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Renal dysfunction and its related factors in the metabolic syndrome
JIN Yu—hua, ZHU Zhi—ming, ZHOU Fang—ming, ZHAO Zhi— gang (Department of Hypertension and Endociimlogy. Institute of
Surgery Research, Daping Hospital Third Military Medical University, Chongging 400042, China)

Abstract: Objective To study the renal dysfunction and the related risk factors in patients with metabolic syn-
drome. Methods A total of 334 patients were divided into essential hypertension group (EH, n = 98), type 2 dia-
betes mellitus group (T2DM, n = 68), and metabolic syndrome group (MS, n = 178). Indexes of renal dysfunc-
tion and welated risk factors in the three gwoups were compared. Results Compared with those in EH and T2DM
groups, increased microalbuminuria (MA ) and decreased creatinine clearance (Cer) were observed in MS group ( P
<C 0.05). There was no difference in BUN and Cer levels between the three groups ( P~> 0.05). Correlation analy-
sis showed that Cer was negatively correlated to the age, sysiolic pressure (SBP), pulse pressure (PP), the illness
periods of hypertension and diabetes, fasting blood glucose level, and MA in MS gwup, respectively (P <C 0.05).
There was positive correlation between serum glucose and MA in T2DM (P<CT 0.05). There was no wrrelation be-
tween these parameters in EH group. Conclusion The clustering of multiple metabolic risk factors may worsen the re-
nal function in MS patients.
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Tab 1 Clinical characteristics of the subjects(x + 5)
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Comparison of renat function indexes in patients with DM,
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Tab 2

MS(n = 168) EH {n=58) DM{» = &%) F P
Ag(yr) D0 %6116 57+1.37 2.2 0.065
BMI(kg/ur ) B£0,5*E U202 2Z+0.30 2414 0.0D1
SBP (mmHg) 157£1.09° 160+2.29* 121145 9.8 0.001
8P (meaklg) D=0.RRE 95l DD T+0.92  B5.08 0.001
PP (mmHg) 67:1.38° 65+2.17 #8177 T o000l
FH damtion(yr.) 5. 2+0.46% 4.8:0.5 _— 27.47 0.001
DN cumatin(yr) 5391070 —_— 49038 5.3 0.00
TC{ mool/L) 5.(B+0.08 4.96+£0.09 4.7610.63 2.2 0.0
TG{mmal/L} 2.2+0.19% 1.56+0.10 182018 53 0.005
HDL{ mmol/L) 1.17£0.08% 1.29:0.04 1.2:00¢ 345 0.0
DA (mmol/L) 3.2 :0.08 284000 2.7%6:0.12 1.9 0.8
UA(mmol/L) TW:RM BLEL12.00 M H:12.16 LB 0.1
CS(mmaliL) 10.10£0.36% 5008 11.9:0.8 7.2 0.001
HbAle(%} $.27:071% 56046  9.75:0.35 7.21 0.0
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MA (mg/24 b} Cer {mlfrmin} BUN { mrmol/L) Cr (umol/L)
FH 69.65+£5.95 77.38+2.93 5.7410.17 90.96+2.482
DM 71.49+6.38 80.25:4.21 6.M+0.24 83.67+2.93
MS  132.0326.88°% 63.89:227°% 6.25:0.24 91,42 +5.07
F 29.20 17.82 1.96 0.43
P 0.0001 0.0001 0.14 0.65
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Tab 3 Correlation anglysis of MA and Cer in MS

MA Cer
r P r P
Age 0.151 0.040 -0.206 0.005
SBP 0.277 0.000 -0.248 0.001
PP 0.260 0.000 -0.224 0.002
MA 1 - 0.408 0.000
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VA 0.179 0.039 0.013 0.885
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