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(Abstract] Parkinson’s disease (PD) is a neurodegenerative disorder that poses a serious threat to the health of the aging
population. lts rigidity and bradykinesia correspond respectively to the Chinese medicine concepts of "sinew tension" and "muscle
sluggishness". Traditional pattern differentiation and treatment have largely emphasized kidney deficiency and marrow depletion;
however, obstruction by phlegm and blood stasis persists throughout the disease course and constitutes a key contributor to its
protracted progression. Drawing on relevant theories in the Huang Di Nei Jing (Huangdi’s Classic of Medicine) and taking the
pattern of "sinew tension and muscle sluggishness" as the entry point, this paper systematically elucidates the pathogenetic
evolution of PD: dysfunction of qi transformation in the liver and spleen constitutes the root, while obstruction by phlegm and blood

stasis constitutes the manifestation; prolonged stagnation subsequently transforms into toxin, which damages the brain collaterals and
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ultimately impairs spirit activities. This progression reveals a dynamic pathogenetic implication characterized by "deficiency at the
root and excess at the manifestation, with obstruction leading to damage." On this basis, the paper further summarizes the pattern
differentiation and treatment approach of Professor YAN Yongmei, a Qihuang Scholar, together with her experience in the use of
formulas and medicinals. Her approach centers on transforming phlegm and eliminating stasis, removing toxins and opening the
orifices, and relaxing the sinews and arresting tremor. The aim is to establish a coherent framework linking theory with practice for
the TCM pattern differentiation and treatment of PD.

(Keywords) Parkinson’s disease; sinew tension and muscle sluggishness; obstruction by phlegm and blood stasis; dishar-

mony between the liver and spleen; pathogenesis exploration; pattern differentiation and treatment in Chinese medicine
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Table 1 TCM implications and treatment of pathological factors associated with

"sinew tension and muscle sluggishness" in PD

o B 3R R EERTHLIA T

FE R R I MY E R

JFWRSCTE  AFAGHEME FF A R, A A% s IO fdis , AR Z I, MR Toede 200 SIEIR G AR

PN ERRRIE BN 2R, B AL
PMBHL,  HUARHT , AT A, 4k 57
PP PO ELES IR 2t et , <l A2 B
HRAALTE B ARIMTALEE , FiLR T, Bl 5T
UL BRI S, AL

Wim WIS, AT

R IAKE, HRAR

PTG, 25357 1M
PR B, i Mz I
TG MLARE, 25 A T

BRI S BOREE SIEARR
JBCPAREERT 3% S A

B R B3 2l A [ PRI, 3 2% 1L B
RERITIE 2 2N J7 R0 i RE L, B4R E <
SREEE ARG OARIBE TR RERE s , 25 BN
JULSE B R RN AL 45
SVEIRGE P IR XE a1 UL

3.1 BE-AEEERERSER RIS

a— R filiA% 2 1 (a-synuclein, a-syn) 7% R4
LY I i By /AR 2 PD e FARZR A 1) B AR
BZ—, BEENTTEERW a—syn 2 [ W -7
KRBT, b AR B A W AR S A
8507 3, B | a—syn TCRERA ROEFR N
KSR BURE Ak PD R 42 v UL
PRAHSCE HIAD | [ A ARAE B | 7R -3
R R GED B 240, e o1 J42 = 1, il sl
Yy B IF 25 F 4 2 1/ Une -51 AE G 1 (5 538 %
(mechanistic target of rapamycin/Unc—51-like kinase
1 signaling pathway, mTOR/ULK1 ) & 1#¥E H LT 50
A E ™, YTl R inE R LECE Y
I(mechanistic target of rapamycin complex 1, mnTORC1)
o P B A WG 1 Beclin—1 35 TR, A
WIS ARG, ATTFRAIR csyn BT BRACR, S dt HoAE
M2 TN IR A, WFFE 7R, R Beclin-1 T 455 H
WG E IR RE a—syn BOREARRT, $718 H WD BE G iy
TE a—syn RN AR HA B 2AEH],

MR B BER , S R A R
b Z BHLEARE L, SR S Z AR, M2 BT
Bl AU EOCIE A5 1514 , 2 ShiR M 4% iz
FraZ B, DT B A LK 3 3 w85 15 sl S 3l TR XA
B S pal UL, A R RE A2 15 T S B0
MR AR BRI BEZE AR B T 012 TR RE
WAy B T PD az shAERA 2538 ZofE LAZE A (1
TR AR, PITEIRY Y s Rk Gl 25 191k
AR MR R, s fia a2 KM,
3.2 FREZHSAE ) 44 55 % I FR 4% B SREX 3R

PD 19K R A B 2 L RER 22 JCIR AT

PEAS IR PEBER B R RR 2 SE SN, WIFFERI /1N
JET A Bt BE RS 2 PD AR SR E Y EE R IR Hm]
I Toll BERZ AR 4/8% HF kB(Toll-like receptor 4/
nuclear factor—«kB, TLR4/NF-«B){& 5 18 I i5 5 i
JREIRBEIN F—a(tumor necrosis factor—a, TNF-at) |
F 21 94 25 - 1B (interleukin—18, 1L-1B) . FH 40 g/~
# -6 (interleukin—6, IL-6)%5ZFh{E 4 1440 il K+
AR, DTS RSP SR A S E S PR, 7 ALl
| NOD FESZARE A FAHOCE 1 3 JE/MA
(NOD-like receptor family pyrin domain containing
3 inflammasome, NLRP3) Y20 %% 55 306 ik — 25 ik
RAL(E T, MR 22 IR RERR 22T O, 522 00 RAE
FOWAL EHAR FAZTT, 30 ] 500 i 1148 P B 2
AE , FBUR G ER FRAF,

I B TR A 32 BEL S RAE A TR 2 SR T B
o BRARZES AP B A BT 26 AR L BEL2%% | 24 2% i
i3zt #2551 2 Sis s E e IR 2 2
B, T 2B Ry sV EIR 22 i sl PR B AR . 1
e L A B A8 PR 2Lk R AR L, I R REPD
iz S BT A R . NI 7RI A vhE
BRI ST € 223 | S NN AN TS|
PRI AL S e it il LR SR LB AR
33 ZMERERTIKESSHMNENRLRET

BEASUINAS B A S AL b Zh RS 128 7 % e
L5 B BB B, AT RE -5 GOk AR B 4
R, WFFEFRY, PTEN 55405 1/Parkin /5
HYZRIA [ I5E 4 (PTEN-induced putative kinase 1/
Parkin—mediated mitophagy pathway, PINKI/Parkin)
SEAEFFARATR S A EHLHI, 21200 B2 B
TRE S 1 B ARLAHE L S BHIE B T 7ERR 22T



1672 TR B 25 K222 4L hitp://hnzyydxxb.hnuem.edu.cn

2026 455 46 4

FREe B8R 2R A R] 7= 2L i 1 75 PR 4 (reac-
tive oxygen species, ROS) 75 W il (4 AL i
IO, It — 2D e Lok A S 20 M T RERRe A, 5 ]
i, LA 2 (0 B S A o o B —— A% I 7 B2 A
KT 2/ LT R NA -1 (nuclear factor erythroid
2-related factor 2/heme oxygenase—1 pathway, Nrf2/
HO-1) 38 g5 M R B, Il 585 17 X A5 1 1 B g
I A2 TT R AE T RN | 75 S 4
Tt P LA 2T,

MR EE AR BE AT, M BVRAS BAT B IE
B N A B AR A BRI L, SR AL R4S
A BILAEL . 350 A B I3 5 I 2 e, AN R i)
SUMLISAT , AT PERLAF LIRS , AT Dk e 2T L
AR s, NIRBUN A 2 5 BRI, BLNME
ANTE PD RS AR R BRACBR A , 1 2 0 4505 it
MLRE G WA 2 0k A BT BT AL bl L ) 45t
(VAR B =Y S

g5 LRTA, A R DI RE R A A28 JAE X
07 B SRR 5 25 BRACHIESE 45 2R, 7T 53531 A& e Je
45 L RH 2% K REAUIN 45 55 A O PD SR ALAR it —
E MRS, I 2315 A= i BA R 2 PR R ]
TR % O o e g B RE A, DT g AR A

TEIE 5 S BRI RS S e S R, N
L5 BRI — Fh DI RE 2 ] 1] 45 A4 461 03 e AL 19 231 ik
2% H = 2RO LRI B OGRS T 1,

4 DLERIER R HIEE S A LB O R
I i 3R Pt

4.1 BN RARRE, BT

PD R IE , i J® AR HE AR 52, ¥ )7 Al P T
WEAN BRI , 11 17 SR ATAS AR S — R LR LR TT o
I WkHFRRIA | N AR Ry 51 P A 25 ) G B
MR, [RI s, 7 LRI [ AR =2 22 538 2o i 4%
EF RO, A ABIE b b P
A, BT P8 9% 75 " A LA 1 AR B,
TR 5 B LB Be B kAo 320 2R 376 % | O
Hh S 5 A G B R S A T M DA b Ty R ) T
s

A LA S, RIS AR R R
AR, 55 5 22 I A e, & R, DKo el
2 SR PR RELER i, SIS 25 LU 2 AL Ol 5 iR LAk
PeA Iy I LI 2% o 3 A DUR KRS, ST RS AR
Mm#EfgE, AR E, RIEEE =)
Bl GEADINME, RN ZE B8, TR, & HIR,

[REEMENETH] [IACRPRNHIEH]
(M. £&] L2tEmER: BSas]
FESE, SmEE ERAGEE L EORSAS

L
[£RAE: 5 (BREL) 1 [ERME: FHECER]

" = y SEBETR BRI
RRRE, EHSH | | #5GE, nTTE Sl Tt ] N RAREE
& & 4 4

LREME: M%)
% o ’ SRGEMANRELENES GBS
- ! PINK1/Parkin®fl, Nrf2/H0-14)
& &
[sRER] [FELE]
wans S ERERSTAT
[3FERTTRERRE]
€30 s ] (BELES]
FFREE, EEas Wk, WESHIT
ERTFAERS. AEAENKIEEMNE. ERTRE. AR, HEEENRRELEE

1 “BRVEFE FRMEERT P RAR NP ERARNGEETER

Fig.1 Schematic diagram of the evolution of the TCM and modern biomedical mechanisms

underlying "sinew tension and muscle sluggishness" in PD from the perspective of "obstruction

by phlegm and blood stasis and toxin—induced damage to the brain collaterals"
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