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Advances on research of RPGR in X-linked Retinitis Pigmentosa’
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ABSTRACT: Retinitis pigmentosa (RP) is a common genetic eye disease affecting about 1 in 3500 people the worldwide. X~

linked retinitis pigmentosa is the most devastating form of RP because of its severe clinical manifestations. It results from the gene

mutations on the X chromosome. The major’ XLRP gene has been isolated in Xp21.1, retinitis pigmentosa GTPase—regulator (RP~

GR). This paper overviews the recent advances on the positional cloning,formation, function, and mutation spectrum of RPGR and

demonstrates the clinical meanings of this RPGR gene mutation research.
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STEH A A B P RBIE & 8 ORFIS MR Mz
#[Miano et al.,2001;Rabe et al.,2001;Mears et al.,2000;Aguirre et
al.,2001;Nao-I et al.,2001]). B 7r & E GBI A M7E XLRP B
AT RPGR BRAE & 71% ,ORFIS A% N 63%™, it & ilh
ORF15 B 0 XLRP fy— g2 AF b1 180

AR IR & E- 0%t %t RPGR (43 ) HJ| 8053E4T T BF
%, 5.7 2000 4F, Sharon Mgt o #5734 RP2 228 (195 A F
FIERE LI ERG 88 1 K F#5% RPGR RABHHA , AT
S FHE RPGR RAFRYFF A . FEHAFR P IF AW B
ORFI15 AR B A I LE 323X 77 f R B WP 5T Th 248 3] 7 %b
o FREMIRERILEE RP2 REAMA S5 A ORFIS RATFE
PIBY RPGR 2275 9% AMA L, R7EEMEBE LiTH M R T /E
F, TEULEPA ERG Bitd L E A W25, MH4507 ORFIS
RAF AR A HEBR T S B4R LE R 45 SR R #1555 2000 4119 $R 100
f¥o TTUL, F1F ORF1S 5248 FR B AY XLRP 7R IRIEAR L R 08
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