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Abstract

Neuropathic pain (NP) is a type of pain caused by lesions or diseases of the somatosensory nervous
system, classified in traditional Chinese medicine as “pain syndrome” and “bi syndrome.” Although
studies have shown significant therapeutic effects of certain analgesic traditional Chinese medi-
cines in alleviating neuropathic pain, there is still limited research and consensus on the overall
pathogenesis from the perspective of traditional Chinese medicine theory. Therefore, based on the
pathogenesis and clinical characteristics of neuropathic pain, explores the developmental process
of neuropathic pain from the perspective of the “phlegm-stasis-deficiency” theory. It systematically
elucidates the theoretical implications of “phlegm-stasis-deficiency” and its relationship with neu-
ropathic pain, providing a deeper understanding of its pathogenic mechanisms. The paper proposes
a traditional Chinese medicine prevention and treatment strategy of “dispelling phlegm, promoting
blood circulation, resolving stasis, nourishing deficiency, and strengthening the body,” offering new
directions and insights for the prevention and treatment of neuropathic pain.
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1. 5|8

L B PTG A2 E KA TR 0 1 2 2R G AR AR O S RS AR 1], LA PR 128 R e 4 22
SRR RO S R A 2 A R XUS SRR PR R A o R O SR B R EOVE ) B PR, s
Y RPRRE2], AR AR TR O ORI o Aol 85 B A 1) P AR R AL B A A 4 X Bk A
SN AREAL[3]o ImPRIETT X BESRAR I NI PEIREIR A e A2 I3 BRI PR3 11 50 ML A g DRAR AS 1) L
MEEER, Bl W T RE rp B2 25 e AP 220 BEVE PO VR YT o B B O BURAE A, OF BLRIE RN 4]-[6].
PR Z Hh V8 B2 45 45 ) 7 S 0 T B2 v A 22 R 38 0 i RV 7 /K AT A [

FRZ P PR PO AL I B2 b R T “ORIE” L “OBAIE” SEVERE . AT FUR I bR v 20 o
PR3 B P B BT 30 7], ABAE rp BE R A TR T 1D H R A LB AR R 1 R A 2 V2 AT ST A
SR BRI, AR TR 2 B PR K AOM ML R RS i, N IR - S - BB B EEER T M
BEPEPORII R AR RE o I AR GERRE B - i - KR BOBER PR DA I e B PO 2 TRV 0%
B RN T RE AR AL .

2. “H-W- BT HERIRRE

CRT T R L T, (BSOS hRE]: CUE, JKEEWY (8], RAKMIESIAPIRE . X
B VIRBVRRE, SRONTKBER B ANE » 2 AL RAEHZ AR rpoat “9R 7 BEAT TIRABIRE91[10]. (R «PF
PIRIR) R 57 KTRAEN T H O e e M T R XU AR TE oo -+« N B TR HOR A fi oo XL
(<3 BURSKITRRI “ARK”  (CEBRER) FE TR 7 “WR0CE, JURGMZ”, JHelT
R MR (ZRIRRIETTIR) PIRE) CNZAERE, R EANE, AUk, BT, 7
AR SE DRMAFERR: (FHEWE) fath: WK%, Sit, BRI, ZREA”, Nk
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MIEABIE R BE T ARl . BT WL, 58 B AR S WA K IBA R B AG L S R ig 47 B B A 96

«ﬁx%?»#hﬁ:“ﬁ,&mm”m,WﬁTmmﬁ%ﬂ%&ﬁof«im-ﬁﬁ»¢%ﬁz
CHERE T A 2 N, A BKANE” A TR SR MO R (%EIR) HhERE. KB
VA ol = RURLE HNRIEH, DUBSE T R @ % FE 2. LR, DUKPBHBEZ, SR
W, RIETMAGREE IS (RIEREEZ) b5 “VINREHEL, ANIMAGNLE - AR
7, VLA AT S ECMAES, RIS Rk, S, M. MEEER R ST A, #E
TR TR AT B . FEIAREE S, X T “8” G 5 7k 0058 S0, AFEH M A ML o i 12 5 B0 1R
AEPE ), B TR R R T IR MRS AT AN BORs i A @ RS, 8 TR 11] [12].
X E A EREL, BRI KR.

() < WIPRESLIR) hfath:  “ABREIISE, FERIFE” o XER) “/B” FEIRRENBE S
T3 8 URH EL 4 i 2 HE ) — B IE SRR AN R BRPIRAS[13]0 A CEEARGE SR ) H i “ RSl Mk 55,
PAREAIE” DL (BRRE) hi R, IEAAR, ﬁF%w%Z”#%ﬁnﬂnﬂTuﬁﬂ,
MNESMEESS . PR, EAA R EH %ﬁﬂ%&mTﬂmﬁﬁ WEE . BRERSE. MmAEIAEE
%* YT R RERfREERIUNIVERRS . R L BT BRI DI REEEIR, WM. 202 1 AR B )RR IR
1B, PUm R SIRRAC, AT 51K &M o

“%”E“m”aﬁﬁﬁﬁmﬁﬁ%$,_%Tumﬁx%ﬁmﬁ FRAEME PR SNl TR Ik

SEM RGNS, MR FIAE, it B8 SE A AR I A e, IR (FRHEO

& ﬁ KO Brut: “CERBRAR, EFREOR, PRI, BRI [16], FAAHEAZL, FLIER RO o
“HE7 RIN—MARIMEET . IEIREZERS . IESAR A R IR FfE, BSSEUE. A
B, = AHELREA, 55 PR ISR BRAR G o SR SR« RSP AN 4%, SRR, R
CATENE 5 A AS L SR PR S BN 24 k5%, SRR, B CARZENE” o X s
ARZS Z TRIAH B OCHK, e [R] 52 W 25 i 1 i e IR F 2 B

3. AR R A RHLE

PRI BRI B RO AL S 2%, 2 B rPRX A A A U S5 P A D7 T HhAX B i R kA
R RBAENG N RIEFF AP SRS N R I B2 v B . L 32 BURRAE G4 Tk e RS By
AIEE N, VLR AR oA pR 2 [l 2% (R D BRBG 5, (RIS SRAMAM IS 17]. B BETS M 2 (E B AL AL 5 1
WA TR, DAL, 6 B oA B 2 o 20 0 B P o A AN I B AL L 2 SR I i
PR A 22 0 A 22 0] B T e S S 0 . B R K UL 1 OGP IR ELEE R A S N- R JE-D- R T & 2 BR (N-
methyl-D-aspartic acid, NMDA)SZ K [0S FF I b o-Z( 5 -3- 58 55 -5- 1 JE-4- 7 4 T 2 (a-Amino-3- hy-
droxy-5-methyl-4-isoxazolepropionic acid, AMPA)SZ A4 [ RFEL4H N [18] HME B2 F8 EA AR 52 31 457 5 14 )
éﬁﬁT P BSOS, B T A TOAE NS S I BUR IS 8. X RIS RR 1)

PERIRRURAE X T 1 A RS BB PR AR 19]. FEAMNERE S35, WIgfEN C 4R H
{Eﬁ WE BERE RS20, Sl i B A PRI AE M A T Ik E2 40 B Bl A1 A e BE AR, I
B R RREN TR, IR =82 (Adenosine triphosphate, ATP). 223k (Bradykinin, BK). #1484 K K+
(Nerve growth factor, NGF). 4% (Interluekin, IL). fiJ8 YA ZE Kl F(Tumor necrosis factor, TNF)&i%.?
(Chemokine)%s, FHAMNE FIERAZ ZHEAL[20]. FRERAE, LN BTAIMLEOE R, 23X N R
HEIRG R E[18] [20] [21].

N 5T A o TR P 8 R G T ) S R A, R A e BRI AR R AL T R 2 S . NI
MM TE OIS fe il a3 25875 [ 7 (Interferon regulatory factor, IRF) 8-IRFS %% fii_FiANEM P2X4 SZAKH]
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Rik. P2X4 ZAKTT LGRS ATP S0, AT B2 o 240 B T 5 2 e 28 42 K R 7 (Brain-derived
neurotrophic factor, BDNF). BDNF 7E #1275 2 M &/ ML 4G Qs M 1, Bl/EH TH8E 1 2
220 L LER B I AH G B(Tropomyosin-related kinase B, TrkB), fRffi#f &1 - S & T HiLiEik 2
(Potassium chloride cotransporter, KCC2)[ ik T . X FEAM M B FIREERIE N, 85 IR &1
MeRs, fEppEenfEsZ 8 y A8 TRAHERAME, WRERBIRREE DA MRS . X—id
PR T I A PRI I, BT A S 220 B PR IR R AR AR e [21]-[23] 6

4. “BR-B- B SHEREMERHXR

BRI B POR B AU AR 2 R R, (HAREBG 77 ZAMBL AT 250 H RT3 A B,
A3 R IR A 2R B R AT AR 2 A 2 A AN PR AT B S A . PR EA B . BRI
LRI IOLY, ERTRTIE RGNS BRSNS 1T R B T2 B AR Y
RS R AR R, BATQRFESE I T “9K - 08 - B ML, P OB S AL 22
TRERPE PRI AR b, T R U A L AR AR A

4.1. FEREE ALK/ ZIR

MARBEEERIABE T “WIE” - COBNE” 2V . MR EEAR P KRR BITRE T, FEAR
RERT DA NEUR R 25, R O R EE =Y. — 5, AREARANAL, HmitE%hae, S
I ) IE A AR, S EUMEE RS, [FIBT PAEBAR, P WA BAC A, S PH RS, S % A%
MY 55— 5T, KA RER S, EUARIE S, TE/HEaRg M Esl i 1B 51847, FEUE. S0
PP T4 N, BKEA, M ISR B ER R, 1B (M <« BHig) s “9RAANR, 51
ZATH, GEEEL, MONIE” [24]. PL=XAREEE 0], FERIUH BB el B o A R B A 5
REAIE DA R RS B A VIR, K% SR SR SR . 2 BN @ R AL[25] [26]. IEHER, 2532
T SRR S B A 4 3 I b S5 4 FH 1 A 24 B 0% S 32 00 ) e 420 0 B A 1) R A BRUAR AL (27
(28] DRI, 958 S8t LA A0 Sy o 422 g M A8 ) R0 2 Ao
42. ESTEALZRZAE

MR B TR s, MRKHEIRMARIER R T E. ERESLRITA. FRFR S
PLEKARZ A, Xt NRAE LD REM S SRS, AEXT AR S [29]. (M - flvkie) s “IEX
EW, TAT T 7 AHY AARIE XS R 55, A 2MEMA, FENEMELK IR mE, &A&5IRE
. PHEMSRIEMEEIRRE, EAMESEE AT R KM, SEIERAEgFES, [uEthz
W, WAL R ukiaiEs:, BOURENE, 1B (R « 2990 1e) Fra . “HRar g, i)
S o AN, 1Y RIT A RECORFED . FBRR, AR ST RE, RES) 1SS, T R R
W, RIS B, FERITEZS N T s, FECR@E N . Rk, 1ES 7 0 T & E & 0
HIRFEURZS, B RIRIIRA

TEMPETR B R AR R e, SR IHARNL C8, IER T RANRRZARIR, =4 —fk, 3
[FN R, BRORSHEE, NUAEE, FLAGERRE, RApSERES, BHEIE, RASBRRITEAR.

5. BB, EIWH, HNERERHEMERIEMERHERR’

FEAPAEPEPORARAE T, B S = AR B A TR . ML AL, A IS G
DEIAAH B R LA R o 5 P8 X — R WIS A DL R A 280 B SRR (K i PRI, SR IR IR I 2%
WAL A REFRIERIRE, A B TRV . 1507 HE 51 A AR S e -

DOI: 10.12677/tcm.2025.145323 2165 HRE 2


https://doi.org/10.12677/tcm.2025.145323

5.1. BRRPHEBYM S RHRRYaMEREN &R

WU R IAEIR L 13 I 24 FORI R 24 v R0 1 1 40 AE 7 V8 PR BEME P T R I R . o,
FR A S TR o402 B iE IR R R AT X 3248 B (liver X receptor B, LXRB)FAIAH R ARIRIE, FIH|
PRBE IR S, AT /N R S5 B R R i A, T9U807 ok 2003 BRI PR I & AR (307 [3 1] 15w B 28080 )1 25
RREFEAC T P2 RGP A A K7 NGF RIE, M aai(32], HAEUREH T Re 53061
PR S R 04 T R A H U BR (PRE TS T 4% D P RN ) P S R BRI I B4, DA R R4y
IR A PR T BUK AR BUL RN AT R [33]. 2P R 2 PR AL A R sy 2 —, Re s i i) B 2R o 24
Roigth, LEVTERAE BT R F 1 (silent information regulator 1, SIRT1), 14| p65 ) ZEifL, F&{% NF-«xB
BT R, KEPURBURIEH[34] [35]. UbAh, BEEFEEE T LA NI B A IE A, BEAG IL-1B.
IL-6 F1 TNF-0 7KV, D055 S0E IR N TR [36]0 HRAL S B i 40 i) 6 BE 7K~ 48 i AME 5 1 17 I (Ex-
tracellular signal-regulated kinase, ERK)F1 P38 22%4 i i& 1k & 1 ¥l (p38 mitogen activated protein kinase,
p38MAPK) WAL, N BT AN MG, KA RR[37]. BT R I AT AT 251t ik idk
PN B EPEIR(38]. 734h, REHAIRIER(39]. LHPHIEHKMA0|AREARLRK41]. FA
PRLLER[42] R4/ TR I [43 5 A IR SE ] 2 5 AT 50E,  FLAT D7 16 P 483 B 28 1) 24 3
R o

5.2. PAESPAMERIELER

MAIHMIELE A R S, ASImEE. A, SR, EHR. BRME LW ZHR, BA S
FEP S I LB 2% 1R D8 IARHE e R I, %75 Al I8 HIH c-jun 225 K 3 4 (c-jun N-terminal kinase, INK)
5 B A ERK {5 5 18 B A 5 10 TR R 40 B Ts AL, IR AR R 98 0 S B T B A Rk, R A BRI
[44][45] [RIEF, EIdRE@ I 3] P2XT A5 A /N i o 24 P vis A 5CSEe W JR 8 K B A 448 B 1 A i [ 46
SRIZ AT (RS » BRI IS & #oe. HESE 12 sR2GHk, B WA
FE R BB IR Th R 1Z 5 T N RPE SRR 4L p38 A MRIE, FHEREMZ RIE &N, HHl CCI
KPR BL[47]. WFFIE I, SIRIEHSZ a0 SNL K B e & AR ol %, egHiz
BYjRE[48]. AL, HAME T Wy kIR IT[6]. AETHEH[49]. BmEERTIMZ(50]. BkiA[51]F5Mpk
UE ST B VR #R4  BEAPE OR BAA — R .

DL 25 SRR, 500 v 24 B AR J 2 7 6 T B 7R A 4 s B R A SRR AT RO, Xl Re 5 A
HAREFEL . TGS AN REIR IR S5 TRk UL e e 15 e B i 1, o5t JOE S0, s b e A b 2%
A
6. BE

LB BB TR T IR . OBE” YERE, ARSI RE RN K - - R
WIf ARG R . AEPORRE R, R EERIENEORNE, XREROMREL ™). R BT T8N A
R, REMRA. I PR, FEMALHE, AMETRIE” K EEZRTIA SN, T LRA B - i - R
ZH IR SR, BB SR T 200 PEAE PR S AR 1 77 13 AR R
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