2019 2 40 2

( 528300)

86 (n=43)

(P <0.05);
GDF -15.hs - CRP.EF -1
(P<0.05) .
GDF -15.hs - CRP
) ) 2

<0.05);

FBG.2 h PBG.HbAlc

* 259 -

(n=43)

(P <0.05) VEGF.NO
2

Clinical efficacy of simvastatin combined with L - carnitine in treatment of coronary heart disease
complicated with type 2 diabetes mellitus LIN Jian( Shunde Ming Jing Diabetes Hospital Shunde 528300 China)

Abstract : Objective To investigate the clinical effect of simvastatin combined with L — carnitine in the treatment of coronary
heart disease with type 2 diabetes mellitus. Method 86 cases of coronary heart disease combined with type 2 diabetes in our hos—
pital were selected and divided into the observation group ( n =43) and the control group ( n =43) . The two groups were given
routine symptomatic treatment the control group was given simvastatin treatment and the observation group combined with Levoc—
arnitine on the basis of this treatment. The treatment effect was compared between the two groups. Results The total effective rate
of treatment in the observation group was significantly higher than that of the control group ( P <0.05) and the FBG 2hPBG and
HbAlc in the observation group were significantly lower than that of the control group ( P <0.05) and the GDF — 15 hs — CRP
and EF —1 in the observation group were significantly lower than those of the control group ( P <0.05) and VEGF and NO were
significantly higher than those of the control group ( P <0.05) . Conclusion Simvastatin combined with Levocarnitine can effec—
tively control the blood sugar of patients with type 2 diabetes mellitus reduce the level of GDF — 15 and hs — CRP and improve
the vascular endothelial function. The clinical effect is significant and it has the value of popularization.
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Different doses of dexmedetomidine on the patients with cognitive dysfunction and inflammatory medi-
ators after cardiovascular surgery PAN Chuan - long CHEN Jing — xia LIU Zhi — heng ( Department of anesthesi—
ology The Second People’s Hospital of Shenzhen Shenzhen 518035 China)

Abstract:Objective To investigate the dose effect of dexmedetomidine on cognitive dysfunction and inflammatory mediators
in patients undergoing cardiovascular surgery. Method 120 patients with cardiovascular surgery were randomly divided into low
dose group (n =60) and high dose group (n =60) . The low dose group were treated with 0.5 pg/( kg * h) continuous infusion
of dexmedetomidine the high dose group was treated with 0. 8 wg/( kg * h) continuous infusion of dexmedetomidine. Comparison
of the two groups of patients before and after the operation of the simple management state examination ( MMSE) score recovery
time spontaneous breathing time extubation time and inflammatory mediators. Results The MMSE score of 1 day low dose group

was significantly higher than that of high dose group (1=2.918 P <0.01) . The recovery time spontaneous breathing time extu—




