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[ Abstract | Objective: To investigate the influence factors of morning blood pressure surge ( MBPS)
in type 2 diabetes mellitus (T2DM) patients with essential hypertension (EH). Methods: Levels of
MBPS, blood lipids, blood glucose, fasting plasma C-peptide and HbAlc were recorded in 60 patients
with T2DM and EH. According to the levels of MBPS, patients were divided into group 1 ( MBPS <
15 mmHg) , group 2 (15 mmHg < MBPS<<20 mmHg) and group 3 ( MBPS >20 mmHg). According
to the antihypertensive scheme, patients were divided into group 1 (no medication) , group 2 ( using
CCB), group 3 (using ARB/ACEI). According to smoking status, patients were divided into group 1
(no smoking) and group 2 (smoking). The relationship between the MBPS and above parameters was
analyzed. Results: Among the MBPS groups, there were significant differences in fasting plasma C-

peptide (P = 0. 035), while there was no significant difference in blood glucose, blood lipids and
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HbAlc (P >0.05). Among the antihypertensive medication groups, there were significant differences

in MBPS(P <0.05), as well as in smoking status groups. Multiple regression analysis showed that
MBPS in no medication group, CCB group and ARB/ACEI group had the declining trend. MBPS was
higher in smoking group than no smoking group. Conclusions: In patients with T2DM and EH, MBPS

was correlated with antihypertensive drugs and smoking status.
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fasting plasma C-peptide
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Tab.1 Comparison of clinical indicators among MBPS groups
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Z5 1 C ik (pmol/L) 486.36 +199. 64" 663.88 +283.1% 483.31 £216.40" 3.564 0.035
HbAlc(% ) 7.72 +1.28 8.18 £1.71 7.77£2.16 0.378 0.687
FPG(mmol/L) 7.80 £2.59 8.58 +3.28 8.78 +4.70 0.475 0.624
TC(mmol/L) 4.44 £1.04 4.82+1.15 4.50£0.95 0.693 0.504
HDL - ¢( mmol/L) 1.10£0.19 1.04 £0.26 1.09 £0.17 0.448 0.641
LDL - ¢( mmol/L) 2.51+0.92 2.68 £0.88 2.66 £0.79 0.251 0.779
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