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Abstract

Retinitis pigmentosa (RP) is one of the most common inherited retinal diseases, with a high global
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incidence rate. The underlying pathological mechanisms involve degenerative changes in the optic
nerve and progressive damage to the retina, initially manifesting as loss of rod photoreceptors, fol-
lowed by cone photoreceptors. The pathogenesis of RP is complex, and no single effective treatment
currently exists. Traditional Chinese medicine (TCM), based on the holistic concept and syndrome
differentiation, demonstrates certain advantages in maintaining visual function and slowing dis-
ease progression. This paper reviews recent studies on the treatment of RP with TCM, focusing on
the pathogenesis of RP, herbal medicine treatment, acupuncture therapy, and the combination of
acupuncture and herbal medicine. It also provides an outlook on the shortcomings of TCM treat-
ment for RP and future development directions.
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1. 531§

ALY JE5 71, 25 45 14 (Retinitis Pigmentosa, RP){FE Jh—Fftist 4% S o 14 A0 9 18 A7 P 0, o B 503 A dk AT
PG ML TR (3R 1 R 2840, DIRCE L4/ HoO A g R 55 I R[]
IR P05 A DX i AT MR 0 BT A IO B L 4 7 R B RS A s (3 = BB AE o F 7 SR 7R 2078 A R
AR 5 AR TRAS R E AU AR R, 7 A ek BV RP (adRP, 15%~25%) [2]. Bt kBt
RP (arRP, 5%~20%) [3]A1 X i&E4 RP (X-RP, 10%~15%) [4]. 4:Ek RP HJ5% % 4 1/7000~1/3000, & EZ1H
1/4000 [5], 5z RAELIA 150 A2/ N[6], H AT Ry Bl 4t 5 o 55 48 N BERL O 10 3 22 IR0 RP )
RIFFERR, EM RS E . —BoREL, FRI RP WAV 2 R, 8 M 10 & /245 FF U6
F| 40~50 %, 0 SIBERS HIE ST MERE 25 IN[7] [8]. ORF15 RAFMALLAMNE T 1 & 14 RAANERIH E
PRAGERALFE, 40 B 1IZ0 TR, 50%1 AFE 51 B IFIAS] 11X —RE[9]

H AT RP RG-SR BURIA 2 i, 077 F B e B R BAN 4k B, i FE 7™ 2 AR S0 AR
OB T B H A TG . ARSI TR R . N TREH AR R E, ( RP IR TT B HTRS HE1L.
M SIRESCEHRE A EE TR T JUEA JUR TR R RESIRIT TR, AHIEK
7R MR — 2 B RAIESE[10]. BbAh, TENARRAE . AN AR IR 167 25 5 v BB W & BEA R PR
BN, TR B 2 T SR AR R RS [11] o S 2 SR A B AR UL S R HEIE 2 I A B 1
RARMEFRPELY), 75 RP GYT L EA R MREEAMRE, HAERANGIT RIREERN, NIGARIGTT
PERLRL ISR . ASLRGLEE T RP IR HLE] S h R 253697 J5%, U RHEEZi PG RP & Ht—E
10 18 S A A
2. RIFNFIRER

RP & — i o0 S S5 P e A PR, I ol S PR BT T B 1) 2 DR 5t DA 5 R R AR 3R R ) AN ]
2], HEr, OAE 90 MNMERS RP MOE, SRITISBERE AR KA W S0, XM EETRE
S ERRE[13]. RP MIRRHLHIBON A%, ¥ K& 2 M A AR EHERAE o FHLE], GFEEME T, A
B RORE RN RBET 5
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21 MR REEPAMMAT

ZH 98 1 (Apoptosis) & —FFE P B AL T I #E, 794 Caspase #1441 B 7 -1 Caspase =JEA# A 4
YHMRE To[14], JERT R R I RE RIS Bk T 4N P 4 R L SURN 2% B 1 IE 8 ThEe Ake e itk . 4ii T (5 5
FH 22 JDE R A< i 25 11 (Caspase) i NS 52 5, A=A T8 F i1 BAX 1K 1 1N 42 b 4 s s M 528, BTl
MR C BT A TR E d, 5 Apaf-1. Caspase-9 Hij &% 1 8 T4 (Apoptosome), i#k—3
Wil Caspase-3 524N, 51 R I B BN MU IR [15]-[17]. R R 2 (RIF FL R WI[18]-[20], 7E AR 5
PR RS AR T S T LRI B UIAE DG, AL S BB R, SRR s G, 4
% C BB gRBu R . 0% T Caspase-9 #l1 Caspase-3, & S HUGEAZ 2SI T . FLM
L AN (RPE) AR AL R Tt 2 500 R R I — AN H B R 35 . RPE W T EOCAI I A A7 2 0 22, EAT]
PRft T ERE FRA SR, RPE M T — B 1Ok, TR RBCRPETEER .

22. UMEERZTHSEHWNH

SHAR B (Oxidative Stress, OS)/2 & W L5 PUAM R GUR AT — RS [21] . i ESU(ROS) I 5 HE
P& TR AN 7 SRR, EL L 5 2R B A PR R A A P A0 B S 7 A T X 240 JE B 338475
W, M ALA AT a8 B IRSAS . A RIPAIRE 2> 152 ROS IR, HRRAT Rk B R GOk BT L
LA RAREIRE . R RP & — ML Epom, I FUR LR R AR AL R R th 2 S o R e, K
10 S BEBCIR 25 2 S BUUUT 40 M ML RE A B R 1, 3 R R B D BE 1R B [22] - FUAEA 7 8 e
BEBOANETFRR, RN S TA0T . R AT S R R s LA LA AL e Ja, BN, JE
LUK e FE R A EALRE 1 (SODL) MRt H AL S ALYl 4 (GPx4)nl LALE Z2 4 41 i (iR Ak
[23]. BEAh, AEAIERAH ST (AAV) AR S I DTSRI R e A2 12 RP R b th R B HE ¥ 977 1 [24] -

2.3. RAER RLRFHVMAE G RN

WFFERI, JORE RN AT AE N E RP IR EE R B FE . RPER 5 AR A0 IR 5 A DA 46 i 41 i (4035 9 A0 8
FEPRF IR [25], 3X AT A A0 0 B 40 (1 B8 T AN D RE R A 5% . % RP Rt se R B, 2 BI4h 5t
SRR, )N F52 I 200 B 5 g A4 T 80T i R A 48 IR 7 A AL R 7 (TNF-ars IL-1acs IL-18+ 1L-8. IL-6. MCP-
1. MCP-2 4§), XLt K1 Re i W 51 AR e e 4 A (W A 40 i . bk IR0 B 55) i 78 2 R IE Y, Mgt
— TR RAE [N [26] 0 —18 RP (135 18 T 1 e 5 e 48 JR FA) S 0UR S AT 2 e 77, /0N 2 I 44 i ek ) 4
TR B A BREE AT PR (0 AR &, id C3-CR3 AMABLIE R S8 se Il B JH TG A2 2 1 Fa 261
i[27]. YT 2R MNAE RP HEREHIER, BLRIATT OB R ERIRIT RIE 2 —. IR R NE
FAENLEI T BEH B T I RGBT J7i% .

24. UMRERTESHKIET

BRAET R — PPk B Ao M i i i A ) AR S B 4Rt Ty 5K, IR AN AR A ARAE . R
i EAC L 3R (28] [29]. B H AKIT E AL VIl 4 (GPx-4)BERAET- 3 2 17 1 (FSPL)4% il 40 i Py 3
ARE(ROS) /K, BREL & (R IR 45 6 0 T 4B iR L Bk FE B 1 524k L (TFRL), % Fe®* #5240 it
STEAP3 # AL NI VE R FeZ HE AP TEAM M N o 4 52 BRIET , B Fe? ] LLS SR A Wi =
A I SR AR S T B N [30], AT A 20 S 1) 22 AN AN T T R (PUFA) I B2 4 Ak, 1 o4 M 2k
SET2[31]-[33]. RP [ 3 B FRRHIE &L B Z 2R 4E M B A B T, BT R E S S TR—idfE, &
FOGBAZ AR A Th e AL SETHRE R N B I AR TR BL[34], BRBSAR VRS Fe? i) B35 1 ek
A AN AR M, (RN I E AR A 4-FR 3k -2- TS (A-HNE) AP BRI GPx-4 /KF. 1tk
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Ab, BEATTI 70 A UE B AR L €2 AR MEASE /N BR A FEE o 4-HINE (197K P B 5 3 [35] . kRl 22 (1 1iE
PERHIE TR T RP 1697 B E K /7, Delu Song 25[36] A & Lk 24 7 25 kB 7T LA 48
TR, MRS/ BB BB IR Alexey Z5[37]3 8 L8R4y v & L RD10 /N 5 FKIA0 ] i A%
PEo BIETAOUCA RP I FEHFRE 78 043K [38] [39], ifi ELRTRERA RP G T HIHTHE T

3. FEIRITHRIHER
3.1. FEFRERN

RP LABCE FIALES 24 42 0 EZImARR DL, BT hEShr “EH” “mXER” &uig40]. (i
PIEE) F NG EIMEY, EERWARLY), thiFZEH, 5HmEY, FEELHLE” , FRIRA
REALIHAE IR £ AN AEAZ e CHALRERR) PES, BERIBIRH 2 Uk BIAER, BRIBAERR, A
FERE, BHAARER, FHEEANREDTR, BLAIFE AR [41]. BMOkRE, HEBPERZIZIR, @il
KEE; BRI 58, I RL; BB 220, AT RG24 BT iR, ABURIIXE
2. IRERL & B GERR A FRNEE. X EBEA A1 LLREAE B 7 I 2%, IF BT & et
AT WLRE st ARERRSEZ B, BRI R AT, SEM DA it i . RO Z bR . LA,
DR KIEE ZUBE T, EREHE, JHAL, BELUG, HAAGERM, i
Ay AT, HRIRIR A .

3.2. hE4RTT

RP ZONAJRRERE K a, #Og T 252 MR st i, W& MATHS, TP AT (AL) 5. “mik
DLy KA -+ - MPLANREE AN KL, MG ASAT, 185 TSR 7 RP 542 5 5 M IO RE AR
R, SHBORAT P32 HIE IS R =B8R2 XG GRIE « KBAIRER) csk: “fiT
W, B, 7 RAEE, KRR SR XN, 15T H, PR simses. 7t
R Jeid B I&[43].

D PEAE (441 H B N6 ST RS B R AL B 3R AR, AR IEANE R ZERE U H KI1ERT
0T AL EBE AR AL Uy T A S BRI A T X IR . SR S (A5 45 H AiTE R B AL xo R AR T 7T
ai Y H A RPEE IR BB SD 0 2 B, et O H AURERS SR i j 3 RO IRESE I ab P AR1E
AR MR AL SE, AL XIS ML B o XK [46] AR, V& AR i WEYE, Jr i R A 3R
BRoem Fe g R, BB AR, MR, $Rm TR BUE . IR SRas A 8 40 70 5 T
ER T REFHEM . A AR (€t , WM TR TS RS FURIESSSEIAE, BEE I EK
HERE AN RSB A S, A 3 A WO DT A AR PR s, (R BE MBI B, X T B e 55 AL
R R AR R ) —E IR .

3.3. §tHATT

BERIA ST A0 2 MR 0 B B ARG DURFIEION, SR BEAEH, $RIERAR, sEsesk, %
HIt, ke BIR, WIHEA7]. dRinEaUatr, (RatfgUR, Ses e mmoRs, 1
IR AL A, AT AR AT RE MR, SRR ST, KRR (48] K& IR TR BI[49] [50],
EERAY TR TARZIRAT PRI B MR L 3 . 2 i, W2 i e, AR ST S RPIRIT 2 e =
T, BCLUR KM N, AR LA 81T v W, MRS 2 =B A7 /2 B ZREK[47] [51].

T o LAF[B2ERT S ot RP SR T EHRITIE, JFaha 7 s BT IR YT« BT R
L2, WL BRIE KPR, R=H. =SSN0, SR EIR, 16T BE RIS RUEFFIAL I R R IR
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BI#AT R T IR I BGE . ARG SE[53]5 7SR T RCR AT RE ™Y RP B BORAR IR 251,
S RIBEEARAE B R G 7K, HEIAKES B A MR AR, Tt 245 KA IR T S DhRE K = . 7351,
APE 8 2 AT SR R 7 A 0 81 K BRI R A p53 mRNA K F- 3k, S i SOD i 14, PR A &R AN
R, RO AN R T 5 A SRR N[54] o BHRIETT AL AR PR EOR AT RE
WETEANIRR R AT, (B H ATk Z A EAC IR YT 7 S8 A AKIIRLN W 7E, - ELAR AR F ML ) SRR 70k 36T e
B, SEERZ R AR SO

3.4. $tEAIATT

EAESR, WITHRZ ORI, BRI ZIPNEEE N AR R — a7 A0 I IS 62, 22 728 14 (R SR I 1T 2% 52
KT, EFREA N IR R — R s . T8I e R RO A A BB E T, X R gE AR
I7 75 BRI 2 NS AR IR R DRI N T REK L, 9 B8 SR BB L HRVR T 28UR o XM S5 [491 K F &
FIRRE « MGt kGRS B H A AR T2 ARFR K 4G 259097 RP, 3 ARIELERA U A Rk
ik 55.37%. W2RFE[S0IRA 1T HERFHIEIGIT . £ RIGIT . B S 5548 60T 5 iEIRTT 973
Bl RP 3, $mEHE MU §REF R A . SRS [S5 R FEMRIFL & X E S 257570
7, R ROE IR 87.5%. EHRIFIZMELA RIEYT RP B —® M ), M T8 —FWok, B
HE RSy, ZEH Y EE AR, BTG — LB R PR, YR YT RCR 1R A AR i 7 g
— B I SRR o

4. B

RP {EA—Fagt & 57 v . AN i 2R AT VR, % & IR 2 MR EIF A, H BT M8 — A 2
WITTiE. M TREERII AR RE, BEERGYT . FERBAGRTT . 20 HIRE A A P00 JE AP A B 55
TBIT 7 B RE, (BAAAE e AL I B [56] S RdN R R il Sy HE R ML I A B3R [57] %518 £
JEBRYE. OB B L. . G, fREF RIFIIALThAE, 2 HaTsavImiesK.

G EHFE NIRIKEINT RP BREIRNLAGYT AT T rgIR 45 . 107 7 Ui 1 253HiES
A RS SIR)T, REHRSGE RP OBHEMT), ST . M EHHIER G SR AL 7 AMA
e R EIRIT T 58, BREHH BB AR, BEFS A AHE —H LY, AT E L KT R4 (58]. (HHEE
ZN IR R SR AR ESR, RE LT B Z AR (I RO TR 22000, S EC
IBIT BRI AT SRR R M RIS B AT o AR N NsEH ER257E RP JR)T P IGRARHLERIT 7T, %
SEIREY:, BREGERIT IS, Rl hERAIRIT RP FIATRE LS.
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