ELFERE R, 2 ERARESHLEI X TN RE 2 CE 2, B
TR 1 2 EHE A T R Ad mT S AR BRI IE W KB, I SCHE ARSI . A7 8 RAIE RS @ R AT Dh e
() TR B ZA2) . 22 2% ) ) e P i B2 2 Wi DA 0 D e 530, FLad ok JHL A Dy B 2 1R 1 7] 160 4 A B el 282
RIE R

SR T A5 TS 30 FEL B SUUAN I s A0 4L 1f 7 R RGBT 1 5 N Glu/GABA 38 53 73 W47, B 45 &
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MR kRik, RERAnT M, EEME SD K JICIZRE ). RAMEEEY 95 F2H (postsynaptic
density protein 95, PSD95) F ZEAFLE T ALK DS A 1 Glu BE T i 1) 5 firh Ji5 BU% X 501, 0400 B 45 571k T
FLET B 2 A ORHE /CRT R il I 4% R AMAH S ER ) PSD9S, UGB R MlZ5#, MMk SD KR % >11d1Z .
KA SD 2 [F MK 5 X £ B /KT8, CHEN VR EL A | Mg = BT et k& SD 5l i
e 5 2 WS B, RARIESGE SD KR HICIZ sk RI1EH] .

25 LREST, B ) oA I R R < D R B AS B0 SE [FIATL ) AE T 2 1E R RS 40 B i T e kR, i e fa
HMhe gt A1 B ORy IR A2 RUECAL . B E AQPA Mtk LU 95 I Btk L2 R e IR MITH KR BE 0~ IF KR
5 GIW/GABA K% B A# AR, MTAIEME R IER o B BT 58 80 2 R AR BLAE T T B AR
Dt 50 TR b R, RERINZ /R TR, R, A2 RKER DR, Kok
BT 50 i 55 AR 1 Il PR BE AL RS, I B 2 20 5 HOR 53R AR, RN BT S R AE R 22 1L 8 B8 76 T
RGEEGER, T A1 [ BB o) i i = 8 W o 4 i 22 B A S DA eScas i T e R R A% O B

3 SHRIGR R I A BR RE 5T B

3.1 HElE A

FALRIEGENA ROS SHiatb R R MM 5| kL) — RV N, 5HHE 50 ANk T ie g 2 V)
HH DGLO0N, i iy J e 225 ) 14T 50 R Pk A R T el o i L A P 2 0 e % L X B 288 1 Claudin, Occludin
ZO-1 ¥y 40 i B (o), SD 3REE R & Kl T TNF-an  IL-1P 258 i, TNF-o 3832 F i Occludin.
Claudin-3 %68 I RIA, BN E % 0E 8 & R38040 g 55 B i & ;s 1L-18 U R ZO-1+ Occludin %%
K EREARIS, MRV SR XSRS EHI 55 7 N R 40 i BF R 2 Rele2l,

SD H[iEd &SR HESEMNE, SEMKA ROS B3], ROS @il 5] k& A 41 i g i i 4
1, FAREMREFEERED, RN, WS EEFEE AR KN, filk s %
iE o M SOME I — B MR AL R, X L EM A i R ReRRS A AT, IR
AD S IR AT M 5 1 HE R lo4,

A E ALK (superoxide dismutase, SOD) % 14 7K 72 7 & ALK Pu A AL By 18 B8 1 1 5 2245
Fro SOD A& X P b M A% D PU AR, & R IE I B Ak s o7 v 25 (AL 8B 55 7 B B 2, ATV
Frid 2 1) ROSIL, 11 SD 253 SOD Wi M EERIA /K-F 8.3 FRAK, AT HIl 55 AL 4R (1) e S 4k 7 1 e
30001, RXAE—SE TR A I B 2 #F T =PI AIED AT feid i $E i SOD AKSF, 1Y 9 i A0 - R ot
PrEAGRE T, MENE ST, ReGE SD BRAU KR IAAIZIRE . PENG SFO8R LA 2.
TR =B 22 /AT DA 3 003 SD 51 1) 2% ) Fid iz 8 fs,  mlRe 5 89 m SOD w4, | Ak BB, B3
i AKT/mTOR {55 @ EA XK.

3.2 AT B-Budh &

“Jr-F e — AN R AR AR 2%, HIGIEREY) . HIE L A N R a3t
[ R R, ST K i 2 TR B3 S S 4 57T, fema KB Th e AT N FA A . i 40 B 7= A AR
W) R T D R TR R IR, NG PR, — O AR N M AW E S, S — 7 e i 4 )
HDAC “EHLE & n iR E, WS 5 4eRei Dhae 5. AN, X Se At 7 40 8
[F) 8] 7 7 T R R R TS e g% S BT, T A O i - A 2 3 B ) 8% SIC IS AT AR A B ST AT ( Bh AS SCRREOT.
EMAEORMGEEBEMREAZENZOES, HORAASSHAMEEEO W2 R
(lipopolysaccharide, LPS) 342, T d i il d0 i fiwi B [ DRBHAFE SO0, 2t pf 42 1R 4T PEAR D0,

SD 21 A W7 3 T B 1) 22 A T RO~ 1, ol 2D e I T R S5 A s A A, AT 1 55 i 3 o i
S ECN B RN M EOE A 5 RE . X L8 ROREAF 5 S A B R, R R R A S R RS R,
TR R DR, LIU U2 B A 2 = BT Rl I R R 45 I 2OE IR i TE 1) 3 b B
W, R EPRE ZX AL % R 2 A A R R, R - AL, RIESGE SD
RETHERES WBFRFER. BEEESPIRINEEEAES . T, ]\ as. XFE. #f
BE RIS 22 AN i 7R B ad o A -l s o0 A A DR R B R G TE R A R, R
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/b B0 T ) AR BE BN 2R A (R 7 R B I R P B R A AR 15 ER R R R AR B, 1 M G R R 3R
il RIFGEMANFIDRERRAT HOAE o FIEEASEUR IR o e, 2 = BT Real g b/ B
B ANE L BpiET LPS RikE, HABE S NG5, BT SE 2 50 SOR N7 M N 38 &
LRLR PRy SO SN, AT 5035 /08 B 57 e 12 g

LR BB T, ) A P R R 25 D RN B b ) S R LAE RS BT SD X ML i B e (4 45 4 5 D RE R
T BELEBTT S J JE B 5 AP BRI RN o T TR AR A AR 22 5% . — U T I I e i Y R A 05
Wi (e T SOD iF )&%, ORI A B B R s 5y — i U SE i A R <R -, iR R
HE S FEVE . BN REAR TR« PR LPS, MUK B 36T I g 57 B (4 JAE Bl - BUAT R 17 22 95T 3)
PRy, ELBIEFE 2 PR I <A B B - i b B — 3 %, R BE 78 7 B R 38 42 SD i B b i) 52 AR
St A A Ul [ 4% X 2% o RORMIEFE RR 22 S22 078, IR N8 - BT R e S 5 22 48 r KSR #2405
HHOHK PR B RS 19X 28 AL o

gigr BB T A, BUR BRI 2 B T WAL R B (R 1D .
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Table 1 Multi-pathway mechanism of acupuncture intervention
TP IiTVAN R FHr R FEHLH PRttt
Intervention pathway Acupoint Model Intervention method Main mechanisms Key indicators
Ha. phgeeo F) AN BT A I B A, e RS Ibal (RIEHEA)
Bai};ui (GV20). Shenting (GV24) Inhibit microglial overactivation and regulate  Ibal (expression and
BN IR A R RS 5 D hg A & Mgt cell morphology morphology)
Improve the morphology and function Electroacupuncture % BDNF/TrkB/Erk #£8 7ol i BDNF, ZEfilf & P
of microglia U e 221 ) .
. Activate BDNF/TrkB/Erk neurotrophic BDNF , synapse-related
Sishencong (EX-HNI) athwa roteins
74 SD K pathmay P
Ay B, Koo, AR SD rat . P42 ADMA-NO fill, JREZMZ JAETEIE
Shuigou (GV26). Baihui (GV20). Guanyuan (CV4) Acupuncture Regulate ADMA-NO axis and mitigate iNOS, ADMA
AR /N o 20 e 5 7Y o 0 Neiguan (PC6) P neuroinflammatory toxicity
Regulate microglial phenotypic i/ BDNF 21k, 482 fuim] 444
remodeling Rt i B30 H |
. / Elevate BDNF expression and strengthen BDNF
Fengchi (GB20). Gongxue (extra acupoint)
synaptic plasticity
EESA SD /MR 1] TLRA/NF-«B AL il #K .
- ] IL-1B, TNF-o
U1/ s IR A Bl 6 i 2 7 Baihui (GV20) SD mouse yn Inhibit TLR4/NF-kB inflammatory pathway ¥
Inhibit inflammatory transcription of \_ R 5 NF-xB/NLRP3 4 i 1 %
) ) B R =BT PIEE S /N B Electroacupuncture . RIEH T
microglia \ . . Regulate NF-kB/NLRP3 inflammatory
Zusanli (ST36) Neuroinflammatory mice Inflammatory factors
pathway
) T M I A P ey 2 B A N .
R - P SD K it A1 A2 AL A/A2 7
Inhibit astrocytic neurotoxic \ . .
L Sishencong (EX-HN1) SD rat Promote Al-to-A2 phenotypic transformation ~ A1/A2 phenotypes
polarization
H- 22
W/t
N N s ERSa NG 5 AQP4 B/ A AQP4 it
TR TR IR A PR R 7 Bk T K . Moxibustion/ ) o )
. Baihui (GV20) mouse Enhance AQP4 polarized distribution AQP4 polarity
Modulate astrocytic waste clearance Electroacupuncture
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