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Correlation between HbA1c variability and myocardial damage markers in type 2 diabetes

mellitus patients
Ren Tengzhu,Zhang Zhansong,Chen Peifen, HE Lei
(Department of Endocrinology , Zhujiang Hospital ,Southern Medical University , Guangzhou 510282, China)

[Abstract] Objective;To examine the relationship among HbAlc,CK,CK-MB,CK-MB/CK and hsTnT in T2DM patients. Methods:
Based on the level of HbA1c,251 T2DM patients were assigned to three groups. There were 60 cases in group 1(HbAle < 64%),62 cases
in group 2(64% < HbAlc < 7.1%),33 cases in group 3(7.1% < HbAlc < 7.8%),37 cases in group 4(7.8% <HbAlc < 9.0%) ,and 59 cases
ingroup 5 (HbAle = 9.0%). CK,CK-MB,CK-MB/CK and hsTnT of all groups were determined and compared between groups. Results;
CK-MB/CK of group 3 was the lowest among the five groups,and the difference was significant (P < 0.05). Hs-cTnT of group 5 was the
highest and significantly different with group 1,2 and 3 (P < 0.05) ,meanwhile,there was no clear difference between group 1,2 and 3.
Conclusion; When HbAlc was targeted to the level of group 3,CK-MB/CK was the lowest and there was no clear difference between group
1 and 2 of hs-cTnT,indicating that there may be a minimum degree of myocardial damage .
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Table 1 Comparison of biochemical markers among the 5 groups (Xx5)
WiH 1 4 (n=60) 2 4 (n=62) 3 #H(n=33) 4 #H (n=37) 5% (n=59) FAE/¥X {8
A (4F) 72.03+ 585 7098 +393 7042 +387  72.16+3.92  70.88 +4.55 1.203
5 0.467
5 13 11 9 11 18
5’8 47 51 24 26 41
BMI (kg/m?) 23.07 +3.64  24.14 + 3.41 2433 +£493  23.65+3.28 2478 +3.48 1.778
R (4F) 5.07 + 4.36 532+ 6.06 6.42 + 4.36 5.49 + 5.59 5.93 + 6.65 0.392
HOMA-IR 2.81 + 1.02 489 +334*  500+3.19" 697 +548"% 625+ 485" 9179
PR Z % (mmol/L) 5.66 + 2.33 5.63 +2.07 6.09 + 2.66 5.76 + 1.73 6.56 + 4.18 1.117
JWLEF (pumol /L) 87.42 £ 41.44 8653 +2230 84.88 + 19.88 86.68 + 14.29  89.35 x 26.50 0.154
PRI (wmol/L) 320.56 + 101.38 349.16 + 107.08 310.54 + 107.20 313.22 + 139.69 301.22 + 120.13*  1.490
“Hh = (mmol /L) 1.94 £ 1.02 2.03 + 0.91 231+ 1.17 2.11 +1.97 220+ 1.24 0.603
S JIE [T (mol /L) 5.13 + 1.12 537 £ 0.94 5.96 + 1.01 5.59 + 1.27 7.54 + 14.20 1.110
R NRE H HE B (mmol /L) 1.33 £ 0.21 1.32 £ 0.24 1.50 + 0.19** 134 +0.26% 134 +0.21° 3.854
% BRI R E B2 (mmol /L) 2.85 + 0.82 2.96 + 0.75 332 +0.83* 3.19+0.78" 323+087* 2.936
S GRS (wWU/mL) 10.87 + 4.15 15.88 + 11.72*  14.50 + 8.16 16.82 + 10.10* 12.81 + 11.22 3.253
120 LS B (x10%) 6.32 + 1.67 6.54 + 1.71 6.30 = 1.33 6.59 + 1.29 6.40 = 0.51 0.310
W4 (mmHg) 128.90 + 10.53 128.18 + 11.35 130.07 + 13.77 126.24 +9.01  128.60 + 13.43 0.451
#73K )% (mmHg) 74.67 £ 5.88 7670 + 6.86 7429 £5.88  73.55+632* 74.63 £ 7.11 1.498

5140, P<0.05; 52 4 HE,'P < 0.05;5 3 A HE, 4P < 0.05,
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Table 2 Comparison of CK,CK,CK-MB,CK-MB/CK,and hs-cTnT among the 5 groups (X £5)
A 1 41 (n=60) 2 2 (n=62) 3 4 (n=33) 44 (n=37) 5 2 (n=59)
CK-MB/CK 0.11 £ 0.06 0.10 £ 0.04 0.09 + 0.04 0.12 + 0.62" 0.13 £ 0.06*#*
hs-¢TnT(ng/mL) 8.71 £ 4.17 9.03 +5.40 9.92 + 6.82 27.40 + 11.90"  26.02 + 11.13"**
CK(U/L) 84.15 + 38.06 87.22 + 26.58 84.88 + 20.34 81.35 + 34.46 79.25 + 39.67
CK-MB(U/L) 7.96 £ 2.08 8.22 +2.40 7.77 £ 3.16 8.82 + 3.25 8.80 + 2.80***

5 1HIE, P < 0.05; 52 4HIE, P < 0.05; 5 3 AL, 2P < 0.05; 5 4 #HIL#, 4P < 0.05,

Rl PR )OI bR 769, CK-MB 2R T

040 UL, NSRS SR SE R SREA ML, CK-MB/CK H.
_ o] (BN L B RS S T 8 L TE 3% AL CK-MB
S - 5 CK B 29%~3%, #Bit 3% IR LA GEFELE L
R N LB [ T(cTnT) 2 F G T ACS
~ ool é % T B 5 19 2 AL A5 7 hs-e Tl 4F .0 LR 3 19

K647, BLSEI0 T 45 T 15 (e I T

0.00] P 2 T B D L5101 B CK-MB/CK 7]

VA 24l 341 44l 54
1 &% CK-MB/CK f&
Figure 1 Comparison of CK-MB/CK among the 5 groups
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Figure 2 Comparison of HS-cTnT among the 5 groups
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