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A) 160 Table 5. Comparison of RAS and ABPM between NSDR and severe DR, focused on patients not taking antihypertensive medications except
. _ calcium channel blockers or a-adrenergic blockers
® r,=-0.30
E 140 1* « P<0.001
] % NSDR (n=46) Severe DR (n=21) P value
=
H 120 SAC (pg/mL) 159.9+93.3 123.0+£56.0 114
2 ARC (pg/mL) 9.8 (4.6-18.0) 3.2(1.5-13.6) .024
'5. 100 ARR 15.3 (7.6-31.0) 33.7 (10.2-56.4) .072
a8 Daytime SBP (mmHg) 1149+ 11.6 121.3+13.6 .051
8 Daytime DBP (mmHg) 74.5+9.4 78.0+7.7 143
Nighttime SBP (mmHg) 107.1+13.1 115.6 +13.9 .019
Nighttime DBP (mmHg) 67.2+8.7 73.6 8.7 .007
®) 24-hour SBP (mmHg) 111.9+11.4 119.1+£13.1 .027
12 24-hour DBP (mmHg) 71.8+8.7 74.8 +10.4 .220
c Nocturnal SBP decrease (%) 6.7+7.0 4.5+6.9 114
g L Nocturnal DBP decrease (%) 9.5+7.9 59+7.1 .082
=
2 g0 Data are presented as mean x SD or as median value (interquartile range).
a Abbreviations: ABPM, Ambulatory blood pressure monitoring; ARC, active renin concentration; ARR, SAC to ARC ratio; DBP, diastolic blood pressure; DR,
g diabetic retinopathy; NSDR, no or simple diabetic retinopathy; RAS, renin-angiotensin system; SAC, serum aldosterone concentration; SBP, systolic blood
£ s pressure.
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