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Correlation between siMS score and primary aldosteronism

Abstract

GUO Jing, LING Hongwei, ZHOU Dongmei, SUN Juan, YING Changjiang, LI Wei

(Department of Endocrinology, Affiliated Hospital of Xuzhou Medical University, Xuzhou Jiangsu 221000, China)

Objective: To investigate the association of plasma aldosterone levels and siMS scores in patients with
primary aldosteronism (PA) (a new, continuous assessment of metabolic syndrome) and siMS risk scores
(in siMS scores) based on the assessment of the risk of cardiovascular and cerebrovascular complications).
Methods: A total of 129 patients diagnosed with PA were enrolled and divided into two groups: a group
with MS (64 patients) and group without metabolic syndrome (MS) (65 patients). Measurements include
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height, weight, waist circumference, blood pressure (BP), triglyceride (TG), high density lipoprotein (HDL),
apolipoprotein A (ApoAl), apolipoprotein B (ApoB), fasting blood glucose (FPG), glycated hemoglobin
(HbAlc), fibrinogen (FIB), urinary albumin (ALB), C-reactive protein (CRP), uric acid (SUA), creatinine (SCr),
cystatin C (CysC), and so on. The definition of metabolic syndrome was proposed using the National Cholesterol
Education Program Adult Therapy Group III (NCEP ATP III). The siMS score served as a continuous measure
of metabolic syndrome. Results: The original aldehyde combined with MS group waist circumference, ApoB,
triglyceride, glycosylated hemoglobin, fasting blood glucose, aldosterone, uric acid, and urine microalbumin were
higher than those without MS, while ApoAl and HDL in the combined MS group were lower than combine MS
groups. There were no significant differences in BMI and mean arterial pressure between the two groups. The
siMS score was significantly positively correlated with aldosterone (ALD), fibrinogen, C-reactive protein, and uric
acid. The siMS risk score was significantly positively correlated with aldosterone. Conclusion: As a simple and
economical method, siMS score can be used to monitor the therapeutic effect of patients with aldehydes for a long

time, correct metabolic disorder in time, intervene early and reduce the incidence of long-term cardiovascular and

cerebrovascular complications.
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Table 1 Comparison of the indexes between the combined MS group and the unmerged MS group

£zt HItms AEFFMS t P

R /kg 76.16 + 15.95 69.00 = 10.03 3.055 0.003
JEFEl /cm 93.44 + 10.36 88.63 + 8.74 2.849 0.005
BMI/ (kg-m™) 25.59 +3.53 25.85+4.07 -0.385 0.701
-5k [ /mmHg 94.15 + 11.24 94.41 +11.21 -0.134 0.894
FIB/(gL™) 2.99 + 0.86 2.53+1.07 2.689 0.008
ApoB/(gL™) 0.99 + 0.24 0.87 +0.26 2.601 0.010
ApoAl/(gL™) 1.13+0.27 1.29 = 0.38 -2.764 0.007
TG/(mmol-L ") 2.61 +1.43 1.45 +0.62 6.000 <0.001
HbAlc/% 6.18 + 1.75 526 +0.67 3.973 <0.001
CRP/(mg-dL™") 3.47 + 1.66 2.73 +1.78 2.441 0.016
SUA/(pmol-L™") 338.16 + 75.47 311.66 + 72.93 2.028 0.045
ALD/(pgmL™) 31.08 + 12.48 25.79 + 11.67 2.487 0.014
BUN/(mmol-L ") 5.28 +2.00 5.57 +2.82 -0.669 0.505
CysC/(mg-L™) 0.85 +0.22 0.87 + 0.24 -0.426 0.671
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SCr/(umol-L™) 66.83 +22.60 72.09 + 3825 -0.95 0.344
LDH/(UL™") 198.84 + 58.20 218.94 + 84.41 -1.572 0.119
FPG/(mmol-L™) 6.83 +£2.76 5.22 + 1.04 4.402 <0.001
HDL/(mmol-L™") 1.21 + 0.47 1.52 + 0.41 -4.025 <0.001
CA/(mmol-L™) 2.32+0.16 228 £0.16 1.17§ 0.242
ALB/(mg-L_l) 22.45 £ 5.41 20.45 + 4.68 2.247 0.026
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RUAHCME, 25 R BN siMSTE/r SALD, FIB,

PhsiMSTFE43 b R AR 7, B A BT A i
Y HJALD, FIB, CRP, SUANHZH, RHZEL
FLE T, LA AE 25 38 b8 X T siMS T4 52 I, 45

CRP, SUAFFEIEM K (K1), siMSKE T/
ALDFAEIEA E (K2), MAGEIN NsiMSTES K
siMS XU P43 5 HoAth R R AFAEAH O (F22) .

. E%: ALD, FIB, CRP, SUAXSsiMSiT/r/71E
M7 (K3) o

60

M T 5] )

10+

siMS score

1 siMSTE4Y S EMIALD HY ] 2=

Figure 1 siMS score and scattered plot of aldosterone in lying
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Table 2 Correlation analysis of siMS score and siMS risk score with each index
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SIMSFF-43 SiMS XU P43
FSES
r P r P

ALD 0.521 <0.001 0.471 <0.001
FIB 0.276 0.034 0.135 0.127
CRP 0.386 0.002 0.113 0.231
SUA 0.298 0.021 0.013 0.916
LDH -0.107 0.401 -0.046 0.718
SCr 0.110 0.387 0.047 0.710
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Table 3 Multiple linear regression analysis of influencing factors of siMS$ score

} TEFRIEIL R4 -
S — PRIfER L t P bi#95%CI
b PR 2

i 1.699 0.631 2.693 0.009 0.462~2.936
ALD 0.519 0.151 0.321 3.437 0.001 0.223~0.815
FIB 0.334 0.076 0.162 4.395 <0.001 0.185~0.483
CRP 0.286 0.097 0.142 2.948 0.005 0.096~0.476
SUA 0.255 0.108 0.116 2.361 0.022 0.043~0.467
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