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Relationship between white matter lesions and percentage of nocturnal blood
pressure decline in advanced aged patients with essential hypertension
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[ Abstract] Objective
elderly essential hypertension. Methods

To investigate the relationship between white matter lesions (WML) and ambulatory blood pressure in
Clinical and laboratory data of 130 patients (aged over 80 years) with essential
hypertension who hospitalized in Department of Geriatric Neurology, Chinese PLA General Hospital during October 2007 to October
2011 were collected and retrospectively analyzed. They all received cerebral MR imaging and 24-hour ambulatory blood pressure
monitoring. They were divided into 3 subgroups according to their white matter changes: mild WML, moderate WML and severe
WML groups. Results
BP decline among the 3 groups of patients. Moreover, the prevalence of non-dipper was significantly higher in moderate and severe

There were significant differences in systolic and diastolic BP during night, and the percentage of nocturnal

WML groups than mild WML group. Multiple logistic regression analysis showed that both diastolic BP at night and the percentage
of nocturnal BP decline were independent risk factors of WML. Conclusion Elevated night-time BP and abnormal circadian blood
pressure rhythm may play important roles in the development of WML in advanced aged patients with essential hypertension.
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Table 1 Descriptive statistics of patients with mild WML, moderate WML and severe WML

WH 12 EEWML(n = 58) HEEWML(n = 39) FEWML(n = 33)

AR () 86.9 +4.4 86.9 + 3.4 88.0 £3.7
B2 A 52 [n(%)] 2(40.0) 2(40.0) 1(20.0)
TR $2 [n(%)] 2(25.0) 2(25.0) 4(50.0)
e 52 [n(%)] 51(45.1) 36(31.9) 26(23.0)
P i3 8 99 [n (%) 28(39.4) 22(31.0) 21(29.6)

o I A 6 R (4F) 18.4 + 15.0 23.0+16.6 24.7+18.0
24hSBP(mmHg) 131.1+13.7 131.2+13.2 129.5+11.6
24hDBP(mmHg) 64.0+7.6 67.0 7.4 66.6 +7.3
dSBP(mmHg) 131.9+13.8 130.0+12.8 128.7+11.6
nSBP(mmHg)” 126.7 +13.7 133.4+17.6 134.1+13.2
dDBP(mmHg) 64.7+7.9 67.3+7.6 66.5+7.1
nDBP(mmHg)™ 61.1+7.8 66.5 + 8.4 67.3+8.8
PR Ia] IR R PR (%) 3.7+6.3 —2.6+9.1 —4.3+6.3
BIEH (/L) 66.1+5.7 67.3+5.3 66.5+4.8
WLEF(umol/L) 92.5+25.2 88.6 +20.0 87.5+17.3
FRI& (umol/L) 361.2 +105.9 334.3+85.0 330.6 + 88.3
TG(mmol/L) 16+17 15+0.8 1.3+0.6
TC(mmol/L) 42+1.1 40+0.7 40%1.0
HDL-C(mmol/L) 1.1+0.3 1.2+0.3 1.1+0.3
LDL-C(mmol/L) 24+07 23+0.6 24+08
FBG(mmol/L) 5.4+0.9 54+1.0 55+1.2

H WML il 1SR AE; 24hSBP: 24h 3445 He; 24hDBP: 24hF-3447F 3k i dSBP: /a8 Uk 4s 1K, nSBP: T [aSE-#)ik 45 1 ; dDBP:
HE 475Kk E; nDBP: W IASEYEFIKIE; TG: Him=F&; TC: SJH[EEE; HDL-C: B IEE M B (& F; LDL-C: {ik45 B s 2 1 A [
B, FBG: 25 I IfA% . 1mmHg=0.133kPa, =1 [AIWH H4L, P < 0.05, P < 0.01
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Table 2 Comparison of white matter lesions between dippers

%3 WMLfEK E R/ E Rlogisticll )3 7
Table 3 Multiple logistic regression analysis of white matter

and non-dippers [n(%)] lesions risk factors
415 n LSRN JEAN Y 1M I fER AR ORfH 95%Cl Pl
BEWML 58 10(5.4) 48(52.6) nSBP 1.335 0.563~3.167 0.512
hEEWML 39 1(3.6) 38(35.4)" nDBP 0.332 0.151~0.731 0.006
EHFWML 33 1(3.0) 32(30.0)" ]I 5.030 1.001~25.269 0.005

T WML i AR . SEEWMLYA A, P < 0.05
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