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Correlation between glycosylated LDL (%) and plasma glu- 
cose (mmol/1) at time of sampling. Circled points ( |  represent val- 
ues for diabetic patients and open points (.) represent non-diabetic 
control values. The Pearson correlation coefficient for all patients is 
r = 0.72 
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Elevated serum uric acid 

Dear Sir, 
We were very interested in the report of Modan and colleagues, 

which demonstrated a positive association of serum uric acid with 
plasma insulin response to an OGTF [1]. The authors concluded that 
elevated serum uric acid is a feature of hyperinsulinaemia/insulin re- 
sistance. 

What remains unknown, however, is whether it is the hyperinsu- 
linaemia per se or the insulin-resistant state that is responsible for 
the elevation in serum uric acid. In this regard, we recently studied 5 
normal women by the hyperinsulinaemic-euglycaemic clamp tech- 
nique for 12 h [2]. During the clamp mean (4-SE) serum insulin was 
11.25 _+_ 1.80 nmol/1, while serum glucose was maintained at 6.414- 
0.28 mmol/1. During the insulin infusion serum uric acid levels pro- 
gressively fell from a median (and range) value of 286 (149-381) 
umol/l  at 0 h to 226 (125-327) lxmol/1 at 12 h (p < 0.05 by two-tailed 
Wilcoxon signed rank test). 

Our data suggest that hyperinsulinaemia decreases serum uric ac- 
id, and that it is the insulin-resistant state which is responsible for the 
elevated serum uric acid levels in the study by Modan and col- 
leagues. This explanation would also be consistent with that study's 
observation that newly-diagnosed diabetic patients tended to have 
elevated serum uric acid levels despite a reduction in sum insulin 
levels [1]. 

Yours sincerely, 
J. E. Nestler, J. N. Clore and W. G. Blackard 
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Familial diabetes mellitus 

Dear Sir, 
In a recent issue of Diabetologia, Bodansky and Kelly [1] de- 

scribe a diabetes syndrome characterised by apparent autosomal 
dominant inheritance, variable clinical severity, and insulinopoenia. 
In two newly diagnosed patients, islet cell autoantibodies were ab- 
sent. As well, evidence of an autoimmune aetiopathogenesis was not 
supported by HLA typing as only two of the seven patients that were 
HLA typed carried a high risk allele for Type I (insulin-dependent) 
diabetes, DR4. No patient carried DR3. 

We were struck by the similarity of this familial diabetes syn- 
drome to the atypical diabetes syndrome that we have recently de- 
scribed in Black Americans [2]. Our patients were initially diagnosed 
as having Type 1 diabetes, while months to years later their depen- 
dency on insulin waned or disappeared. Our patients similarly 
lacked islet cell autoantibodies and high-risk Type 1 diabetes alleles, 
and insulin secretion as measured by C-peptide response to a mixed 
meal (Sustacal) was intermediate between control subjects and pat- 
ients with Type 1 diabetes. Atypical diabetes in Black Americans was 


