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Purpose A — —
We aimed to analyze the effects of SMase on 40,
vascular tone in diabetic conditions and to 20

elucidate the signal transduction mechanisms

involved with special emphasis on hydrogen
sulfide.
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(meantSEM, n= 5; *: p<0.05, **: p<0.01, ***: p<0.001).

segments derived from control and db/db mice after the
application of 0.2 U/ml SMase. Maximal relaxations or
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receptor

combined inhibition of NOS and TP-R by L-NAME and SQ
29,548 (mean+SEM, n=7-26).

Fig. 1. Pathways of sphingomyelin metabolism.

The use of W146, D-erythro-MAPP, Wortmannin
and MK2206 did not alter the vasoactive effects
of SMase in the wild type or db/db mice (Fig. 5).
However, the PLC inhibitor U73122 and
propargylglycin decreased (-2.21+1.06% and -
22.02+4.95% respectively, p<0.05) the SMase
induced vasorelaxation in diabetic vessels (Fig. 6).
Dose-response curves for PE and NaHS were
shifted to the left while dose-response curves for
SNP were shifted to the right in the db/db group
(Fig. 7. and Fig. 8).

Results

Blood glucose levels and body weights of the
investigated animals were significantly higher in
the db/db group (Fig 3.A and B) and vessels from
these animals developed marked endothelial

dysfunction as shown by the right-shift of their Ag_ Bg
acetyl-choline dose-response curve (Fig 3.C). " o
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