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Correlation between Aldosterone to Renin Ratio and the Renal Damage in Essential Hypertension Patients. =~ ZHANG Caiyan, ZHAO Ya-
jing, GUO Zihong, et al. Department of Hypertension, Affiliated Cardiovascular Hospital of Kunming Medical University ( Fuwai Yunnan
Cardiovascular Hospital) , Yunnan 650032, China

Abstract Objective To investigate the correlation between aldosterone to renin ratio (ARR) and renal damage in essential hyper-
tension patients. Methods 201 essential hypertension patients were selected among the residents over the age of 18 in Anning, Kun-
ming, Yunnan Province who participated in the Chinese Residents’ Cardiovascular Disease and Risk Factors Monitoring Project (2020) in
April 2021. We divided them into three groups according to the level of ARR[ (ng/dl)/( wIU/ml) ], 67 cases in each group: group A
ARR <0.44, group B ARR: 0.44 -0.92, group C ARR >0.92. Diversified linear stepwise regression analysis was used to investigate
the influencing factors of renal damage in essential hypertension patients. Results The results of Pearson correlation analysis show that
ARR was correlated with eGFR(r= -0.225,P =0.001). The results of diversified linear stepwise regression analysis showed that ARR
(B=-1.61,P=0.013), blood uric acid(p = -=0.219,P =0.001), blood potassium(f = -0.221,P =0.001), systolic blood pres-
sure (B = -0.297,P <0.001) were independently negatively correlated with eGFR, while diastolic blood pressure ( =0.277,P <
0.001), BMI(B =0.133,P =0.037) were independently positively correlated with eGFR. Conclusion ARR is independently associated
with renal damage in essential hypertension patients. Essential hypertension patients with high ARR have more severe renal damage.

Key words Essential hypertension; Aldosterone to renin ratio; Renal damage
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F1 —EEBEE[v£5,M(Q1,0Q3)]
i H A#(n=67) B#(n=67) C#(n=67) X /F P

PR (B M/ Zot) 56/11 43/24 " 32/35 " 18.982 <0.001
SRR () 48(36,67) 55 (42,65) 53 (44,64) 2.653 0.265
BMI(kg/m?) 25.29(22.32,28.05) 25.51(22.87,27.53) 26.05(23.28,27.73) 1.281 0.527

W 18 2 (% ) 55.22 40.30 29.85" 8.958 0.011
RIER (%) 55.22 35.82 38.80 5.958 0.510

W 46 H (mmHg® ) 148(140,154) 149(142,156) 155(143,165) * 8.028 0.018
&5k & (mmHg) 93(87,97) 90(85,95) 90(84,100) 2.772 0.250
LR (/5T 75(69,82) 73(67,81) 73(64,79) 1.188 0.552
B R W (wlU/ml) 28.40(19.33,38.18) 11.24(8.25,16.15) * 4.68(2.89,8.05)"* 131.123 <0.001
P [ i e S (ng/dl) 7.30(4.96,9.37) 6.80(5.31,9.72) 8.09(6.20,12.60) 6.719 0.035
FEALIM AT (% ) 5.6(5.4,5.8) 5.6(5.2,5.9) 5.6(5.4,5.9) 0.278 0.870
1A ( mmol/L) 4.18 +0.38 4.29 £0.37 4.29 £0.37 1.152 0.318
FBG ( mmol/L) 4.84(4.58,5.43) 4.72(4.40,5.55) 5.18(4.72,5.63)" 9.618 0.008
TG ( mmol/L) 2.01(0.99,2.97) 1.56(0.94,2.28) 1.78(1.15,2.33) 1.962 0.375
TC( mmol/L) 5.48 +1.02 5.61 +0.96 5.37 £0.78 1.122 0.328
HDL - C( mmol/L) 1.52(1.23,1.70) 1.59(1.39,1.82) 1.59(1.37,1.89) 3.328 0.189
LDL - C( mmol/L) 3.23(2.89,4.03) 3.26(2.80,3.91) 3.14(2.62,3.61) 1.879 0.391

“1mmHg =0. 133kPa; 5 A 414, " P <0.05; 5 B 41 1L % ,*P <0.05
2. B IR bR LR 3 ZH i PR R | ol LI | DR Ak i

HEH UACR B L, Z R RF I FE L (P >
0.05),M R ALEF . eGFR [B] L3, Z R ¥ H S IT#E

X (P¥<0.05), Hid,CcHRIEET B 4,eGFR
T A4, FERFE2,

F2 BINEEIEAREER[x+s5,M(Q1,Q3)]

W H A (n=67) B4 (n=67) C#(n=67) X /F P
It /R R ( wmol/L) 403 (341,503) 379(318,448) 374(336,439) 2.694 0.26
L JUET ( pmol /) 84(72,94) 83(70,94) 83(72,92) 0.022 0.989
SR WLEF ( wmol/L) 11059 (7503 ,14536) 10263 (8493 ,14454) 8821(5806,13208) * 7.373 0.025
PRASCR 1 11 (pg/ml) 16.70(6.68,44.22) 12.73(5.88,29.54) 15.30(7.63,39.47) 2.980 0.225
eGFR[ ml/(min - 1.73m?) ] 88.49 +18.23 84.13 +17.55 80.14 +19.42" 3.448 0.034
UACR(mg/g) 14.32(5.23,42.06) 9.97(6.00,26.54) 15.30(7.63,39.47) 5.422 0.066

HAHWE, P<0.05;5 BAILE,"P<0.05

3. A0 gl P R Bl ok R AL A AR A3 T A
70 31 [/ (LAD, RVD, LVEDD, IVST, LVESD, LV-
EDV LVPWT LVESV .LVEF .LVMI ,RWT E/A) J 3

ik B AL S b1 (Y9 BAPWYV S ABI) 8] L%, 22 71
EHITHE X (P >0.05) L% 3,

*3 BEOLHBERINEELIERER v +5,M(Q1,03) ]
miH A#(n=67) B4 (n=67) C4H(n=67) Y /F P
LAD(mm) 32(30,35) 32(30,34) 33(30,35) 0.336 0.845
RVD(mm) 21(20,23) 22(20,24) 21(20,23) 1.963 0.375
LVEDD ( mm) 44.52 +4.00 45.10 +£3.79 45.67 +4.57 1.294 0.277
IVST(mm) 10(9,10) 9(9,10) 10(9,10) 2.202 0.333
LVESD (mm) 28(26,31) 28(26,30) 27(25,31) 0.139 0.933
LVEDV (mm) 95(85,114) 100(83,110) 101(88,116) 0.905 0.636
LVPWT(mm) 9(8,10) 9(8,10) 9(8,10) 0.604 0.739
LVESV (mm) 30(24,38) 30(24,37) 29(24,40) 0.098 0.952
LVEF(% ) 69.20 £7.48 69.11 +8.49 69.14 +7.72 0.002 0.998
LVMI(g/m?) 77.35(69.00,97.15) 80.74(73.31,92.82) 85.63(74.30,98.50) 3.808 0.149
RWT 0.42(0.37,0.45) 0.41(0.36,0.44) 0.39(0.36,0.43) 3.442 0.179
E/A 0.86(0.70,1.17) 0.89(0.75,1.33) 1.00(0.78,1.20) 2.046 0.359
V-3 BAPWV (em/s) 1571.5(1344.0,1823.5)  1496.5(1358.5,1766.0)  1571.0(1402.5,1810.0) 1.249 0.536
SE ABI 1.00 +0.09 1.02 £0.08 1.02 £0.08 0. 440 0.645
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