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Abstract

e Congenital ectopic lentis is defined as a kind of
connective tissue disease with obvious genetic
predisposition that lens dislocates caused by imbalance of
the traction of lens as a result of zonular fiber defect or
dysplasia. We get further understanding of the molecular
etiology and nosogenesis of congenital ectopic lentis
under guidance of scientific research in recent years. Main
suspicious disease-causing genes will be reviewed in this
paper to provide reference for clinical diagnosis and
treatment.
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(fibrillin—1,Fib—1) , A4 K A0 AL LT 2 () EZ R 1 2
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PR SRy 0L R 0 ) 9 5 25 it R LR MFS 38 3R bR 44
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15q23-q31, Jif R AF i 8 1 -2, FBN2 5 FBN1 Z549 5811
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60% L L/ [R5 . B 98 45 SR s, FBN3 2 R 5848
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2 TGFBR &M

Ak K B F - B (transforming growth factor — Beta,
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IR R (A B 55 22 il MIFS2 5 PR JRE A 47 B — 38, 3l ad 9ok
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HHE ADAMTS(a disintegrin —like and metal —loproteinase
with thrombospondin typel motif) , SE 2K ZnP K Y A I
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P RS e O Sy O 7K 1 D W % U (- W=t £ N I [
I PRI — 2, Bt 1% S P Al R [R) — 1
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JVE B Bk 5 BB 3 A ( cystathionine B —synthase gene,
CBS gene) (MIM = 613381) fii T 21q22 , B} 5% &b /5 1% 3k A
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MR T 1L A 404 2875 (¢. 3529G > A) 1] 3 Marchesani
LRAE™,
6 COL18A1 EEN VSX2 EE K PAX6 EE

COL18A1 (collagen, type XVIII, alpha 1) £ (MIM =
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iE, J2 M —— TRl A DR A I 52 119 51 R 1P 3 R R o 5
AR TR B S AR I S A |t bR A B A %
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7 RE
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BR AT HAR AR AR T8 KM e R Bz 1) &
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