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Abstract: [Objective] To explore the association between blood pressure and the plasma levels of renin, angioten-
sin Il and aldosterone in hypertensive patients with different degrees of obstructive sleep apnea syndrome (OSAS).
[ Methods ] Patients with secondary hypertension, NYHA 11V heart failure, and stopping drugs which can affect renin—
angiotensin—aldosterone system (RASS) for less than 1 month were excluded. Patients who were initially diagnosed as
hypertension and completed polysomnography were conducted in the Third Affiliated Hospital of Sun Yat—sen University
from November 2018 to December 2019. Apnea—Hypopnea Index (AHI) represents the severity of OSAS. Patients were
measured plasma levels of renin concentration, angiotensin I and aldosterone in supine positions. Blood pressure before

therapy was also recorded. Subjects were divided into two groups based on AHIL. Group A included no or mild OSAS
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patients with AHI < 15 and Group B included moderate or severe OSAS patients with AHI = 15. The above indicators

were compared between the two groups. We also tried to find the correlation of OSAS, blood pressure and RASS by linear

correlation and multiple linear regressions. [ Results ] Positive correlations were found between AHI and aldosterone
(r=0.215,P=0.011), AHI and plasma renin concentration (r,=0.233, P=0.006), AHI and ANG I (r=0.138, P=0.004),
AHI and systolic blood pressure (r=0.306, P<0.001), AHI and mean arterial blood pressure (r=0.263, P=0.002) ,

systolic blood pressure and plasma renin concentration (r,=0.288, P=0.001) , diastolic blood pressure and plasma renin

concentration (r,=0.213, P=0.012). After adjusting for other variables, aldosterone was also significantly associated with

AHI(B=0.160, P=0.035). [ Conclusions ] OSAS severity is related to RASS, especially to aldosterone. OSAS mainly

affects systolic blood pressure and mean arterial blood pressure. Aldosterone receptor antagonist may be more available for

hypertensive patients with OSAS.
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Table 1 Baseline information of patients

Variables Group A (n=65) Group B(n=73) t/x’ P
Male (%) 34(37.0%) 58(63.0%) 11.401 0.001"
Agelyears 48.09+15.43 50.88+14.16 -1.105 0.271
Height/cm 164.97+8.54 167.00+7.81 -1.459 0.147
Weight/kg 67.89+11.12 76.25+12.31 -4.163 <0.001"
BMI/(kg/ni ) 24.87+3.15 27.26+3.60 -4.134 <0.001"
SBP/mmHg 146.23+18.48 154.90+19.00 -2.712 0.008"
DBP/mmHg 93.86+12.64 95.85+13.30 -0.897 0.371
MABP/mmHg 128.77+15.83 135.22+16.31 -2.349 0.020"
PRC/(ng/mL) 18.11+14.89 23.58+18.61 -1.891 0.103
ANG II/(pg/mL) 97.70+56.61 109.85+47.33 -1.372 0.172
ALD/(ng/mlL) 163.48+59.97 207.44+112.80 -2.808 0.007"
ARR 13.92+8.45 12.88+8.18 0.733 0.465

BMI: body mass index; SBP: systolic blood pressure; DBP: diastolic blood pressure; MABP : mean arterial blood pressure; PRC: plasma
renin concentration; ANG Il : Angiotensin II; ALD: Aldosterone; ARR: ALD/PRC Ratio; V' P<0.05.

800 = 150 = 500 5

r.=0.215 r.=0.233 r.=0.138
. P <0011 P =0.002 awoeh = P =0.004
—~ 600 - = =
=) = 4
£ o E % ‘ £ 300 -
= - s 2, .
= 4004 ¢ ” oo " = .. ® . N> &
= . ~ 'Y = = al
= 24 % ;-'. et 2 E 04 ¢ o ¥y . 4] 200 :. o0t - B .
< 200 A I ~ . ¥ . = "!L;nl'!‘—’— -
Pes% 2%, o . ° tfto __%eo——* 100 - % Pe o, o8
0.':} R S _ {0‘7’:? . el Sl n“
0d 0 *‘*‘ ". 0 .o-:.' B
r T T T T 1 T T T T T 1 r T T T T 1
20 40 60 80 100 0 20 40 60 80 100 0 20 40 60 80 100
AHI(n/h) AHI(n/h) AHI(n/h)

E1 AHISEEEF. & .ANG [ HHEXXHR
Fig.1 Correlation of AHI and ALD, PRC, and ANG II
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Table 2 Multiple linear regression variable filter results

Variables df Unstandardized Beta Coefficients Std. Error i P Standardized Beta Coefficients
Constant -38.385 10.156 <0.001

BMI 1 1.772 0.399 4.437 <0.001 0.337

SEX 1 11.247 2.971 3.786 <0.001 0.282

ALD 1 0.032 0.015 2.136 0.035 0.160

F=17.668, P<0.001,R.’=0.267 ; BMI: body mass index; ALD: Aldosterone; df: degree of freedom
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Fig.2 Blood pressure and AHI in linear correlation
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Fig.3 RASS and blood pressure in linear correlation
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