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Abstract: Objective To investigate the diagnostic value of trimethylamine N-Oxide ( TMAO) and serum amyloid A
( SAA) levels in peripheral blood of patients with chronic cerebral hypoperfusion ( CCH) . Methods The patients
attending the Department of Neurology of Sichuan Provincial People’s Hospital from February 2022 to June 2022 were
divided into CCH group ( n=155) and control group ( n=42) based on the results of magnetic resonance arterial spin
labeling ( ASL) . The levels of TMAO and SAA were detected by ELISA and their diagnostic value for CCH were
anaylzed by ROC curve. Results The levels of TMAO (47.24+8.84 vs 40.81+8.33, 1=3.639, P<0.05) and SAA
(14.04+2.70 vs 12.20+2.30, t=3.542, P<0.05) in CCH group were significantly higher than those in control group.
High levels of TMAO and SAA and history of primary hypertension were independent risk factors for the occurrence of
CCH ( P<0.05) . The areas under ROC curve ( AUC) of TMAO and SAA for diagnosing CCH were 0.701 ( 95% CI:
0.594-0.809) respectively and 0.675 ( 95%CI: 0.565-0.786) . The combined detection of TMAO and SAA achieved
the highest AUC of 0.765 ( 95%CI: 0.667-0.863) . Conclusion Both TMAO and SAA are related to the occurrence of
CCH and can be used as auxiliary diagnostic indicators for CCH.
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Fig. 1 Colour map of cerebral perfusion
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Tab. 1 Comparison of clinical data between two groups

T F CCH #(n=55) XIMR4(n=42) /Z/X* i P1§
AR () 63.1+7.7 61.7+9.2 0.815  0.417
mpeb 23(41.8) 27(64.3) 4813 0.028
M 14(25.5) 6( 14.3) 1.815  0.178
T s 15(27.3) 7(16.7) 1528 0.216
A 23(41.8) 7(16.7) 7.052  0.008
B 10( 18.2) 6( 14.3) 0.262  0.608
[ mmol /L) © 5.4(4.98, 5.74) 4.95(4.51,5.88) 2119  0.034

311.96+71.12 312.65+75.74 0.046  0.963
1.67(1.13, 2.36) 1.57(1.05, 2.27)  0.531 0.597

JREZ( pmol /L) *
TG( mmol /L) ©

TC( mmol /L) * 5.09+0.94 4.41£1.07 3.243  0.001
LDL-C( mmol/L) * 3.18+0.84 2.60+0.92 3.233  0.002
HDL-C( mmol /L) * 1.46+0.30 1.35£0.33 1.713  0.009
non-HDL-C( mmol /L) * 3.63+0.89 3.06+1.01 2.948  0.004
non-HDL-C/HDL-C* 2.60+0.83 2.38+0.92 1.234  0.220
TG/HDL-C® 1.07(0.72, 1.66) 1.28(0.68, 1.96)  0.186  0.853
TC/HDL-C* 3.60+0.83 3.40+0.94 1.110  0.270
LDL-C/HDL-C* 2.25+0.65 1.99+0.75 1.826  0.071
ApoAl1/B* 1.6(1.3, 1.9) 1.8(1.3, 2.1) 1.244  0.213

Hey( pmol /L) © 12.4(10.6, 14.3) 11.4(9.85, 14.35) 0.846  0.398

TE:® B xts R ° AI( %) 26715 © LA M( Pas , Prs) F7Ro

F2 CCH RAEMZHE logistic [B1H7347

Tab. 2 Multivariate logistic regression analysis of CCH

i H B SE  Wald P{ii OR(95%CI)
ki 0.224 0272 0.678 0.410 1.251(0.734~2.133)
TC 0.800 1.023 0.612 0.434 2.227(0.300~16.543)
LDL-C 0.840 0.989 0.721 0.396 2.315(0.333~16.072)
non-HDL-C  -0.648 0.930 0.486 0.485 0.523(0.085~3.234)
SAA 0.283 0.117 5.873 0.015 1.327(1.056~1.669)
TMAO 0.079 0.035 5.182 0.023 1.082(1.011~1.158)
AIFEIME  1.259 0.638 3.898 0.048  3.522( 1.009~12.295)
ik 0.582 0.541 1.158 0.282 1.789(0.620~5.161)

B 2 TMAO Al SAA ] CCH f#¥) ROC Hik
Fig. 2 The ROC curve of TMAO and SAA for CCH patients
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