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Abstract

AIM: To explore the effect of spleen deficiency
on pathological state in diabetes by analyzing
the inflammation and oxidative stress in type 2
diabetics.

METHODS: Sixty patients were selected,
including 30 patients with type 2 diabetes with
spleen deficiency and 30 patients with type
2 diabetes without spleen deficiency. Blood
samples were collected to measure serum
pancreatic amylase (P-AMY), high sensitivity
C-reactive protein (hs-CRP), interleukin 6
(IL-6), and tumor necrosis factor-o. (TNF-a)) by
enzyme linked immunosorbent assay (ELISA).
Malondialdehyde (MDA) was measured by the
method of thiobarbituric acid reaction (TBA),
and protein carbonyls (PCOs) were measured
by treatment with 2,4-dinitrophenylhydrazine
(DNPH), which reacts with protein carbonyl
derivatives to form stable hydrazones.

RESULTS: P-AMY in type 2 diabetes with
spleen deficiency was lower than that in type
2 diabetes without spleen deficiency, and the
distribution of lower levels of P-AMY in type
2 diabetes with spleen deficiency was more
than that in type 2 diabetes without spleen
deficiency. hs-CRP, IL-6, TNF-a, MDA, and
PCOs in type 2 diabetes with spleen deficiency
were higher than those in type 2 diabetes
without spleen deficiency, and the distribution
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of higher levels of hs-CRP, IL-6, TNF-o, MDA,
PCO in type 2 diabetes with spleen deficiency
was more than that in type 2 diabetes without
spleen deficiency.

CONCLUSION: Spleen deficiency may decrease
the level of serum P-AMY and aggravate
inflammation and oxidative stress in type 2
diabetes.

© 2016 Baishideng Publishing Group Inc. All rights
reserved.
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