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Table 1. Mutations Detected (‘"Novel Mutations)

Type of mutation Amino acid change Exon Affected allele No. Affected Pts No.
Missense T60M™ 1 2 2
T180K 1 1
D486N 12 2 1
R642C 15 2 2
L700P” 17 1 1
D839N" 21 1 1
R955Q 25 1 1
S967F” 25 5 3
1979T" 26 1 1
Insertion/Deletion” 2 2
Abnormal splicing” 2 2

= aEh

3. OlizH| F0{ & & S20{HA HAL

T % half saline $3F § FEg awlwo] {7
=
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He AA R FAbeE whSo] AFE 1He
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T2 3 5 25 zejrt giith 99 chloride A&

20
BT GS ol AAb o
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A g
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6. SO NCCT Chlo| ZRF ME | W

Wild-type NCCT cDNA?9] 5 %0
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HlFA el lipofectamine 20002 o] 83te] transfec-
tion AlFTh Wild-type ¥ Eddol NCCTE A3

yl wrE R3S mye FAE ol &3dto] gelshu w3l

N-myc
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Fig 1. Expression pattern of N-myc-tagged hNCCT in cultured MDCK cells.
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