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The level of serum 25-hydroxyvitamin D and its related factors

in patients with chronic kidney disease
Wang Ju Wang Haiyan Zhang Guixia et al
( Dept of Nephrology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To detect the deficiency of 25-hydroxyvitamin D 25( OH) D  and its related factors in pa—
tients with chronic kidney disease( CKD) . Methods 213 patients with CKD and 176 healthy adults were recrui—
ted. Their clinical examinations were collected for statistical analysis. Results The level of 25( OH) D in CKD pa-
tients was lower than healthy adults (10.79 +8.32) ng/ml vs ( 14. 65 £6.50) ng/ml P <0.01 ; the prevalence
of 25( OH) D deficiency in CKD patients was higher than healthy adults ( 77.93% wvs 54.55% P <0.01).

25( OH) D was positively correlated with Hb  Alb iPTH ALP and eGFR. 25( OH) D was negatively correlated
with SBP TC. Alb ALP and TC were the independent factors to influence serum 25( OH) D. Conclusion The
prevalence of 25( OH) D deficiency is high in CKD and healthy adults especially in CKD patients. Improving nu—
tritional status bone metabolic disorder and disorder of lipid metabolism may improve 25( OH) D deficiency delay
CKD progress whether reduce the mortality is subject to further study.
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The relationship between toe-brachial index and body fat and its role in

diabetic lower extremity vascular disease risk assessment
Shi Jinglin' > Shi Lintao’ Zhang Mei® et al
( 'Institute of Basic Medical Sciences Academy of Military Medical Sciences of
Anhui Medical University Beijing 100850 *Dept of Endocrinology 306th Teaching Hospital
of Anhui Medical University *Dept of Endocrinology 306th Hospital of PLA Beijing 100101)

Abstract Objective By analyzing the correlation between toe-brachial index ( TBI) and body fat in type 2 dia—
betic patients ( DM) to understand the impact of body fat on TBI in DM and explore significance of TBI and body
fat in evaluating diabetic lower extremity vascular disease. Methods 123 cases of DM whose ankle-brachial index
( ABI) and TBI were both within normal ranges collected demographic characteristics clincal and biochamical in—
dicators were measured the main components of the quantitative of different body parts were measured by BCA2
type a body composition analyzer. TBI was divided into two groups by persantage 50 higher TBI group: 0. 82 <
TBI <1.12 lower TBI group: 0.60 < TBI <0.82. We compared two groups of body composition and analysed the
relationship between the body fat and TBI. Results There were no significant differences of DM duration ABI
hemoglobin Alc( HbAlc) fasting plasma glucose ( FPG) postprandial blood glucose ( PBG) triglyceride ( TG)
total cholesterol ( TC) homeostasis model assessment for insulin resistance ( HOMA-R)  high-density lipoprotein—
cholesterol ( HDL-C)  low-density lipoprotein—cholesterol( LDL) were found between the two groups. Compared
with lower TBI group systolic blood pressure ( SBP) of supine pulse pressure of supine percentage of body fat
( PBF) physical age visceral fat/trunk muscles fat/muscle of upper limbs fat/muscle of lower limbs were sig—
nificantly increased in higher TBI group. Multiple regression analysis showed that physical age pulse pressure of
orthostatic percentage of body fat were independent risk factors for lowering TBI. Conclusion Our study finds
that the lower the TBI the more body fat content physical age and pulse pressure in DM with normal ABI. In-
creased body fat content body age and pulse pressure are independent risk factors for TBI reduced. The result sug—
gests that it is important to check TBI and body fat for detection and intervention earlier in the risk of lower extremi—
ty vascular disease in DM.

Key words type 2 diabetic; toe-brachial index; body fat; diabetic lower extremity vascular disease



