DOT :10. 134717j. crki. j. an. yat “sen. wiv fed. sci ). 2002. 0B6

(Acad J SUMS), 2002, 23(2); 111~ 113 111

2h ki AR L K ND1/T3394C 5875 5 0 FR 9

( . 510080)
NG | NADH 1(ND1) T3394C A
)| 338 262 , . Hae 1l
, DNA A ¢ )| T3394C 8  (2.37%). 1 (0 38%, P<
0.0D), 4 . 4 / , A
1 ND1/ T3394C .
ND1 ; ;
. R587.1 . A . 1000— 257X(2002)02— 0111— 03
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Abstract. [Objective]l To investigate the contribution of the ND1/3394 mutations in mitochondrial genes to the development of
diabetes in Chinese diabetic population [Methods] Using PCR Hae IIFRFLP and PCR product direct sequencing techniques 338
randomly selected Chinese patients with diabetes mellitus without prior information about type of diabetes age of onset, family histo-
rys mode of therapy, or any other clinical features, and 262 nondiabetic control subjects were examined [ Results]A homoplasmic
mutation at position 3394 T-C was observed in 2 37% of diabetic patients and 0. 38% of nondiabetic controls The frequency was
significantly higher in the diabetic patients than in the control subjects Among eight unrelated subjects with 3394 mutation, half of
them required insulin therapy due to secondary failure to oral hypoglycemic agents and / or decreased insulin secretory capacity. [Con-
clusion] The high incidence of mutations in Chinese diabetic patients suggests that the ND1/ 3394 is associated with diabetes mellitus
Clinical features of the patients with the ND1/ 3394 mutation are similar to that of type 2 diabetes mellitus
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Table 1 Clinical features of the patients with the ND1/3394 mutation
Subject Sex Age/ Age at BMI2 F.amily F-C peptide Complication D Therapy 2
No. onset (yr) (kg/m™) history (nmol/ L)
1 M 50/ 48 24. 8 + 3 31 a OHA
2 M 5¢/ 26 19.0 — 0 10 d Insulin
3 F 38/ 22 19. 1 - 0 19 e Insulin
4 F 60/ 55 24.7 + 1 38 a b OHA
5 M 39/ 32 22.9 + 0 68 - Insulin
6 F 37 37 16. 4 - 0 30 OHA
7 F 61/ 50 24.3 + 0 37 de Insulin
8 F 70/ 58 18. 8 - 0 42 c OHA

1) a hypertenson, b: hypentriglyceridemia ¢: osteoporosis d: diabetic retinopathy, e diabetic neuropathy; 2) OHA: oral hypoglycaemic

agents
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