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Analysis of glycemic control indices in 304 diabetic patients
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[Abstract] Objective To analyze the controlling status of glucose metabolic indices of outpatients with type 2 diabetes
mellitus (T2DM) who were treated in our hospital for a long term, so as to provide theoretical evidence for better management
of the blood glucose. Methods From March 1, to April 30, 2012, the clinical and laboratory data of the latest 3 months of 304
T2DM patients were collected. According to the hypoglycemic therapies, the patients were divided into oral hypoglycemic drug
treatment group (group A), pure insulin treatment group (group B), and oral medicine combined with insulin treatment group
(group C). The status of metabolism indices and the relationship between the controlling status of metabolic indices and
complications were explored. Results (1) The mean hemoglobin Alc (HbAlc) of the 304 T2DM patients was (8. 01 &
1.14) %, with only 13.16 % of them reaching the recommended glycemic level (<7.0%). We also found that 74. 67 % (227/
304) of patients had at least one complication or concomitant disease. The 2 h-postprandial glucose at diagnosis was found
correlated with the number of macrovascular diseases (r=0.131,P=0.024). (2) The glycemic control in group B and C was
significantly better than that in group A (all P<C0. 05). Sulphonylureas and biguanides were still the most commonly used
hypoglycemic agents. Premix insulin analog (accounting for 50. 85%, 30/59) and intensive insulin therapy (accounting for
27.12% . 16/59) were the commonly used insulin therapy. (3) Patients who performed self-monitoring of blood glucose

(SMBG) a week before filling our form in group A, B, and C accounted for 27. 56 %, 57. 63% and 50. 85% , respectively. And
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the control of glycosylated HbAlc, fasting blood glucose and postprandial glucose of these performing SMBG was better than

those not performing in the same group (P<C0. 01 for all). (4) Logistic regression analysis indicated that performing SMBG was

an influencing factor (OR=0. 379, P =0. 007) of poor glycemic control (glycosylated hemoglobin Alc =7%). Conclusion

Poor control of glycosylated HbAlc remains to be a great challenge for treatment of diabetes. Treatment strategy should be

adjusted promptly when glycemic control fails to achieve the recommended level, including starting insulin therapy and adjusting

amount of insulin amount.
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Tab 1 General data and glycemic control of 304 patients grouped by different therapies

Index All patients Group A Group B Group C
Number of cases 304 127 59 118
Male ¢ Female n : n 179 = 125 72+ 55 35+ 24 72 ¢ 46
Duration (year), s 6.6244.97 6.02+4, 704 5.5144, 664 7.63+5.24*4
Age (year) ., x=%s 59.02+12. 504 59.49+11. 214 55,4612, 74 AA 60.29+13. 4344
BMI (kg * m %), s=+s 25.5742.67 25.3942.81 25.7242.58 25.6942.56
FBG cp/(mmol « L™ 1), x5 6.86+1.01*4 7.094+1, 020044 6.57+0.82" 6.7641.04" "
Patients at FBG goal<<6.1 n (%) 51(16.78) 14(11.02) 13(22.03) 24(20. 34)
Patients at FBG goal<<7. 2 n (%) 235(77. 30 86(67.72)LL4 52(88. 14) * * 97(82. 20) *
Patients at FBG goal>7.2 n (%) 69(22.70) 41(32.28) 2404 7(11.86)* " 21(17.80) "
Patients at FBG goal==8.0 n (%) 132(43.42) 16(12.60) 6(10.17) 110(9. 32)
PPG cp/(mmol « L1, x+t5 9.41+1.71 9.8541.7500AA 9.0641.65" " 9.11+1.60"
Patients at PPG goal<(8.0 n (%) 41(13.49) 11(8.66) 12(20. 34) 18(15. 25)
Patients at PPG goal<C10.0 n (%) 238(78.29) 91(71.65) 47(79.66) 100(84. 75)
Patients at PPG goal>10.0 n (%) 66(21.71) 36(28.35)4 12(20. 34) 18(15.25)
Patients at PPG goal>=12.0 n (%) 188(61. 84) 16(12. 6) 30(5.08) 70(5.93)
HbAlc (%) . ats 8.01%1.14%" 8.34+1. 150044 7.70+1.10" 7.80+1.07" "
Patients at HbAlc goal<<6.5 n (%) 13(4. 28) 6(4.72) 1(1.69) 6(5.08)
Patients at HbAlc goal<<7.0 n (%) 40 (13.16) 10(7.87) LA 9(15.30) " 21(17.80) "
Patients at HbAlc goal=8.0 n (%) 121(39. 80) 74(58.27)L0AA 13(22.03) " * 34(28.81) " *
Patients at HbAlc goal=8.5 n (%) 69(22.70) 43(33.86)LLAA 8(13.56) "~ 18(15.25) * *

Group A: Pure oral hypoglycemic drug treatment group; Group B: Pure insulin treatment group; Group C: Oral medicine

combined with insulin treatment group. BMI: Body mass index; FBG: Fasting blood glucose; PPG: Postprandial glucose;

HbAlc: Hemoglobin Alc. * P<C0.05, ** P<C0.01 vs group A; ©P<C0.05, 2 P<C0.01 vs group B; 4 P<{0.05, 44 P<C0.01

vs group C
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Tab 2 Glucose metabolism and use of insulin in 304 patients after grouped by BMI, gender and age

Index 2 (%) ) FBG7 B ’ PPGﬁ - Hb/\}c On insulin
cg/(mmol « L™ ,a+s  cg/(mmol » L™1) .a=£s (%) .a+s n( %)
All patients (N=2304) 6.8641.01 9.41+1.71 8.0141.14 177(58.22)
Grouped by BMI
<24 kgem? 75(24.67) 6.83+1.21 9.3141.77 7.23+1.24 37(49.33)
24<BMI<(28 kg * m ? 171(58. 88) 6.84+0.96 9.37+1.63 8.22+1.11 108(63. 16)
=28 kgem ? 58(19. 80) 6.94+0. 88 9.66+1.85 8.734+1.12" 32(55.17)
Grouped by gender
Male 179(58. 88) 6.90+0.97 9.51+1.74 8.15+1.22 107(59.78)
Female 125(41.12) 6.80+1.06 9.67+1.66 7.827+0.994 70(56.00)
Grouped by age
<65 years 203(66.78) 6.87+0.99 9.46+1.08 8.02+1.17 114(56.16)
=65 years 101(33.22) 6.84+1.05 9.32+1.43 7.99+1.08 63(62. 38)

BMI: Body mass index; FBG: Fasting blood glucose; PPG: Postprandial glucose; HbAlc: Hemoglobin Alc. * P<C0. 05 vs

the group BMI<C24 kg/m’;* P<C0. 05 vs male

2.2.1 BAOMBEAELYIETAA R IS E
W 127 BIERE PR & S 9. 4590 (12/127), 2
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Tab 3 Comorbidities, complications and self-monitoring of blood glucose and relationship with glycemic control in three groups
Group n (%) » FBG71 L . PPGi1 L FbA}c ‘
c/(mmol « L1 745 cp/(mmol « L™1) 745 (%) ,xts
Group A (N=127) 7.0941.02 9.854+1.75 8.34+1.15
Dyslipidemias
With 61(48.03) 6.984-0. 70 9.77 £1.44 8.53 +1.23"
Without 66(51.97) 7.184+1.24 9.92+1.99 8.1641.05
Comorbidities or complications
Without 30(23.62) 7.40+1.54 10.10+£1.97 8.3441.23
With one 33(25.98) 6.92+0.82 9.75+2.11 7.9540.78
With two 29(22.83) 7.0240.89 9.76+1. 64 8.54+1.23~4
With three or more 35(27.56) 7.0340.65 9.7941.24 8.53+ 1,254
Self-monitoring of blood glucose
With 35(27.56) 6.5640.76"* 8.6741.18" " 7.4940.86" "
Without 92(72.44) 7.2841.04 10.29+1.73 8.66+1.08
Group B (N=59) 6.5740. 82 9.06+1.65 7.70+1.10
Dyslipidemias
With 26(44.07) 6.68+0.89 8.93+1.29 7.8941.28
Without 33(55.93) 6.4840.48 9.16+1.90 7.5540.92
Comorbidities or complications
Without 18(30.51) 6.480. 90 9.03+1.14 7.4940.78
With one 8(13.56) 6.43+£0.42 8.10=£0. 40 7.05%0. 34
With two 15(25. 42) 6.4740. 80 8.88+0.95 7.6940.89
With three or more 18(30.51) 6.8640.91 9.76+2. 64 8.26+1.5804
Self-monitoring of blood glucose
With 34(57.63) 6.30+£0.74%~ 8.3740.70" " 7.2840.72%
Without 25(42.37) 6.9440.79 9.99+2.08 8.2841.27
Group C (N=118) 6.5741.04 9.1141. 60 9.80+1.07
Dyslipidemias
With 60(50. 85) 6.71£0.92 9.09=£0. 84 7.88740.92
Without 58(49. 15) 6.7841.11 9.134+1.91 7.80+1.16
Comorbidities or complications
Without 29(24.58) 7.12£1.49 9.54+2.35 8.0540.99
With one 30(25.42) 6.54£0.88 8.74+1.74 7.484+1. 34
With two 23(19.49) 6.6340.71 8.9740.89 7.6740.54
With three or more 36(30.51) 6.73+0.87 9.18+0.91 8.0241.09
Self-monitoring of blood glucose
With 60(50. 85) 6.3440.57* 8.4440.61" " 7.34740.59**
Without 58(49.15) 7.1941.23 9.824+1.97 8.32+1.23

According to presence of dyslipidemia, number of comorbidities or complications, or self-monitoring of blood glucose, pa-

tients in each group were further divided into different subgroups. Group A: Pure oral hypoglycemic drug treatment; Group B:

pure insulin treatment; Group C: Oral medicine combined with insulin treatment. FBG: Fasting blood glucose; PPG: Postpran-

dial glucose; HbAlc: Hemoglobin Ale. * P<C0.05," * P<C0. 01 vs other patients in the same group;* P<0. 05,2 P<C0. 01 vs

without comorbidities or complications;4 P<C0. 05,44 P<C0. 01 vs with one comorbidity or complication
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