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Abstract : Objective

symmetrica hereditaria. Methods

ADARI gene was direct sequenced after polymerase chain reaction. Results

The aim of this study was to screen the mutation of ADARI1 in a Chinese pedigree with dyschromatosis

This pedigree con-

tains 9 members including 3 affected members. Sequencing results showed that all the 3 affected members carried an insert mutation

at the coding region 1105 of ADARI gene, while other 6 normal members did not find this variation. Conclusion The study identi-

fied a mutation c. 1105insA as the causitive gene of this DSH pedigree.
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1.3.2 PCR AR RN MY B80S R 1L
Hot Star Taq B 3% BT A 51 4 » R ] Touchdown F& /¥ #: 47 §
W, B RLRFR 10 uL.10'Buffer 1 uL, Q-Buffer 2 L, MgCl,
0.5 uL,dNTPs(10 mM)0. 2 uL, Hot Star Taq #(5 U/mL)
0.05 uL,Primers(50 ng/ml)0. 3 L, DNA ##7 (50 ng/mL).,
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72 CHEf# 1 min 50 s,16 PMEF . &J5 72 ‘CLEAF 10 min.,
1.3.3 [P HEEMF W2 uL PCR N =9, 7€ 6 %0 R
W WEREBERL 1 300 V LK 40 min, 4R YA I PCR ™4, Kl
S8 )5 AT R SR 4T 1 PCR ™y T 6 Wl R 1 R A% 12 S
Wi AL B, 37 CHEYI 60 min,80 °C 15 min K I U i P B ik i
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x1 ADAR £E 3|4

T FIR/EZ S 75
Exonl ADAR-1F 5'-CACTTCCAGTGCGGAGTAGC-3'
ADAR-1R 5-CACTGCAACACAAAGCCTGT-3'
Exon2  ADAR-2FA 5'-AATTGCCTCTCAGCCCTTC-3'
ADAR-2RA 5'-GGTGTTCCTGCCTCTTTCTG -3’
ADAR-2FB  5-TCTACCAAGATCAGGAACAAAGG-3’
ADAR-2RB 5'-“TGCATCCTCTCTCGCTTC-3'
ADAR-2FC  5'-GCCGAGATCAAGGAGAAAATC-3'
ADAR-2RC 5'"-CTGCTCACAAATCAGCCAAG-3'
Exon3 ADAR-3F 5'-CAGAAAATTCCAGGTTGAAGG-3'
ADAR-3R 5'-AGGGAAGAGTGGGAAGCTGA-3'
Exon4 ADAR-4F 5'-“TGACAGGTGGTGGGAATAAAG-3'
ADAR-4R 5'-"TGAGGAGGCAAGGAAGAAAA-3'
Exon5 ADAR-5F 5'-CAGAGGTGATGTGTTCAAGGA-3’
ADAR-5R 5'-CAGGAAATGTTGAGGGAGTCA-3'
Exon6 ADAR-6F 5'-GGTAGGGCGTTTTCCTACTCA-3'
ADAR-6R 5'-AAAGCACACCCTTGTTTTCC-3'
Exon7 ADAR-7F 5'-GGCCACATCTTCAGCAAAAC-3'
ADAR-7R  5-CGTGTGAGTCATCTTTTCCTTCT-3'
Exon8 ADAR-8F  5-AAGGAAAAGATGACTCACACGA-3'
ADAR-8R 5'-“TCTCCCTGCCTTGGACTTAC-3'
Exon9 ADAR-9F 5-TGAGGCTGTTTCTGCCTTG-3'
ADAR-9R 5'-CGTCTGTCTGAGGGGGATT-3’
Exonl0 ADAR-10F 5 -TGCAACATTGAGACTTTTCCTT-3'
ADAR-10R  5'-CAGTGGAGTGTGGCTTATTGT-3'
Exonll  ADAR-11F 5'-GGCCTTAGAAAACATCCCTTG-3'
ADAR-11R  5-AGCAGCCTTGTAGAGACTTGG-3'
Exonl2  ADAR-12F 5'-TGAATGAATGTAGCCTGTGG-3'
ADAR-12R 5-AAAACACCTGGCAATAAAGCA-3’'
Exonl3  ADAR-13F 5'-GTACCTCCAAAATCCCCACA-3’
ADAR-13R 5'-ATGTTCCCCTTGCCCACA-3'
Exonl4  ADAR-14F 5'-ACCCCACACTTCCTCTCTCC-3'
ADAR-14R  5-TTCACCTGGGACCTGTAAGATAA-3'
Exonl5 ADAR-15F 5 TGGATGGGTAAGGAGACAGG-3’
ADAR-15R 5" TGTGATGAGGAATGCTACGA-3'
2 & R
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