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[Abstract] Objective:To investigate the status and related factors of fasting hyperglycemia in hospitalized patients with diabetes.
Methods : Total 1055 diabetic patients who underwent continuous glucose monitoring from Jan.2013 to Dec. 2014 in five hospitals
were enrolled in this study. Sex,age,type of diabetes,duration,body mass index (BMI),blood pressure,glycosylated hemoglobin
(HbAlc),blood lipid,urinary albumin, macroangiopathy and so on were collected to analyze the risk factors. Results;Totally 83.9%
of diabetic patients had fasting hyperglycemia,of which 75.2% was poor glucose control throughout the day, 15.4% was dawn phe-
nomenon and 9.4% was Somogyi effect. The incidence of Somogyi effect in type 1 diabetes patients was significantly higher than that
in type 2,and the incidence of poor glucose control throughout the day in type 2 diabetes patients was significantly higher than that of
type 1. The one-way ANOVA analysis results showed that there were significantly differences of age,type,duration,blood pressure,
blood lipid between dawn phenomenon group,Somogyi effect group,and poor glucose control throughout the day group (P < 0.05).
The binary logistic regression analysis results showed that older,longer duration, higher TG, and higher LDL-C were more likely to oc-
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cur in poor glucose control throughout the day(P < 0.05). Patients with younger age,shorter duration,higher systolic blood pressure

or higher TC were more likely to have dawn phenomenon(P < 0.05). Lower TC and TG were more prone to Somogyi effect(P < 0.05).

Conclusion; Fasting hyperglycemia was a common phenomenon among hospitalized patients with diabetes. The causes in sequence

were poor glucose control,dawn phenomenon and Somogyi effect. Type 1 diabetes patients were more likely to have Somogyi effect.

Age,duration, TC,and LDL-C were risk factors for poor glucose control throughout the day; Age,duration,systolic blood pressure and

TC were risk factors for dawn phenomenon; TC, TG were risk factors for Somogyi effect.

[Keywords] fasting hyperglycemia;dawn phenomenon;poor glucose control throughout the day;Somogyi effect
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Table 1 Preliminary data analysis of fasting hyperglycemia

group [n(%)]
_ 11 2 7Y Wil P
v R T
ERAMEH 55(62.5)  610(76.5) 665 0.006
RIS 4 13(14.8)  124(15.6) 137 1.000
Somogyi ZAN AL 20(22.7) 63(7.9) 83 <0.001
5578 88 797 885  0.039
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Table 2 The one-way ANOVA analysis of the related factors of fasting hyperglycemia

415 % Mo (/%) () Sy (1 A2 ) AR (4F) BMI(kg/m?)
ERAEY 665 377,288 53.50 £ 13.11 55/610 8.05 + 6.54 24.78 £ 2.90
R 137 88/49 48.74 + 14.02* 13/124 5.34 £5.00" 24.78 £ 4.66
Somogyi 34 M 2H 83 50/33 53.36 = 12.08" 20/63"* 7.77 £ 5.37* 24.02 = 1.75%
F/y* il 2.814 7.522 3.254 10.806 2.174
PlE 0.245 0.001 0.039 0.001 0.114
20 5] SBP(mmHg) DBP(mmHg) HbAlc(%) TC(mmol/L) TG (mmol/L)
ERAEU 128.41 + 19.32 78.85 + 11.38 8.84 +2.09 4.73 £ 1.22 2.20 £ 2.55
RG24 133.84 £ 11.51 81.42 + 11.44* 8.53 +2.97 4.44 +0.78* 246 £2.18
Somogyi Z§ v 2H 127.80 + 16.36** 80.81 + 7.44 8.36 + 2.77 4.13 £ 0.94* 1.23 + 0.64
F/x B 3.513 3.779 2.322 12.414 7.472
P1E 0.030 0.023 0.099 0.002 0.003
2 LDL-C(mmol/L) HDL-C(mmol/L) UA =300 mg/24 h(%) KM E (%)
RAELH 2.11 £ 0.88 1.31 £ 0.39 35.0 47.5
LB 1.94 + 0.61" 1.23 £ 0.34" 40.1 38.0
Somogyi #X R 2H 2.26 + 0.83" 1.35 + 0.38* 28.9 44.6
F/y 8 3.999 3.254 2911 4237
P 0.019 0.039 0.233 0.120

HERAMEALLEL, "P < 0.05; SR AL, P < 0.05,

F£3 EXRMAEEHREILLHE 42 Logistic B354
Table 3 Binary Logistic regression analysis of the poor glucose control throughout the day group

SES Beta SE Wald OR P{E 95%CI1

i 0.247 0.118 4.390 0.781 0.036 0.619 ~ 0.984

SR 0.132 0.117 1.280 1.141 0.025 0.908 ~ 1.434

TG 0.885 0.182 23.592 2.424 0.010 1.696 ~ 3.464

LDL-C 0.106 0.121 0.766 1.112 0.038 0.877 ~ 1.411

x4 RPAYKITA=5 % Logistic BIFSHT
Table 4 Binary Logistic regression analysis of the dawn phenomenon group

(SES Beta SE Wald OR P 95%CI

AEHR -0.173 0.171 1.027 0.841 0.031 0.601 ~ 1.176

St -0.999 0.209 22.722 2.715 0.001 1.800 ~ 4.093

Wi 1.053 0.333 10.000 2.866 0.002 1.492 ~ 5.504

TC 0.742 0.268 0.671 2.100 0.006 1.242 ~ 3.551

&5 Somogyi M4 — 4% Logistic B)30 47
Table 5 Binary Logistic regression analysis of the Somogyi effect group

SES Beta SE Wald OR P{E 95%CI

TC -0.757 0.321 5.566 2.133 0.018 1.137~4.001

TG -1.512 0.341 19.674 4.536 0.001 2.326~8.849
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