- 40 - Pract J Cardiac Cereb Pneum Vasc Dis  November 2023, Vol.31 No.l1 http://www.syxnf.net

BREINEESMEINFIIEE TEEEME
B-iEMEER. B Tau EH/KFE L]
RESINAIIGERNXRZFAR FTH 47

HEHRZ

ME, KK, RS, R, WA, WhS, AR, S, 48, I

([WZE] HH HEREIAVAES (MCH) FAEAHIIEE TR (SCD) BFIME B -TEMAEEA (AR ) | B
R Tauts (KT R ST AERY A . A3k PEI20194F6 1 Z20224F 12 A 1 5T BERI R 2245 — B 8 B2 e Hie 4 2 2
A IUE BIMCTEE #6251 AMCIZE,, SCDAEF B SCDAL, INAINEEIE R (NC) H44GI X RELL . SR BRI e i b
IRIGAGIIMTEA B 1-42, B Ktau—-1812E 1 (p-Tau-181) 7K. RS HARSKEA L (MMSE) FIZHEFI/RIA
HIPFAE IR (MoCA ) PPN SZ I BRI T RE, R AR LRIV 38 1735 4% 2 % (AVLT-H) FifERicdz (N5) |
BN (N7) 4EEEPPAN 2k ie Az ThRe, RAIELMIL (TMT) —ARITMT-BIFAN 25 AT o6E, SR Uk i 4 il
X (BNT) Fish¥imip i (AFT) W2 E SiE6e. IR =AM A B 1-42, p-Tau-18 /K XA FI )&=
FPE5y, MIEA B 1-42. p-Tau—18 17K KA HI D) RE 1t 043 (B 9 AH S 20 M R Spearman B A& 00T . R SCD
HIMTEA B 1-42, p-Tau-181KF-i= FXTHRAL, MoCATFAMIE TXTHRAE, TMT-A, TMT-BZE R FXHRAL, AFTSS
DFRIRA (P<0.05) 5 MCIZHIMTEA B 1-42. p-Tau-181/KF-E FXFELL, MMSEIFSr. MoCATFS: . NSHEEEPEAY |
NT4EREPEIME TR IRLL, TMT-A, TMT-BZERKTXIRE4L, BNT. AFTZSR/DTFXIRE4] (P<0.05) 5 MCIZHMMSE R
3. MoCAPESY . NSZERETESY . NTZEREPE/ME TSCDZH, TMT-A. TMT-BZER K TSCDAL, BNT. AFTE5H/TFSCD
4 (P<0.05) . SpearmanPEAl /MG IR, IMIFA B 1-427KF5 1.3 p-Tau—-18 1K F- L IEAHX, SMMSEITS .
MoCAMF4; . NT4EEEPFA . AFTAS R 2 MAHSE (P<0.05) ;5 I p-Tau- 18 I/K - 5MMSEPF4r . MoCATTA;. AFTZIR R
AR (P<0.05) . Z5iE MCIKSCDHEFIMIEA B 1-42, p-Tau-18 1K FNCE, IMIHAB 1-42, p-Tau-181/KF
EEAHITIRE . FIRIIRERAADC, T IEME AW\ R bR A5 Y W4 b5 o

[ K8 ]  AHBERT; JEReE B RS TaufHEZS; A

[hESEE] R741 [ TEERIZF] A DOIL: 10.12114/.issn.1008-5971.2023.00.274

Serum Amyloid B —Protein and Phosphorylated Tau Protein Levels in Patients with Mild Cognitive Impairment and
Subjective Cognitive Decline and Their Correlation with Cognitive Function TANG Yao"*, ZHU Yi’, ZHANG Shichang’,
DONG Yuanyuan', PENG Lijun’, TIAN Huifang', YANG Xi', GAO Yaxin’, ZHONG Qian’, WANG Tong’
1.School of Rehabilitation Medicine Nanjing Medical University, Nanjing 210009, China
2.Department of Rehabilitation Medicine, Jiangsu Province Official Hospital, Nanjing 210024, China
3.Department of Rehabilitation Medicine, the First Affiliated Hospital of Nanjing Medical University, Nanjing 210029, China
4.Department of Clinical Laboratory, the First Affiliated Hospital of Nanjing Medical University, Nanjing 210029, China
5.Department of Rehabilitation Medicine, the Affiliated Suzhou Hospital of Nanjing Medical University, Suzhou 215001, China
6.Department of Rehabilitation Medicine, Nanjing Drum Tower Hospital/the Affiliated Hospital of Nanjing University Medical
School, Nanjing 210008, China
Corresponding author: WANG Tong, E—mail: wangtong60621 @ 163.com

[ Abstract] Objective To investigate the serum amyloid B —protein (A B) and phosphorylated Tau protein levels in
patients with mild cognitive impairment (MCI) and subjective cognitive decline (SCD) and their correlation with cognitive function.

Methods A total of 62 patients with MCI admitted to the Department of Rehabilitation Medicine of the First Affiliated Hospital
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of Nanjing Medical University from June 2019 to December 2022 were selected as the MCI group, 99 patients with SCD were
selected as the SCD group, and 44 patients with normal cognition (NC) were selected as the control group. Serum A 3 1-42 and
p—Tau-181 levels were detected by enzyme linked immunosorbent assay. Mini—Mental State Examination (MMSE) and Montreal
Cognitive Assessment (MoCA) were used to evaluate the global cognition function, the delayed memory (N5) and recognition (N7)
dimension in the Auditory Verbal Learning Test—Huashan Version (AVLT-H) were used to evaluate the memory function, Trail
Making Test (TMT) —A and TMT-B were used to evaluate the executive function, and Boston Naming Test (BNT) and Animal
Fluency Test (AFT) were used to evaluate the language function. Serum A 8 1-42 and p—Tau-181 levels and scores of cognition
function scales were compared among the three groups, and the correlations between serum A 8 1-42 and p—Tau-181 levels and
scores of cognition function scales were analyzed by Spearman rank correlation analysis. Results ~ Serum A $ 1-42 and p—Tau-181
levels in the SCD group were higher than those in the control group, the MoCA score was lower than that in the control group,
TMT-A and TMT-B results were longer than those in the control group, and AFT results was lower than that in the control group
(P < 0.05) . Serum A B 1-42 and p-Tau—181 levels in the MCI group were higher than those in the control group, MMSE score,
MoCA score, N5 dimension score and N7 dimension score were lower than those in the control group, TMT-A and TMT-B results
were longer than those in the control group, BNT and AFT results were less than those in the control group (P < 0.05) . The MMSE
score, MoCA score, N5 dimension score, and N7 dimension score in the MCI group were lower than those in the SCD group,
TMT-A and TMT-B results were longer than those in the SCD group, and BNT and AFT results were less than those in the SCD
group (P < 0.05) . The results of Spearman rank correlation analysis showed that serum A 8 1-42 level was positively correlated
with serum p—Tau—181 level, but negatively correlated with MMSE score, MoCA score, N7 dimension score, and AFT results (P <
0.05) ; serum p—Tau—181 level was negatively correlated with MMSE score, MoCA score, and AFT results (P < 0.05) . Conclusion

Serum A B 1-42 and p—Tau—181 levels in SCD and MCI patients are higher than those in NC patients. Serum A 3 1-42 and
p—Tau—181 levels are negatively correlated with global cognition function and language function, which can be considered as
auxiliary diagnostic indicators of cognitive function.
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Table 1 Comparison of clinical data among the three groups

AL - PR (n (%) ) L ZHHER BML (M (P, SEYR (n (%) ]
Bt bk (xxs. B) 0 (Xxs, ) Py ke 41 W EBRPERAESE
Xt HE4L 44 22(50.0) 22(500) 682x74 122+24 239 (223, 27.0) 23 (523) 6 (13.6) 6 (13.6)
SCD#H 99 41 (41.4) 58(58.6)  66.0=7.4 11.8+25 238 (21.8, 26.0) 50 (50.5) 14 (14.1) 10 (10.1)
MCIZH 62 25(403) 37(59.7) 68483 11.1+28 236 (219, 26.1) 30 (484) 15 (24.2) 9 (145)
ivZ e e ) 1.163" 2.350" 2.739" 0.766° 0.161° 3.188" 0.803"
P 0.559 0.098 0.067 0.682 0.923 0.203 0.669
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Table 2 Comparison of observation indicators among the three groups

415 %L AB1-42 (nglL) p-Tau-181 (ng/L) MMSEM-43 (43) MoCAPES> (43)
Xof HEZH 44 43.58 (32.40, 58.10) 8.03 (4.76, 11.54) 28 (28, 30) 27 (24, 28)
SCD4 99 63.35 (39.71, 105.58) ° 17.48 (8.64, 30.67) * 28 (27, 29) 24 (21, 25)°
MCIZH 62 66.10 (39.87, 115.96) ° 21.03 (9.53, 33.24)° 27 (26, 28) 21 (19, 23)*
Hif 13.047 27.412 21.013 58.499
Pfi 0.001 <0.001 <0.001 <0.001
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MCI4] 2(0, 3)" 18 (17, 20) ™ 79 (60, 103) ™ 225 (182, 264) ™ 20 (18, 24) 14 (12, 17) ™
HIE 54324 52.493 35.310 53.104 27.127 32.603
PlE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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Table 3 Correlation analysis of serum A B 1-42 and p—Tau-181 levels

and scores of cognition function scales
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TMT-A 0.034 0.629 0.130 0.063
TMT-B -0.009 0.896 0.032 0.650
BNT -0.064 0.363 -0.079 0.264
AFT -0.197 0.005 -0.201 0.004
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