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Tab. 1 Analysis of blood electrolytes, 24 h urine electrolytes, blood gas analysis and RAAS results of 4 patients

e IIREH 1M %7 M 55 1M B M4%5 24 h JREF 24 h JREG ol BE HCO, [ HER
(mmol/L) (mmol/L) (mmol/L) (mmol/L) ( mmol/L) ( mmol/24 h) ( mmol/24 h) ('mmol/L) (mmol/L) (mmol/L) (pg/ml)
il 1 2.52¢ 138.8 93.8° 0.58° 2.37 40.1 1.08% 7.464" 4.5" 28.1"  630.33" 34.59"
1) 2 2.88* 137.2 88.4¢ 0.53¢ 2.27 50.8 0.66" 7.426 5.9 302" 200.80" 58.06"
1 3 2.98° 140.9  101.6 0.84 2.11 32.6 1.77 7.447 4.0 27.9>  118.39 16.24
i 4 2.97° 141.1 95.2° 0.67° 2.37 78.7 3.57 7.446 4.6 28.5"  24936"  177.37"
E#H 3.5~52 136~145 96~108 0.7~1.1 2.03~2.55 - 2.5~7.5 7.35~7.45 -3.0~3.0 21.0~26.8 10~160 4-~24

Tt FORIN A YR T IER S %M, FoR Rl e TIER S % HEH .

F2 4 HF SLCI12A3 K[F 45
Tab. 2 SLC12A3 gene test results of 4 patients
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T 35 [ BE 2f AL 2p fFE N 4 27 24 251 E 9% ( The American College of Medical Genetics and Genomics, ACMG) , #U M iE 2 % %048 ) HGMD
(http://www.hgmd.cf.ac.uk) .Clin Var( http://www.ncbi.nlm.nih.gov/clinvar)
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Fig. 1 SLCI12A3 gene sequencing results of case 1 family
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Fig. 2 SLC12A3 gene sequencing results of case 2 family
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Fig. 3 SLCI12A3 gene sequencing results of case 3 family
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Fig. 4 SLCI12A3 gene sequencing results of case 4 family
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