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ABSTRACT Aim This report presents the studies of sera levels of lipoprotein ( Lp) (a) and phenotypes of apolipopro-
tein (a) in type 2 diabetes mellitus.  The aims of this study were to explore the relationship between aged patients with
type 2 diabetes mellitus and sera levels of Lp (a) and the distributive characteristics of genetic phenotypes of apo (a).
Moreover the report present the studies the relationship sera levels of Lp (a) and the complications of the aged type 2 dia-
betic patients with hypertension or retinopathy or nephropathy. Methods  Enzyme linked immunosorbent assay
(ELLSA) was used to measure sera levels of Lp (a). The phenotypes of apo (a) were determined by SDSpolyacry-
lamide gel electrophoresis (SDS-PAGE) and Western blot analysis. Results and Conclusion 1. There was no signif-
icant difference in serum Lp (a) concentration among the three groups ( P> 0. 05, respectively) .  Serum Lp (a) concen-
tration did not significantly correlate with the levels of serum TC, TG, LDLC, HDLC, apo A, apo B ( P> 0. 1, respective
ly). 2. In the aged type 2 diabetic patients with hypertension or retinopathy or nephropathy, the level of serum Lp (a)
concentration was higher than that in patients without these complications ( P< 0.05 and P< 0.001). 3. A total of 7
different phenotypes of apo (a) were determined among the three groups.  The aged type 2 diabetic patient with compli-

cations mostly had S1 and S2 phenotypes than other groups and the aged type 2 diabetics without the complications.
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Table 1.  Serum lipid levels of the three groups

Index AC group  A2DM group Non A2DM group
n 60 90 61

TG (mmol/L) 1.27£0.7  1.64%0.8° 1.90%1.1*
TC (mmol/ L) 5.07%£0.8 5.21%0.9 5.10%0.7
LDLE { ol 3.04%0.9  3.27%0.8" 3.4%1.2
&?)LL Cmmol ) 003 Lat0s 13402
Apo Al (g/1) 1.30%X0.2  1.20%0.1" 1.3%0.2
Apo B (g/L) 1.1%0.2 0.9 *0. 2" 0.9 %0. 1*
Lp(a) (mg/L) 199 £171 210 £184 187 £176

AC: aged control; A2DM: aged type 2 DM; Non A2DM: Nomraged
type 2 DM. b: P< 0.05, ¢: P< 0.001, compared with aged control
group; e: P< 0.001, compared with aged type 2 DM group.
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Table 2.

ous complications

Serum levels of Lp (a) in aged type 2 DM with vari-

Complications With Without
name n Lp n Lp
Hypertension 57 184 36" 33 107 40
CHD 41 173 £30 49 120 +27
CA 20 207 £37 70 149 20
Retinopathy 56 169 £3. 3" 34 103 £39
Nephropathy 60 185 £21° 30 97 £30

CHD: coronary heart disease; CA: cerebral angilopathy. b: P< 0.

05,¢: P< 0.01, compared with without complications
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Table 3.
the three groups and in the aged type 2 DM with various compli-

The distribution frequencies of apo (a) phenotypes in

cations
A2DM Nomr A2DM 2DMC AC
Phenotype

n % n % n %o n %
ull 8 18.1 5 13.5 4 20 8 25.8
F - - - - 1 5 ey =
B 2 4.7 = - 1 5 = =
S1 1 2.3 1 2.6 4 20 3 9.7
S2 2 4.7 2 5.3 5 25 2 6.6
S3 9 20.9 8 22.3 1 5 5 16.1
S4 10 23.3 12 32.5 2 10 8 25.8
F/52 1 2.3 = = = = = =
B/S3 2 4.7 1 2.6 - - - -
S1/82 1 2.3 3 8.1 1 5 - -
S1/83 2 4.7 - - 1 5 1 3.2
S1/84 - - - - - - 2 6.6
S2/83 2 4.7 2% 5.3 - - 2 6.6
S2/84 3 7.0 3 8.1 - - - -
Sum 43 100 37 100 20 100 35 100

2DMC is aged type 2DM with complications. Dthers is the same as
Table 1
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