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Abstract

¢ Retinitis pigmentosa is an inherited eye disease. The
inheritance methods include autosomal dominant
inheritance, autosomal recessive inheritance, and sex -
linked recessive inheritance. Currently, there are more
than 3,000 mutation sites, which makes clinical treatment
of this disease difficult. Ophthalmologists are committed
to exploring the treatment of retinitis pigmentosa, and
have conducted a large number of experimental studies,
mainly including drug treatment, cell transplantation,
gene therapy, etc. Drug therapy includes traditional
Chinese medicine, antioxidants, anti - apoptotic agents,
neurotrophic factors, etc. Compared with other treatment
methods, it is non-invasive and convenient and cheap,
but its mechanism of action needs further research. Cell
transplantation is considered an effective method for the
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treatment of retinitis pigmentosa, but it may cause
preretinal membrane and macular folds. Although gene
therapy has certain limitations, with the development of
gene editing technology and new gene delivery vectors, it
will become one of the most promising treatments for
retinitis pigmentosa in the future. This article reviews and
prospects the recent experimental research on retinitis
pigmentosa.
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PP €, 25 A PE (vetinitis pigmentosa , RP) J&—Ffistf&
PERL I g | 35045 77 AT H G o 1R Mg A% | e (LR B
P A% P e B B I 384 25 | L RR I LR g | 18 1A 3k
AT 40 5 O A1 A R € R AR S 4 it R 24
250 73 N, T [ ONHE R R R 2108 174000, 5 A L 1 29
3028 HRFAELE T RUAT 20 e A0 20 B 1) R 7 e %, th
1M S O™ 1AL ) RE R A R AR Be 28 R WY, BR 1ok A
270 R AL 3 000 MR A 2 A, A dikiE
T RP H5HABRA A MBS TR AR 2t &S,
XA i BRAE A () 2 RE PR AR IR T A L PR R . R
IR A0 HI A b 24 B2 ) (M 228 3R Y 7 (PSR A
PUATR) BT T 2250697, B R ZHOF R E X RP AR
AR I HHE Y7808 AT B A e HATIETE
HEAT B S8 A I R g v RP AR YT L 46 B R YT 4t
FRIETT AL BE B AR R 2 3 kot 00 o s, 3R 72
HEAT 7RSI IEIT UG T — 2 #E i | A SOGF T 4E S L
PO J5 45, 22 A P ) SEBF ST AT T 2R IR R R WS T
AT T RS,
1 MiRTT
1.1 2y RP AYRFAELE T HUFT 40 I A9 58 T, Bl 2 R A
AMERIBET: BT P BRI B5E W], P AT RESE 2240 )
BB CAN ML E T (1 25 W) S BEAE — @ F2 B2 FIRYT RP, Xt
412 24 JE 4 )RR I 15 €8, 2% A2 /) BUE 1 v 24 52 05
R (B 10g, MOAC T 10g, B 15g, FF S 15g, 240
10g, H B & 10g, LA 10g, R 2 6g, 7] 10g, B157¢ 6g 55
L) 4524 28d I A BN [w) J] o 1 0 ) e, 3R A2 1 /N B
PRI Az e A0 M 2404 2 T8 4 A R 22 e A e it
F L (P<0.05) , B B AURE BE 4 22 40 I JIEE 2O 200 i
FETZO L A 2R AR P B AN RL 24 BE (Royal College
Surgeons , RCS ) K B — 45 L2 i 400 I 3R £ 1) 2l 4 A
5 A RP B ZMRIZ AT, X RCS K FUE B Hh 2l
HIras KB AL (562 10g, B 15g, AR 10g, %21
15g, 1125 10g, %5 10g, #0K5 15g, L4411 10g, 4 10g, 1}
Z 15g, 1 10g 5521 ) Bk %W, 30d J5 , HE 42 (o 0158
RCS R UL I JIEE 2H 2R 45 ) | f e 2H 20k 2 G (R A 45 21
0 s 2 21 A Bax ,Caspase—3 21k, Western Blot 321 %2 4%
ZHAR P2 21 Bax , Caspase—3 5 FH AH X 2 ik K FE, &5
S g ST H U IR U 09 R JEE 8 1Y Sk s A A 2 K R
IO JBE I I | DGR SZ i AN LA K H ORI A 22| H 4 U]

H AL AR o JRE 21 2 235 RA e A TR A4 35 b 5 5 <OP B AL 4L
AR B T K F Bax , Caspase—3 256 25 B (B 25 4 4 A0
HIF> (P<0.01) ™ {25 H AL AT 2502% i A0 R i
BOCAME AT, N xF RP A2 23R FAE .

WA R 525 A H ALY & AP TS, RIEH
SV LT M A AR S B AR TR i T PSR TT
RP 1943 FHLH , 05 12 09 A L6 P A FAE FHAE A5 75
B 5 PFE A B B 202 4, TAS IS PE LAY 65 4, H
oML PR 13 A4S, B 3G B S K R B S
IT A 45 459 33X 2L 543 1T BEAE FH A9 #E 05 117 A5 #4331 85 4>
FFB 5400 RP Jig B FE AR AE PR L A X BB 3L R £ 95 %
e AT 5 S A DNA A% P A T SR AR
Spad RO I SGELAE T NSRS S T 24
FEF-FFS3F RCS KR L] 24548 B /R, 8 T
TFE oB £k ( alpha B - crystalline, CRYAB) ¥ 3% 34, 1M
CRYAB BEIIHI A =T 3L A Caspase—3 BT .

PLANE 2505 7 25 T0HE H RCS KB, 2051 T45 25 7 .28d
A DL TUNEL 324G D0 A0 Do) J65 Ja ' 240 it ] 117 00, 5 2818 7K
AR L, #1285 R 4400 I ' 200 J O 7 38 T ik 2
(P<0.05) , 2B 98 658 7 PCR TR 45 2% 7.28d B #h 15 25
HE 7 2R P JIEE IR R o 26785 7% TR 1 3R IR S5 A 2 AR /K AL 18
(P<0.05)"™"" . #2545 5 0 RCS K BB 40 i I 7
FAE I AT B 5 0 2278 3% TR B i %
1.2 BLRALF 0BG 20 2 B T M 40 DL A SRR
IR Z NN, ME RP AHEE , ILFTF st T, RAETEM
55 P14 4G 7 Bk T RE L SRS PR IR BB A e SR AR R Y
Sulforaphane ( SFN) £ 11F 5 J& 35 J7 17 22 %2 I I A RUPL &
A3, A0 00 B 22 AR /D BURITEF A= 78 (wild type, WT) /MR
A3 SEN 1A= BRER 7K &b B G 0 AL o I e, ] R R T
BRANBE T, 5 A BEER K ZHAH L, SEN Y8 ¥7 2H A1 W) i
B P a U5 RN b 907 9% 1 OH S 34 v, L A I R T R
VA OCEZ A A M PE T R AR R IIPT AL SFN X
L 0 R AR A — 2 BRI AR
1.3 FUATH  AMAE IS Bl A A T 30 A 0 R A e )
P pE 2R EMA R FE NS rd10 /N B 6 B
AR PRI |, C3 263K A 3G TS T A R 0N I I 4
JHL, /0N J2 S5 240 L T 55 Bk R T IRz B SR €3 Bk =, 20k
AT CIERAZ 8 10 /0N S ST 40 A W AR O 2 in Xl Jk sz
A 2R 0 AN P 22 FE P CR3 J& C3 TR 2 iC3b
F4) 7N R I 200 B 3 3K 114 A2 4R, 18 HL 3k mT A 50k 2 /N i I
AN b 2B I T RO AN R R R,
1.4 MEEFEF 3,4- KT IR ES (methyl 3,4-
dihydroxybenzoate , MDHB ) J& — F 7 {4 A1 & #5 1 28 {1 1V
FHR /NG 78 P 2078 FR A PR R 0 52 1 A Aol 2 i o 348 A=
BIRE T, AT T35 97 AL B (3R 47 PRS0 , T RP A7 7E A1
I B4 iR 1k, ZE ML T MDHB °] LLRYY RP, #1
PR 2, 2R A M vd 10 /N AR JE 56 12d ELRIES 26d, B K
7E vd10 /NERUE IR PN 33 5 MDHB 5025 AR 2k ik . 5 R4k
BB PIAH HE , MDHB Ab 2 i 25 01 10 ) 155 JR A2 B A7 176
IR IE S 76 MDHB ZRFE() +d10 /N H e AT R
1 ERG St R K358 ; MDHB 34 7l 4761 rd10 /)N B 9
IS P /DN 52 T 400 B 08T P Miiiller 200 R0 I 3084 A4 5 4 FH A LA
ANA-12 1] LIBHWT MDHB X Y J8k 37 45 17 16 A1 4544 1) AR 4
YERT,IERA MDHB #8552 0] JH T RP B9IG97 ™,

J 5 U1 251100 DLAS ) 350 i 5 b 2808 3% IR T B B A
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i HHGIT RP /N, A 05 8 s, RP /)N BRI e o
T ARIBEE , IEUIMEE SR X RP GIRIFEA
TEHIAE 10d 19 RP /)N B3R (AR Js oA 0 S5 B PR 2258 % 1A
T, A5 141822 .30d B [ FL I&T a 9 0 b 3 0 MR ) =
TS X B U0 B A s A S BE AR 2 SR I T
REATALAEZE RP /N I BB AN A I T2
2 M HE

20 R AN A M 5 | A SR A AR R 7 A e R 4 M, DA
REfS A T BE 1Y 4t M T 55 80 0 00 0 RS 4t e i 4, 2
BET 41 ( pluripotent stem cells, PSCs) , £ 45 IR i 1 40 g
(embryonic stem cells, ESCs ) #1755 2 it T 40 iZ ( induced
pluripotent stem cells,iPSCs) , 743 F I 5fE AR E &5
A P B PR IR (5, 2 [ )7 (retinal pigment epithelial , RPE) 4
R AH R B4 4L ik e ,*ﬁﬁ? PSCs, A?@Hﬁﬁﬁ?éﬁﬂﬂ@( human
embroynic stem cells, hESCs) > A RPE 4l fifd £% 48 T8 BE
AU A

PRI 6 2 AR PE GTP i 8 715 57 ( retinitis pigmentosa
GTPase regulator, RPGR) iy 2248 0] 73 X iE 81 RP, RPGR
FENL THEIEL BRYEOLEE , RRAE R RPGR SHLEhE 1Y
EET KA VR EAE T - 0 | RV I 2 1 v 807 e 4
2 BB 1 53 i, AT A 32E 4025 21 57 ( Rhodopsin,
RHo) #5i2 PDGEAZ 48 /M X 3k, RPGR S AR EL T 31X
Flt RPGR-EEVA I35 AR FLAE T, P35 T BRI e 21 1 A T
1. RPGR FIEEHA 1A F1 R B /)y B 48 27 D6 sz s b UL
B R G Rho 5158 A I 7 . M BURI S 19
PSCs B AR I AZ 28 R LBh B L SR G, e BHLE
RP ()R
3 ERE&YT

PR o — A P i B ECTE 0 7 2 A 2 T st A
FARIR YT SR AP FE 3 o 48 s R 3 2 A1 ok 5 K e
ZORYT  Batast e sl X IR A8 A RP (B X B A 7 T
U, XTEWEBURIE A RP Ak, FERIE T 2 H ik
AW G 7=, RP BLRNAYT AR CHT I H 25 1 22
W ZF RP AHSCHER . Hh RPE6S Sk &2 L I iR (1, 3%
O AE M ) e T AL (L R AR, B AT C
i 60 ZRNA ) RPE6S HkPH 28748 78 388 4% 1 40 109 R 95
s IR 9T 1Y 18 2 016 IR 3K 35 7, voretigene neparvovec
(AAV2-hRPE65v2, Luxturna) HJ 3 3] I IR i 46 W 7~ %
RPE65 41T I s AL A0 ) JIEE 5 9 A1 8. 25 97 4%, 645 Leber
SR A B AN RP, Luxturna BJVE: 9% 4 v VE R 58 — A AR R
FPIRTT AR Y

TERP AR S IR B p75NTR 2 A
FEAS AL FE RP 7 vd10 /N, & B T p75NTR B,
5 WT /N B, 76O 40 I 78 T 08 22 A /Y 5018 1k
BB, rd10 /)N AL B i p7SNTR 9 R I 40 L R
proNGF JKSE3E ,Eﬁ[ﬁ@%%ﬁéﬁﬁ@ﬁ%%ﬁ [d] , ProNGF 3
PRFFFE T X rd 10 /)y BB VR 32 35 4K PN B 45 I T 1 O
p75NTR [5HL7] THX B, % R I B % ' 4 i A5 ot 2 £
PHERY

TE Rho HlE 1 150 A A [\ 1) 22 28 41 A 513 RP, Rho
SRAF R H Yo R AR AL RP I few DL IR A g AR B
PEi5f% RP £ 5 Rho TRk A ¢, DIAEKAMICHEH 43
188995 B 2 1A Y N 7 1] 7 5T T 200 i mT 42 v 400 I e A A )
JERE B Rho HE R IR, X0 I 562, 2% A8 Mk 2 A B 1Y
YER™' ., P23H J& Rho %t B i di % WL 14 %8 78 v A%,

972

CRISPR/ Cas9 £H 73 v] 7640 i P23H 3 PR A7 s b 52 B vy
BAY)E] 7E WT % /N Rho 2547 52 K vh U A E) %), X
PR PER IR P23H AR MR RIS B WT Dy ek 25
FEH BT ARSI E T RO A, R, %05 A
P23H FE K 548 1) O 4 A vt sl 2 B0 Bk
Yy 45% (12875 P23H S 3L I 7E DNA /K7 1w 4, (1
AEXT RNA FI87E P23H 2848 /N B B hin 28 80, WT /N B
Rho 2275 H % RNA 83542 P23H 2878 /Ml Rho A% RNA
F3K2 2.8 1%, FIH SpCas9 A FIHE RNA 6] fF/ 5
) A5 35 DR R S P R R O 1, AT A SR P23 H 28728 /N B
AT RNA 78 B9 SCIX 43, X6 00 o i 2% 5 41 i 75 e £ 4
IR Y DA DR R A R A T Y O Uk
NN TEYE Rho LR (126 3K IR 5 WL I I 7% J2 B B e
ali AAV TESES 17% ~36% ", 5 R Gl 3 4 36 PR 5 48 ]
PIIGIT FHANIF] Rho 28748 5L A RP, T A B BALER X B —
R 2 AR ps , PR iRy 7 20T TR 7 IR R At 45
b Z s AR PR

Ay 8RR R N AR ok UE 1A] 3T 5 T 40 A ( human
umbilical cord—derived mesenchymal stem cells, hUCMSCs) ,
It 2 I 2 A1 42 R F ( pigment epithelial — derived factor,
PEDF) 5 2H 1255 2% ¢ hUCMSCs, #£4 PEDF 3 A (% T 40
MG TEEA | At E UYL hUCMSCs , J& YL 5 1Y hUCMSCs i
AR 3% 18 ] 2K H A RN EE I N f R 3k, K
PEDF-hUCMSCs 5§ 3] RCS K B BT, 3 5 8wk J&
T B A 2 SRR R v T 1 5 hUCMISCs 2, 6B L A
7R R A AN MR A S A R E R

W2 X #EBRAE RP Sh B b s D #2577 RPGR
A 5 IR 25 o i AH € 9 B (adeno —associated virus, AAV) Z,
A, RPGR & & M Y X 380 K & 7 = B B A A 1T R P
G, F A P INAKE T 300 8 2 R e B R b B
FARR , AR R R, AP ssiE Y A
P rp E AT A5 B 3 R R RPGR 2R HP A0 23 &k
S WT R Tk X 4, LLERXT A X 38515 RP
B AAVS R —FhIC A B JE B AR T 2% 1 sk R T — 2K
o= 2 RKIER P RPGR 25 i AAVS 8448 % - h
Rho 335 sh 3K i), B 5+ PJo ) RPGR 7E W Fl RP
BRI R A T R, O A R R 24k, N
I PRI 56 #2648 T 3R J7 SE Rl #E GRK1 Jg sh T4l F 1%
RPGR % 748 {& fy v fff FH % # +F & /£ 9 N RPGR
(hRPGRsth ) Fil RPGR ( hRPGReo ) P il K& DX | 0] 413 1] 7 1
] 55 B 20 i AR Ak, MR

MR IR 6—a( phosphodiesterase 6—alpha, PDE6A )
FED Y 28 A8 4 )2 A R S NP I 3R AR A DR A
AAV-8H) PDE6A 7£ PDEG6A %€ 75 i #L I00 fist v A He ekt 4 5
FERFEIR, X 10 H PDE6A RAS M BTN E T 5, 5
FIGIT B R I5 AR HE , T4 IR A 0 S 20 i J2 5 B A5 DA AR
B BN A LA Y B A e — BRI A
TP AR 225 45, Z2 TR 55 0 B A 38 RP Y R AR ST
FESNY) RP rhifb AT T S R 5 | DAFET I A9 36 R 28 A8 3l )
22 R /N B, BRAE R OR 8 22 i JE R 2 A8 Bl ) ol R A By
B, IR S5, 2 S 3 W 366 DR 438 5 97 ok T 4 o 00 T ROk
Y 7106 R AR AR AR I JE56 ' 200 L 26 T B, A T 385 R
Wi
4 RE

IRl B3 RP -7 T KR M SEIR 05T, & 1 25
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) — il RO5 s BB A HEFR AR T A0 A 25 R
PO S S B 45 BE 4B ), PR T A0 B A 1) A AT
e PSR IE . JERNAYT BARAEAE— € IR BR 1,
WFEEEDA i T B — M3 RP MR RN Z s 4 25 U7
KA RANE, A7 S E MRS AT AR AR 5 I R 7RO D) 55
L it 5 5 AT 2 5 A TR 2 A DR i 2K AR 1) i e, BE IR
JYTERF LN RP I A 388 14 1 40 100 JIEE 5 s e A7 v B2
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