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Abstract : Advanced glycosylation endproducts (AGEs) accumulate on long-lived
extracellular matrix proteins and have been implicated in the micro— and macrovascular
complications of diabetes mellitus. Recently developed anti-AGE antibodies were used in
an immunohistochemical analysis of coronary arteries obtained from non-insulin dependent
diabetic and nondiabetic patients. In the case of diabetes, the incidence of AGEs reactivity
is higher in the older group than in the younger group. In the case of nondiabetes, however,
there is no difference in the incidence of AGEs reactivity between the two groups. Duration
of diabetes mellitus is significantly longer in the AGEs positive group than in the negative
group. On the other hand, there is no diffesence in HbA,c between the AGEs positive and
negative groups. Incidence of coronary calcification and degree of coronary stenosis is
higher in the AGEs positive group than in the negative group. These data support the role
of advanced glycosylation in progressive coronary calcification and coronary stenosis
associated with diabetes mellitus.
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Fig. 1. Transverse section of left anterior
descending coronary artery obtained from
a 72-year-old non-insulin dependent dia-
betic patient (duration of diabetes, 13
years). Hematoxylin and eosin stain
(x10).

Fig. 2. Immunohistochemical staining of AGEs in

a consecutive section (X10). The speci-
men was stained with rabbit antibody
against AGEs (anti-AGEs-RNase), foll-
owed by peroxidase-conjugated anti-rab-
bit IgG, as described in Materials and
Methods.

Fig. 3. A consecutive section stained with control

rabbit antibody (anti-RNase). Sections
stained with anti-AGE-RNase antibody
that had been preincubated with the
antigen AGE-BSA showed the same level
of background staining as in Fig. 3.

Table 1. Comparison of AGEs reactivity on age
between diabetic and non-diabetic patients.

Py — <65 =65 Total
_ 8/46 10/32 18/78
Diabetes (—) (17.4%)  (31.3%)  (23.1%)
|
' 8/24 20/32 28/56
Diabetes (+) 33.3%) ¥ 62.5%)  (50.0%)
*% p<0.01

Table 2. Comparison of calcification frequency
between AGEs positive and negative group.

Calcification

7/88 ( 8.0%)—|
* ok

36/46 (78.3%)—
*% p<0.01

AGE (=) group

AGE (+) group
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Fig. 5. Stenotic proportion of the coronary

arteries
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