




IMx (Abbott) Immunoassay of Insulin: A Practical Alternative 

Table 3. Glucose/Insulin Tolerances (n = 595) 

(381) (2 14) 
42 32 74 

(+ 1)* 
II 141 72 213 

( -28)* (-6)* (34)* 
III 156 102 258 

( - 2)* (2)* 
IV 37 8 45 
V 5 5 

381 214 595 

*34 hyperinsulin patterns II and 2 hyperinsulin patterns ITl by RIA gave slightly 
lower values by the MEIA at the second and/or third hour assays thereby desig
nating a pattern I. There was one pattern I by RIA which became a pattern II by 
the MEIA. 

particle Enzyme Immunoassay (MEl A) technology and 
shows no cross-activity with proinsulin. 

Insulin, a polypeptide hormone (MW 6000), is com
posed of two nonidentical chains, A and B, that are 
joined by two disulfide bonds. Insulin is formed from a 
precursor, proinsulin (MW 9000) in the beta cells of the 
pancreas. In proinsulin, the A and B chains are joined 
by a connecting peptide, referred to as the C-peptide. 
All are stored in the secretory granules of the islet cells 
of the pancreas. Clinical relevance of proinsulin per 
se has not been definitely established. 

In Table 2 the 381 glucoselinsulin tolerances are ar
ranged according to their glucose tolerance status and 
their insulin patterns (Table 1). The glucose tolerances 
are classified by the Wilkerson point system [18]. In all 
tolerances judged impaired or diabetic (1/2 thru 3 Wil
kerson point), the insulin patterns were concurred 100% 
by the MEIA procedure. The euinsulin patterns I and 
the hypoinsulin patterns V were also 100% concurred 
(Table 1). 

Frozen glucose/insulin tolerance specimen from 
1988 to 1993 provided an additional 214 examinations 
for comparison. This extended our study to 595 exami
nations (Table 3) with a concurrence of 93.7%. All of 
the nonconcurrence were with normal glucose toler
ances when the second and/or third hour insulin values 
were borderline reflecting the nondection of proinsulin 
by the MEIA (see Table 3). 

CONCLUSION 

It has been statistically affirmed that hyperinsulinemia 
precedes hyperglycemia [19,20] . The earliest identifi
cation of the hyperinsulinemia state occurs with normal 
glucose tolerance. In 1974 this was identified as Diabe
tes Mellitus in situ (occult diabetes) [21,22]. Clinical 
relevance of this finding first noted in the idiopathic 
neurootology of Meniere's disease, tinnitus, migraine 
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and S.I.T. has now been affirmed in the entire spectrum 
of the clinical pathology of hyperinsulinemia. 

Irrespective of the glucose status, hyperinsuline
mia thereby has potential impact into every discipline 
of medicine with world-wide clinical application. 

By the year 2000, hyperinsulinemia identification 
and/or exclusion will be a major cost-effective player in 
clinical medicine. This unprecedented prospective 
application into the entire clinical pathology spec
trum of hyperinsulinemia becomes a major para
digm in clinical medicine. 

The limited utilization of RIA insulin technology 
and the potential availability of enzymatic immunoas
say for insulin which requires lesser technical skills, 
strongly favors the latter to be the instrumentation of 
choice to meet this world-wide need. 

Our study presents the IMx (MEIA) as a practical 
and precise alternative to RIA insulin determination. 
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