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ABSTRACT

(AGEs)-stimulated signal transduction in cultured aortic smooth muscle cells (ASMC).

Diglyceride; Muscle, Smooth, Vascular; Aorta;

Aim To study the mechanism and effect of antioxidant vitamin E on advanced glycosylation end products

Methods Separation and quan-

titative measurement of diglyceride (DG) were studied with thin-layer chromatography. autoradiography and radioenzymatic

assay. Results
with glucose and BSA.
bated with ASMC for 4 h.

cantly inhibit the formation of AGEs.
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The arbitrary fluorescence unit (AFU) of AGEs was significantly decreased when Vit E were incubated
The level of DG, which was stimulated by the AGEs, was decreased.
The level of DG induced by AGEs was also lower markedly.

While Vit E were preincu-

Conclusion Vit E can signi-

It can also markedly attenuate the accumulation of DG in ASMC.
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Figure 1. Standard curve of DG
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Table 1. The effect of Vit E on the formation of AGEs (x
+s, n=5)
Groups Arbitrary fluorescence (u)
BSA (1.0 mL) 8.0 £2.1
AGEs+Vit E (1. 0 mL) 17.8 +4.4*
AGEs (1.0 mL) 32.4 +5.3

a;P<0.01, compared with AGEs group, P<C 0. 05, compared with
BSA group
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Table 2. The effect of VitE on DG formation in AGEs-
stimulated ASMC (x5, n=5)

Groups DG (pmol/1)
BSA (200 mg/L) 228.4 +20.8
AGEs+Vit E(50 mmol/L) 673.8 4-42.3b
AGEs-+ Vit E(100 mmol/L) 416.7 4+38.6 %
AGEs (200 mg/L) 912.2 +47.1

a; P<{0.01,b:P<C0.05, compared with AGEs group, ¢:P<C0. 05,
comppaned with BSA group
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Table 3. The effect of AGEs—induced by VitE incubation
with glucose and BSA on DG level in ASMC(z+s, n=5)

7§ # )& AGEs %t F i

Groups DG (pmol/1)
AGEs (100 mg/L) 736.2 £37.6
Vit E+GS+BSA—AGEs (100 mg/L) 544.7 +40. 5%
BSA (100 mg/L) 214.6 £18.5

a; < 0. 05, compared with AGEs group, b: P<C 0. 01, compared
with BSA group
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