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[ Abstract]  Objective

cardiovascular events in diabetic patients treated with maintenance hemodialysis. Methods According to fasting

To investigate the potential contributing effects of fasting plasma glucose on

plasma glucose, 154 patients undergoing maintenance hemodialysis in our department were assigned into group A (n=
84 ) nondiabetic with normal fasting blood glucose, group B (n =41) diabetic with good control of fasting blood
glucose, and group C (n=29) diabetic with poor control of fasting glucose. Anthropometric and laboratory data were
collected, and the participants were followed up for 36 months. Cardiovascular events and hypoglycemia were recorded
and analyzed. Results Highly-sensitive C reactive protein (hs-CRP) , triglyceride, and waist circumference were
significantly higher in group B and group C compared with group A. Body mass index in group C was the highest while
high density lipoprotein-cholesterol and intact parathyroid hormone levels were the lowest among 3 groups ( P <
0.05) . During the 36 months follow-up, 47 cases of cardiovascular events occurred. Kaplan-Meier curves showed that
cumulative incidence of cardiovascular events was significantly higher in group C than group A and B ( both P<0.01) ,
and no significant difference was found between group A and B. Cox regressive analysis revealed that fasting plasma
glucose and hs-CRP were independant risk factors for cumulative incidence of cardiovascular events ( P<0. 05 or P<
0.01). Conclusions If fasting plasma glucose is controlled within the range of 5. 6 to 7.2 mmol/L, cardiovascular
outcomes may be significantly ameliorated in diabetic patients treated with maintenance hemodialysis.
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Tab 1 Comparison of baseline data in patients of various groups| x+s, M ( Quartile) ]
y il BT ;
Al ik ﬁfli (%) ) CCB RAASB MAP ﬁff'lﬁ . BMI we
Group n ae Age Hemodialysis age n(%) n(% ) (mmHg) ypoglycema (kg/m?) (em)
n(% ) (%)
(year) ('month)
A 84 41(48.8) 56 +17 84 +47 49(58.3) 44(52.4) 98 +12 6.0 21.81+£3.72 84 +12
B 41 27(65.8) 55£12 77 +48 30(73.2)  22(53.7) 100+ 11 12.2 23.22+3.88 89 12
C 29 19(65.5) 60+12 66 £41 22(75.9) 13(44.8) 10211 10.3 24.41 £4.94° 91 +13°
4
T“Ofﬁ 154 87(56.5) 5615 79 +46 101(65.6)  79(51.3)  99%12 8.4 22.67+4.12 86+ 12
My % Hb Alb TC HDL-C LDL-C TG Lp(a)
Group n (g/L) (g/L) ('mmol/L) (mmol/L) ('mmol/L) ('mmol/L) (mg/dl)
A 84 109.9+£17.5 36.2(33.9,38.7) 4.1+1.0 1.28 +0.38 2.21+0.72 1.26(0.84,1.72) 24.5(19.0,32.2)
B 41 113.4+15.1 34.6(32.3,37.8) 4.6+1.2 1.18+0.38 2.45+0.71 1.81(1.22,3.06)* 26.5(18.9,43.4)
C 29 106.9+15.4  34.8(31.7,36.9)  4.2zx1.1 1.07+0.40* 2.30+0.67  1.85(0.96,2.90)* 30.4(19.6,37.4)
IS8
:;ofjil 154 110.3+£16.6 35.8(33.3,38.0) 4.2+1.1 1.22+0.39 2.32+0.72 1.42(0.92,2.08) 25.7(19.2,36.7)
Al ik BUN Cr UA Ca P Ca*P hs-CRP iPTH
Group n (mmol/L) ( pmol/L) ( pmol/L) (mmol/L) (mmol/L) (mg?/dI?) (mg/L) (pg/dl)
A 84 24.1£6.7  906.5+232.7 400.4+99.9 2.21+0.25 1.82+0.62 50.1+18.5 1.3(0.7,4.2) 311(194,477)
B 41 24.2+7.9 932.1+270.1 429.3+109.9 2.12+0.35 1.81+0.68 46.8+17.8 3.2(1.8,6.6)" 280(151,496)
C 29 25.7+4.8 824.4+223.4 393.6+70.5 2.15+0.22 1.78+0.51 47.8+15.6 5.0(2.6,11.7)* 128(69,230)
=}
‘[L;fjsl 154 24.4+6.8 897.8+242.8 406.8+98.4 2.17+0.27 1.81+0.62 48.8+17.8 2.9(1.0,5.5) 272(144,469)

A AEBE R 9% 25 I8 ILBE IE % 21 Normal fasting blood glucose without diabetes group; B : IR 955 25 i L4 7 i) K 4F 20 Well-controlled fasting blood
glucose with diabetes group ; C . BRI 25 f& MR il K44 Poorly-controlled fasting blood glucose with diabetes group ; CCB; %538 i 5477 Calcium channel
blocker; RAASB : B % -IfiL4 & 7k & -BE [ i R4 H5 P77 Renin-angiotensin-aldosterone system blocker; MAP ;-2 3 ik £ Mean arterial pressure ; BMI . A # 15
$ Body mass index ; WC ; [l Waist circumference ; Hb ; Ifl.Z1. 75 4 Hemoglobin ; Alb ; I35 I 2 H Serum albumin ; TC ; S AR EBE Total cholesterol ; HDL-C ; (55 %%
£ B 7K AR [ B High density lipoprotein-cholesterol ; LDL-C ; {2 £ 5 & 14 AR [ % Low density lipoprotein-cholesterol ; TG ; H i =g Triglyceride; Lp(a) : ig
EHa Lipoprotein a; BUN; R Z A Blood urea nitrogen ; Cr I L fif Creatinine; UA ; [l JR 2 Uric acid; Ca; Ifil 45 Serum calcium; P [fil 5 Serum phosphate ;
Ca * P, 453 FH Product of calcium and phosphorus ; hs-CRP; B C RV ER Highly-sensitive C reactive protein ;iPTH ; 2B R 55 IR Intact parathyroid

hormone ; 5 A 1 H4 s A group,*P<0.05; 5 B 4 b4 vs B group,”P<0. 05
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Fig1 Accumulated incidence of cardiovascular events in various groups
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