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Abstract

Peripheral facial paralysis caused by non-specific inflammation of the facial nerve is called pe-
ripheral facial paralysis. Electroacupuncture intervention has significant therapeutic effects, and
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research on related mechanisms is becoming increasingly in-depth. This article summarizes and
sorts out the relevant research in the field of electroacupuncture treatment for peripheral facial
paralysis in recent years, and finds that electroacupuncture can regulate neurotrophic factors, cell
cycle regulators, adhesion molecules, epithelial cadherin, calmodulin, etc. It can also promote blood
circulation and waste metabolism, and promote the recovery of facial nerve morphology. This arti-
cle reviews the relevant research mechanisms and provides a theoretical basis for electroacupunc-
ture treatment of peripheral facial paralysis, in order to provide useful references and guidance for
further research on related mechanisms.
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1. 5|

e V2 1R (PFP) SRR T Ao 28 % B Bell RBE(VURIBRBT), K22 1 T I 2 4% B A% DA A 45 15 25 )
AL T SCRCH) b RIS UMESE, 4k 3 B0 R 1A S AaU R e sl o . IRIGZIE 8. 1 A B AR
SIBINTEE L] SRR FUR W], A BRI RO AR, RO R ONRE 10 AT 11.5~53.3 A,
KRN LEER BT HE, HUBMEZ[2]. FEE S SE AN HE SNBSS IER—
SERCM, BEAS T IEH MA A TAR R 2 500 o BRI, R I %0 ) T el [T 1P T S8 W PR U 7 1) S B
SRT, BRI S R RAE, HAREWME. IRK L, PFP BINAIT kR %, IR ARMFE].
T FARMIT MY, R HUEH BRBEZPELANTIGRIT . SR —MEZERBITIE, B
HEZNTHUTR, $0 2 THERERGRIT[4]. JCBL RS T p 2 B0 KGR 77 R 2, AR (et i
MABYIHMEE, RN SRA L P B K AT ARIK[5] o 2B XTI EEOR f B IR T Jol BBl P T 7 P 7 7 i
JEHEAT T 288, DSOS SEER — 20 B0t SU SR L EIR K E -

2. M A & AL

IR 2RI 4, A5 A 22 RS L R 5 52 BIRIR[6] . mFh s TR G e, T RmitR
UL EHT 2/3 WRvE s Wro, DLACSBRATE BRI 70, SO, OB . R ORE R N AE R
RGNEIRIT IR RE e R SAE R, (BT3B 30% 0 AAFAE & AL EERIEIMEHI[7]. BTEL, 3RATTAG ZEEARS
Je B T P B B R 5 A B, SRR RT AN RR R AL, A B A i 1 o BARER 22 I, PFP
AL B B2 U RGeS0 LA Ul M ERRAS 2t PR IS R 3R 0 B
A2 BRI BRECS K, BEE PRI — PR R, & SEMZMRIRIE. AP AN a5 B AZ 1L [8]
PRI, SR a7 7 i R U

3. ESHATT A Bl M AR S AL
31 BFAETHEXSTRES

3.11. BEEHETHHEEFRET
— ki, P 77K T (neurotrophic factors, NTFs) L4 #il £2 754 i (neurotrophins) AT it 42 41 Jifg
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A7 B TE R A K F o NTFs AMY g1 4% 5AE 2% J [ # B A $2 i % S 48 [9] 1 B S M & 40 i
AR KE. FTAEEVIRR0], 43 NTFs ML FAMEER R, NTFs ZEMAFEMEEK
[Al - (nerve growth factor, NGF). f& Jii 4 i I 1% 1 £ 5 75 K 1 (glialcellline-derived neurotrophic factor,
GDNF). Jii 11 #4122 2 3% 8 7 (brain-derived neurotrophic factor, BDNF). #1475 K -T-(neurotrophin-3, NT-
3e)EW, TR A AN ME/E S NTFs RIEMIIE ST, 32 2 i it 73 41 i (schwann cell, SC) 73 & 1A[11] [12].
HLEF BRI AL A DA TR AR ph 2% M o it ORI PR, e (gt s iz 2 .

I JLAE R PR SRR, NGF XTIzt & ot HAG SCREAVE FR 80N [13] A HH S [14] 50T 58 KL, S50 IR
AAHEL, Ed ARG, B, AL WE. B BE. AREMESLERTIEILIAN, HEAh
NGF ] mMRNA F ik 7K T 5 0 . k9% i AR BRI BRI A W 2 W, B4 I SBORE 9% 77 AT U 3451
iE AR ) A LT YRR . BESNE . BT, Mhafk M E[15].

KB IG R F R, WA I8 538 3 a) R ORI EE T SCRC A0 22 45403 ) R AR PR DA SR TR, it &
AR 2o NGF 2 B ek HA 2 B SUVLAR M o T DAL BB I oa A e 15 WU AR 4k 332 3, 8 NGF
RIEIK AL, AP RIS DU A B 52 ) A . B [16]55 A L FL AT ST X B . Hh G
L BHAS WAL AR GDNF 5402 1H 1) GFRa 54 % GDNF-GFRo 5 14 J5 U Ret 244,
41N Ret-ShcGrb2 & I E G, 1Mij5 Ret-Shc-Grb2 & A& ARSI CE R, 4kifi 5] — K5
ST, REEFAMZFER, REMA e E . SRE 1715 K e R E R B4, E.
B BHE L B A R0R T B VR AR 280 5| A1 F BRI TR, R b 2 o B IR, HAB =L
B 5 F i GDNF R A e ik, HEMEGE PISKIAKT 15 5iBEA . 22 E[18]% K P4
BETAL B, e, A, WA FEAnRERMEZ P20 BDNF & E 3L, R AT HL e
AT LARIP MRS EAZ M Z T, RESHMANIEE .. FHR[145 R B, B2, e, B,
WE. HE. Sa s RS Egshizs), {15 NGF FRIE/KF3EE, NGF W EIfifA S TrkA 5
TG ERK, RIEZIMMAAUEF A . NS TE[19]55 R A NG YT S E I sh 200 5, Faill
] 1L 7% IR 40 2427 77 A1 (ciliary neurotrophic factor, CNTF)JF i H 5B 72 7 B B #E MR . Dk
[20145 2K F B BT A NTE T JE BRI RE R B, & I FBAEH T DAS e 43 4 49 42 1) IfL 38 P 2 A K IR - (vascular en-
dothelial growth factor, VEGF)Fl NGF ik /K F. ik FeR B, NTFs ] G2 &1l ya 7 T # £2 45473 11 )
Ry FAE N, BT LIRS NGF. GDNF. CNTF 28 NTFs ({88 /KF, A& & #2454 1
A, BETT IR I P A 2 SRR T T LA T

3.1.2. BEHATARBARATSEF

TRAE AT IR FU R B, BE AR 21 440140 5 3 AR A8 52 1 3 R b 4 i 7 A e R vl — S At o ) M e
AT B2 4 4%, Horf Foxo3a. p27kipl & bb e =5 S i) 9 R f 1tk 40 it SR 5 1R 1 [21]

Foxo3a 5% N 455 1 14-3-3 i@id PISK-AKt BB 4SS G Nz s 24, AR
A2 AR A R A s e AT (240 B G B [21] o M4 PIBK-Akt IBAEIT, AHARAR N 23 2E AR
TEIRAL I Foxo3a, k11T B ML T2[22].

AT [ 23] 55 R BRI A I S MR G 5, RJE Mibr 4R #1450 Foxo3a Rik# R %, BEI H
BERBEIKE IR . ARSI )5, AT LA # 2 70 Foxo3a RIA & TR M4 f AN, (it
MEIHIEE . PIBK-Akt-Foxo3a 18 % 7E 2 A ST T % 44 H 224 [24]

p27Kipl s Foxo3a ] [ &K, Foxo3a fI¥hbids BE3 5 FL A 0 40 A 3 G1 1 S M I i) 4 i
JE R B 1 ) 261K [25] [26]. Foxo3a W4 R] LLEEAZ N E A p27kipl 5 340 M A=K s . HAHRE K&
YAk T LB Foxo3a # s Mii R FFMK p27kipl 2k, Mt 40 M3 [21], Jr DASHE I i 4o 22 45 405
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J& p27Kipl %52 Foxo3a s /K-F T . HEWT o] BB BT HUET SEAR 1 TH A 20 45243 7 T 1 98 0 S I B
WO, WS R, B AL AP 20 B p27kipl THREASIIE, N Foxo3a frIiET i HLAT4H
p27kipl KIAE LA TEAR, HAHFTHAEE. Fik, HEBr p27kipl 25400 & B0 7k .

F#[27]5 R B A 205 R e 2k b p27 FIEWE, PR p27 E A A REE SRR IRDT
RMEITAE R, WG SR A0 M AR A7 ) SO A SR o TEBR M IR, p27 kKRR £,
AlRE p27 Z 54 JCI DNA SR . T &5 A K KR & ThRER E A K.

3.1.3. BEHEADHMST

HASRAIT FUR B AR 22453403 ) O P2 5 R M 2> T3 VDA G [28] . MR TS R MY 20 1 )& T 42 A R B 7
TR —FPER, 2 BAFAE T AP AL RSO - A RUES BB 7 15 SR A {5534 A [29] [30]

NERL U ES R 0 T RS R 0 T F IR P — 0, BEAAAE TR LA, LR, rsiRes,
SRR 7 0 B AR A AR [31] o AR ER 2] S5 W R DT A 22 4505 J 1 B HE ISR 4 L S R P 20 1 BRI
14d iE 2 i, MRS > TR G 2 XA TR . SERE i PCR AR INZ R BoR, faftRY
PSR T SRS R 2 T A2 2 E AR I A % I RB Y v . 25 b, TR 0 T ED
B2 Moy T HIRAYERIL . ETIRRBIOINT, T2 A% b b 2 AR 35 B 20 R IR 35 2R B G B 5 P 3R A 4
m, WAL LB R R AR RN Z RS SN, M2 BN R SRR T I RIE A
Ko T R ARIE T REAL AL B2 e B2 AN 28 70 B A7 I AR 2 125 SR Ak (K 45 5 s R fle it T A 22 P 8

3.14. BSAIBT EREHRMIGAR

b B 45%h % (E-cadherin, E-cad) )@ 5 8 R KRR N 207, HAMIThRER R IE TR Z 5 —F1 Ca2+ 1%
5[33], il BRI HEHAEME B E BT S 5 MRS ARG 543, 258 % (calmodulin,
CaM) @& EZE S RE M, Wil Ca2+Fr Rt &, (21 DNA. mRNA 8LV 16 %, M
BEAPE ) 73 2 P4 [34]

O i [35] A5l I S AL A T A 22 S R M AR I B s B, DL F B 9T, B i e b i
E-cad il CaM mRNA TEHI Mt RIE, HIEK T REmIER, HHEH2H E-cad Al CaM 4 BH 1420 f £k
W T PR, BB AT AR A T #P4 7T E-cad T CaM (& BRAN M, FFRe4ER R, M
e P22 e T RERI K

3.2. EASTAI{REE M ARIERS K B it

B W FE[36] 5 DL A 42 45 49 2 FF A [ AR BE OB HA B iy, B AR I g R0 1 978 V4 VA B o T o 22400
PAFERE IR TR D o AW FT[37] 57~ PFP B MRS B . IR FERS 218 k.

A8 A B AR R /2 B SENGER S5 [38] & B — KA MR+, wIE it & fAE,  ZE s i i Ak e
DA Ji Bl psh 22 45 1) s FIAE SR A b R # E BEAE R [39] . BRI BUIR A2 15 5 I N 2 A K Bl 73Rk
i FEF F[40], (EXHAZ S5 S M RS RS RIER, ERK @A 2 EEIEH41]. ERK N
MAPK {5 5182 —, MAPK {5510 : Rl 2 MRS ATSS, @i = B R R BT 57 5,
S 5T . B TS A A N

W [42) 5 MG AT VR YT B MR T A 2450 KR, A5 &I R fUH ST 4H VEGF RiAY s T B4 K
IEHH, p-ERK A THAA, 14 d fom T IEHAH. HAGITae A me@diEm VEGF /i, #ug
MAPK/ERK 4%, et &4 I . FIRHE A, £l i 37 i & | sh /)% 240, VEGF
RIL, (REEME IR A, K S s s F= P i s AR R, A s & e SR AEE R
WEe,
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3.3. B A{REEMARSHKRE

ABFIL[43] [441 55, AL BT, 2t BUARZ K AT A IR BE (BB A, FLAEAT B4
UEFHE A LB PRI S 52 0 o TEHRIE N T T B —, BRlid SO AR 2 A L PFP A8
HIHHHZ .

TR 2 A 7T 3Dk T [441% P B ULE 6 R0 I 7 TR S0 ST £ P, R L L2
4 A6 T 5 FL 6 B LA A R B 00 S22 [4)%6 4 A et . TR T IR D7, 460 SR 4L
R ABER A AR S, B AR E R, AR

RBILF, BRI AT DU e BRI R AT M S RO, FL AR R
4. BV

P EE PR T 7 DIRERY b, PEAANZIRI R AR T IEAAL.
T B2 Ik 2 B, ISR RE TN 5 B80168 -6 2 s B B, 28 9 2K 97 i UL A N 2 AN AL T 9 [46]-[48] . (i
TRIRMEAE < D) FE i “UREER X MANT BN ZFitm. R e 0, HmidE, XA
Fez, MHAHMSAWE, e Ofd. 7 HaTIURE AR FUE Rt msh 22 10 05 B AR S LRI /e, 4R
HRILTE ST IR BT ARZE 1) NGF. GDNF 4§ NTFs IRIAKT, AR gt s 7230k, i Hifs
BERE, AN RIGERE AN E-cad &, HESNSET-ANARIRPRITARE, it i S BRI ARG SR R BT 70 7 RIK KT
HATRIBEVNT VEGF IRIAACE, Ml E 5 o SR G PRP B 5 N IMAHETE s Bboh, st
R RE L SO M 2R B A MR M S T R T S S5 K, (B H RTALEIIE 7 QU AE TR B B, AT
TR B ARG LA N AME S B ST R R RIRAIR S . S5, Vi e 0 KA RIVGTT PFP
WIPER,  CAIEE— 0 B W RIVG )T PP BIALH

SE

[11 T, kM, BRFESE. A B PEEREE R RG], IRIRF SR e &, 2019, 32(4): 316-319.

[2] Baugh, R.F., Basura, G.J., Ishii, L. and Schwartz, S.R. (2013) Clinical Practice Guideline: Bell’s Palsy. Otolaryngology—
Head and Neck Surgery, 149, P13-P14. https://doi.org/10.1177/0194599813493390a16

[31 S5, Zahss, Howil, 5. BFRNGyT R E R ILE AT SR R[], BRIk, 2024, 43(9): 951-957.
[4] =R, £& XHFH, & AT S 2697 A E M50 7], AbathEZ R4k, 2015,
38(12): 857-864.
[5] FWLE, XIBHFH, XU, & WErayT A B s O B FCRERE[I]. LT P B A% A, 2016, 43(8): 1769-1771.
[6] HHR. HEWELSIEFAIMLL 5 8 fie. dbat: AR PA: R, 2013: 270-271.
[7] O, T.M. (2018) Medical Management of Acute Facial Paralysis. Otolaryngologic Clinics of North America, 51, 1051-
1075. https://doi.org/10.1016/j.0tc.2018.07.004
[8] FR¥E s, R, HEARFE, S, J& FIE HRER) € AL 12 W 5 b U R 45 597 R A SRR RIT 7T 9], o [ 2R B2 2, 2010,
13(19): 2160-2161.
[9] Smith, R.E. and Sadun, A.A. (1998) Clearing the Cornea with Nerve Growth Factor. New England Journal of Medicine,
338, 1222-1223. https://doi.org/10.1056/nejm199804233381710
[10] Z/NA, e, R, 2. SRR ER1E S PLRIET STt R[] SRR 5T, 2018, 43(1): 60-62.
[11] W5, K%, EFMK, & EHRE"TIE B E LR % IL-64. TNF-abl & NGF FISZHI[]]. L7 B
k&, 2021, 48(11): 174-176.
[12] Kuffler, D.P. (1994) Promoting and Directing Axon Outgrowth. Molecular Neurobiology, 9, 233-243.
https://doi.org/10.1007/bf02816122

[13] Spector, J.G., Lee, P., Derby, A., Frierdich, G.E., Neises, G. and Roufa, D.G. (1993) Rabbit Facial Nerve Regeneration
in NGF-Containing Silastic Tubes. The Laryngoscope, 103, 548-558.
https://doi.org/10.1288/00005537-199305000-00013

DOI: 10.12677/jcpm.2024.34191 1354 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2024.34191
https://doi.org/10.1177/0194599813493390a16
https://doi.org/10.1016/j.otc.2018.07.004
https://doi.org/10.1056/nejm199804233381710
https://doi.org/10.1007/bf02816122
https://doi.org/10.1288/00005537-199305000-00013

EY, S

[14]

[15]
[16]

[17]

(18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]
[27]

(28]
[29]

[30]

[31]

[32]

[33]

[34]

[35]

[36]

[37]

S, B, BEE, S U AT RO 2 P AR R R G U S e AR R T mRNA FRIERIFZIA[J].
rRAE B R S 5 B 2k 3, 2000, 22(3): 29-31, 66.

TS, ke, A, & AR EAME AR SRRt ] SRAT, 1999(2): 111-114.

FBY, TSI, sk, A5 FERXS T A S 4% T GDNF. CHAT Rk fsmi[a]. IR e B4 5 2%
&£, 2018, 27(12): 1278-1282.

WEh, MLH, RFW, & RIMEIREMEE IR F T/PISKIAKT 2% 2 5 R EHE E T # 4 FE S A B S i)
M EAR]. P EA TR, 2020, 24(7): 1094-1100.

LZEM, DB, BTA, 5. 7O s o B AR S8 i a2z BDNF Isgma[J]. &R IG R 2% &,
2006, 22(1): 44-46.

INETE, ZBE, KA, S5 SV BA N T MM ER i CNTFR R[], 107 FEEA &, 2011, 38(11):
2271-2272.

ok, MINI, R, 5. A A NRHLN K RIS 80 B A B E [ 17 PR 2R E 2R, 2023,
25(12): 107-110.

Barthélémy, C., Henderson, C.E. and Pettmann, B. (2004) FoxO3a Induces Motoneuron Death through the FAS Pathway
in Cooperation with JINK. BMC Neuroscience, 5, Article No. 48. https://doi.org/10.1186/1471-2202-5-48

Fang, L., Wang, H., Zhou, L. and Yu, D. (2011) AKT-FoxO3a Signaling Axis Dysregulation in Human Oral Squamous
Cell Carcinoma and Potent Efficacy of FoxO3a-Targeted Gene Therapy. Oral Oncology, 47, 16-21.
https://doi.org/10.1016/j.oraloncology.2010.10.010

Hersh, WEr, RFNL, % YCKEFRA O WA 3a A1 p27 PREGER (MM 1 78 d ST ik i e 28 7 A (K B F
F[A]. b, 2020, 42(6): 902-907, 961-963.

TRIEAE, BRORES, wifH, 4%, FoxO3a % K1 5 WU U RO 45 i wt 7ot e [J]. B2 20t 72 A2 4R, 2016, 29(3):
327-331.

Nho, R.S. (2014) FoxO3a and Disease Progression. World Journal of Biological Chemistry, 5, 346-354.
https://doi.org/10.4331/wjbc.v5.i3.346

Wrdz, DRWEAE, R, 55 FOXO3a HIiREHLE] 5D fe S AR GRS [T T AR EE27, 2019, 40(3): 455-458.

F5, TE&F. KRS EERGITEM M0 p27 EAREMFMI]. EERKEEER, 2011, 40(10):
894-896.

wERY, BB, XIH, PVER, 5. BDNF X omlv) & se & HAE R e 7E[d]. HsEES, 2009, 25(3): 312-314

FELLL, RIS, ML, . KA B K RMH L N-cadherinmRNA 1133k M & X [J]. FF RSG5 24 &,
2005, 22(6): 538-539.

Saglietti, L., Dequidt, C., Kamieniarz, K., Rousset, M., Valnegri, P., Thoumine, O., et al. (2007) Extracellular Interac-

tions between GIuR2 and N-Cadherin in Spine Regulation. Neuron, 54, 461-477.
https://doi.org/10.1016/j.neuron.2007.04.012

Van Marck, V., Stove, C., Van Den Bossche, K., Stove, V., Paredes, J., Vander Haeghen, Y., et al. (2005) P-Cadherin
Promotes Cell-Cell Adhesion and Counteracts Invasion in Human Melanoma. Cancer Research, 65, 8774-8783.
https://doi.org/10.1158/0008-5472.can-04-4414

WL, AR, B, XK, Bk AU RTINS RS TSR B 7 SR B TS BB TR IA ).
1 [E] 21 2R TFERF 4T, 2015(37): 5978-5982.

Wu, F., Kumar, P., Lu, C., El Marjou, A., Qiu, W,, Lim, C.T., et al. (2015) Homophilic Interaction and Deformation of

E-Cadherin and Cadherin 7 Probed by Single Molecule Force Spectroscopy. Archives of Biochemistry and Biophysics,
587, 38-47. https://doi.org/10.1016/j.abb.2015.10.008

Petersen, A. and Gerges, N.Z. (2015) Neurogranin Regulates Cam Dynamics at Dendritic Spines. Scientific Reports, 5,
Article No. 11135. https://doi.org/10.1038/srep11135

s, ERE, FEB. BT ARSI 5 L B B R AN R AT A 2 e RIA R[], SEH B AR,
2019, 35(1): 51-55.

Cui, H., Chen, Y., Zhong, W., Yu, H., Li, Z., He, Y., et al. (2016) The Asymmetric Facial Skin Perfusion Distribution
of Bell’s Palsy Discovered by Laser Speckle Imaging Technology. Clinical Hemorheology and Microcirculation, 62,
89-97. https://doi.org/10.3233/ch-152006

AR, Z0R, XK. JUR R LT 8 MR 2T 4t 8 3 BR A 9], o [ E S e Sk 3519 MRL, 2010, 17(5): 240-
242,

DOI: 10.12677/jcpm.2024.34191 1355 I RS PR = 25


https://doi.org/10.12677/jcpm.2024.34191
https://doi.org/10.1186/1471-2202-5-48
https://doi.org/10.1016/j.oraloncology.2010.10.010
https://doi.org/10.4331/wjbc.v5.i3.346
https://doi.org/10.1016/j.neuron.2007.04.012
https://doi.org/10.1158/0008-5472.can-04-4414
https://doi.org/10.1016/j.abb.2015.10.008
https://doi.org/10.1038/srep11135
https://doi.org/10.3233/ch-152006

EF, S

(38]

[39]

[40]

[41]

[42]

[43]

[44]
[45]
[46]

[47]
[48]

Senger, D.R., Van De Water, L., Brown, L.F., Nagy, J.A,, Yeo, K., Yeo, T., et al. (1993) Vascular Permeability Factor
(VPF, VEGF) in Tumor Biology. Cancer and Metastasis Reviews, 12, 303-324. https://doi.org/10.1007/bf00665960

Zhang, N., Chen, J., Ferraro, G.B., Wu, L., Datta, M., Jain, R.K., et al. (2018) Anti-VEGF Treatment Improves Neuro-
logical Function in Tumors of the Nervous System. Experimental Neurology, 299, 326-333.
https://doi.org/10.1016/j.expneurol.2017.09.008

T, Z&aE, AGES, %% VEGF X/NE SO NUEESE G O A0 AR S35 45 AR (E A (3], wP BRI 2 L
B2k, 2020, 12(9): 1071-1074.

JRZES, BRBk, PREEER, & MW ERAKFE Tl PISK-Akt A1 MAPK-ERK i B84/ i3k Fixi A5 8 K B L& B A= ML
HI[]. HEZEELE, 2019, 39(15): 3749-3752.

e, PSEH, WL BT TS BT R IS AN EAD]. EHS TR, 2022, 26(11):
1728-1733.

Pt RS, N, 55 SD KR T R B AR AL AR [3]. b E R S e e AR A, 2016, 21(3):
131-134.

BRT, ML, sk, & BEXTTHM S TG R A S MEEN]. LT EARE, 2011, 38(4): 735-736.
Xrgz, TR, 1FrEr, & AR Rl S8 B Es i md]. £ A, 2017, 42(5): 423-428.

A, WA SR, THME ST ARG B S o S P el R e TR R (R ) BB W R U L8R [9]. R BRI PR 9, 2015,
7(5): 35-37.

FERR 7. R 45 5 O RLVE S i 7 L[] 1R [T 80 I[0]. FhEEAMAZR A, 2010, 19(2): 19.
TR, SRy B R I AR T RE[T]. BRI PR 2% 5, 2010, 22(8): 747-749.

DOI: 10.12677/jcpm.2024.34191 1356 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2024.34191
https://doi.org/10.1007/bf00665960
https://doi.org/10.1016/j.expneurol.2017.09.008

	电针治疗周围性面瘫的机制研究进展
	摘  要
	关键词
	Research Progress on the Mechanism of Electroacupuncture Treatment for Peripheral Facial Paralysis
	Abstract
	Keywords
	1. 引言
	2. 周围性面瘫发病机制
	3. 电针治疗周围性面瘫相关机制
	3.1. 电针可调节相关分子信号
	3.1.1. 电针调节神经营养因子
	3.1.2. 电针调节细胞周期调节因子
	3.1.3. 电针调节黏附分子
	3.1.4. 电针可调节上皮钙黏素和钙调素

	3.2. 电针可促进血液循环及废物代谢
	3.3. 电针可促进面神经形态的恢复

	4. 结语
	参考文献

