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UB Ublocker

UGl Uglucosidase inhibitor

b B b-blocker

ACEi angiotensirconverting enzymahibitor
ARB angiotensi Il receptorblocker

ATII angiotensinll

BG biguanide

BMI body mass index

CcCB calcium channel blocker

CGM continuous glucose monitoring

DM diabetes mellitus

DPP4i dipeptidyl peptidasd inhibitor

DRI directrenininhibitor

eGFR estimated glomerular filtration rate

GA glycated albumin

GIP glucosedependent insulinotropic polypeptide
GLP-1 glucagonlike peptidel

HbAlc hemoglobin Alc

HDL-C high-density lipoprotein cholesterol
HPLC high performance liquid chromatography
IMT intima media thickness

LDL-C low-density lipoprotein cholesterol

Lys lysine

MAGE mean amplitude of glycemic excursions
MRA mineralocorticoid receptor antagonist
NGSP National Glycohemoglobin StandardizatiBrogram
QOL quality of life



SD
SDF1
SGLT2
SuU

TC
TZD

standard deviation

stromal cellderived factorl
sodiumdependent glucose transporter 2
sulfonylurea

total cholesterol

thiazolidinedione
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(%) 57 (60.6) 18 (60.0) 28 (59.6) 11 (64.7) 0.932
() 67 +7.2 59 + 5.3 69 + 2.3 76+08  <0.0001
BMI (kg/m?) 240+ 3.4 25.0+3.3 23.5+3.2 23.7+3.9 0.148
) 10.3+£7.0 8.4+6.7 10.8£6.9 120+ 7.3 0.166
HbAlc (%) 8.0+11 7.4+0.8 80+12 8.0+1.0 0.866
HDL-C (mg/dL) 55.8 +15.7 52.1+18.6 57.4+16.1 57.9+16.3 0.299
LDL-C (mg/dL) 117.3+26.1 1155+ 27.2 115.0 £ 25.6 126.6 £ 25.0 0.268
(mg/dL) 52+11 51+0.9 53+13 5.4+11 0.794
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/ 18/76 4/26 10/ 37 4/13 0.614
( 12 13 14) 18/28/29/19 4/11/8/7 10/11/16/10 4/6/5/2 0.782
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