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[Abstract] Objective To explore the effects and mechanism of propofol on cognitive function
of type 2 diabetic rats. Methods Ten of fifty adult male SD rats were fed with basic diet and allocated
to control group. Another forty rats were fed with high sugar and high fat for 8 weeks and composite
intraperitoneal injection of 1% streptozotocin (STZ) to establish model and then divided into four
groups: diabetes group; low dose, middle dose and high dose of propofol group (diabetic rats were
given intraperitoneal injection of 1% propofol 10, 30, 75 mgekg '+d~' for 5 consecutive days). The
cognitive functions were examined by Morris water maze from the first day after intraperitoneal injec-
tion with propofol. The hippocampus were isolated for observing histopathologic alterations by HE
staining and for the determinations of SOD, MDA, CAT, GSH and GSH-PX by colorimetry.
Western blot was used to detect the expression of AGEs and RAGE. Results Compared to the
control group, there was an obvious increased escape latent period, decreased the frequency of
crossing platform, increased hippocampal neurons damage and MDA, decreased levels of SOD,
CAT, GSH and GSH-PX, as well as the protein levels of AGEs and RAGE in diabetes group (P <<
0. 05). There was no significant difference between diabetes group and low dose propofol of group on
behavior ability and detection index. However, middle dose and high dose of propofol group showed
more serious cognitive dysfunction, aggravated hippocampal neurons cells loss, increased oxidative
stress as well as enhanced expression of AGEs and RAGE (P <C0.05). Conclusion Multiple given
sedative or anesthetic doses of propofol can aggravate the cognitive dysfunction and oxidative stress in
type 2 diabetic rats, which may be related to increase the expression of AGEs and RAGE in brain tis-

sue.
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