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Relationship between serum LRG1,HDAC3 and ZO-1 levels and cognitive
impairment in patients with cerebral small vessel disease”
DING Shuai' ZWANG Meilei* WU Zhenwei' s TANG Chunfang' YU Xian'"
1. Department of Emergency ;2. Department of Neurology ,Xishan People’s Hospital of
Wuxi City \Wuxi,Jiangsu 214105,China
Abstract: Objective To investigate the relationship between serum leucine rich alpha-2 glycoprotein-1
(LRG1) ,histone deacetylase 3 (HDAC3) ,zonula occluden-1 (ZO-1) levels and cognitive impairment (CI) in
patients with cerebral small vessel disease (CSVD). Methods A total of 90 patients with CSVD admitted to
the hospital from November 2023 to November 2024 were enrolled in the CSVD group. According to the
scores of the Montreal Cognitive Assessment,they were divided into functional impairment group (n =41) and
normal function group (n=49). Additionally, 90 healthy individuals who underwent physical examinations at
the hospital during the same period were selected as control group. Enzyme-linked immunosorbent assay
(ELISA) method was used to detect serum LRG1,HDAC3 and ZO-1 levels. Multivariate Logistic regression
analysis was used to identify factors influencing the occurrence of CI in patients with CSVD. Receiver operat-
ing characteristic (ROC) curves were performed to discuss the diagnostic value of serum LRG1,HDAC3 and
Z0-1 for CI in patients with CSVD. Results Compared with the control group,the serum LRG1 and HDAC3
levels in the CSVD group were higher (P<C0. 05),while the serum ZO-1 level in the CSVD group was lower
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(P<C0.05). Compared with the normal function group, the levels of serum TG, LRG1 and HDACS3 in the
functional impairment group were higher (P <C0. 05), and serum ZO-1 level in the functional impairment
group was lower (P<C0. 05). The results of multivariate Logistic regression analysis showed that elevated ser-
um levels of LRG1 and HDAC3 were independent risk factors for CI in CSVD patients (P<C0. 05) , while ele-
vated serum level of ZO-1 was an independent protective factor for CI in CSVD patients (P <C0. 05). ROC
curve analysis results showed that the area under the curve (AUC) for serum LRG1,HDAC3 and ZO-1 indi-
vidually diagnosing CI in CSVD patients were 0. 818,0. 808 and 0. 827, respectively, while the AUC for their
combined diagnosis was 0. 943, which was superior to the AUCs of the individual indicators (Z ¢ joine =2. 779

ZHDACB*joim =3.068, ZZ()flfjoint = 2. 480, all P<< 0. 05). Conclusion

In CSVD patients, serum levels of LRG1 and

HDACS are elevated, while serum level of ZO-1 is decreased. The above three factors are all influencing factor

for the occurrence of CI in CSVD patients,and their combined detection has high diagnostic value for CI.
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SMERRmMEKREREEME FGF20.ICAM3 7KFE K
SHEEERREENXRE

o #HLE OwWLL,T O #'.awmwm A g, FE alh
1.MBAEZERS —EFPSEBEESA, LT 100039;2. BAELERE —EF P i A4, 6% 100039

M OE.BM HiTalnsalRBEPFAISEELFRALwiet X B F (FGF)20., 4 a5 W 5 F
(ICAM)3 K-F R EAZDEMEEN XL, Fik WHEMRLER2022F 1 AZE2024 F8 AMKERERS
ZEFPOKEH AIS EF 156 HI4EA AISA, BT ERR L EAMRTRF T ELANIHSS) 5 ¥ Lo A
BEM CPEAREEMA;FARRNPEMXELERG —EF PO RGO REERE IS HEATRA, Kk
EAIS BHFAZTH; R AT L% B WX BEN X2 6 F FGF20,ICAM3 & F, % A Spearman #8 % 5-#7
AIS &% o7 FGF20,ICAM3 KT 540 Z A se e MAZ Fehm A, KAA S % 4 £ Logistic ®)a 54 AIS &
HFAYZ D RBEMAEE G 0B E, 28 2 RXE THEHFIE(ROC) W &3 46 i FGF20,ICAMS3 2+ AIS & & ¥ |
FEAZA R EEAZARBERGSTHNE, BER  SrBaAtark,AlS Ak iF FGF20 K -F BAK, & i
ICAM3 KP4 5, ZF A%+ 5 EL(P<0.05), NIHSS #F 44 R 27,156 4] AIS ®& ¥, F FE 4 47 4],
BEM G5B BREM LAY, PEA . THAAEE EERARKTEEM, hiE ICAM3 K+ & F&EN, bk
FGF20 K FAK T2 EMA, ZFH AL FENXL(P<0.05); TEAFH M hmRKTPEA, oF ICAMS3
KF& TP EA, ik FGF20 K-FAK TP B4, 254 ¥ A %3t 5 & L (P<0.05), Spearman /8% 5 #H% RK 2
7, AIS B AV Z Ak ML L ik FGF20 K+ 2 iM% (r,=—0.759,P<C0.001), %5 & &k ICAM3 K-F 2
EAE(r,=0.747,P<<0.001), A B % % % Logistic @ )2 ¥4 R 27, ik ICAM3 K-FH &2 AIS & &4
ZHR R E M EG R T AR R E(P<0.05),fa7d FGF20 K- FHA B A AIS & H A Z b8 MAZE mE 8
MEAEFE E(P<<0.05), ROC & 544 R L5, ik FGF20. ICAM3 BEA4Fm AIS 2 5 ¥ . T EAH 23
BB Hieg AUC 4 0. 877, K F f i FGF20,ICAM3 % & FA Ml 45 0. 811.,0. 803(Z =2. 675, P=10.008; Z =
2.572,P=0.010); o 75 FGF20,ICAM3 Bt & Fam AIS & & & E 40 2 5 4k 5 4R 09 AUC 4 0. 923, K F fo %
FGF20.ICAMS3 # f& 7l 45 0. 830.0. 824(Z=3.209,P =0.001;Z=3.457,P=0.001), &it i FGF20
KF Bk i ICAMS3 R-FFH &5 AIS BH AW Z e BimEZT b X, L= F B0t AIS & F4h 2
PR B E R BT 6 TR M,

KEH LR b EEY, RAgmBERRATF 20; MM EERS>TF 3 AZHEBERELE; M
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Serum FGF20 and ICAMS3 levels and their relationship with neurological deficit
severity in patients with acute ischemic stroke”
LIU Jing' . KANG Li*,YU Yan',BAI Lili' \HAO Hua',LI Hong'®
1. Department of Health Medicine sthe Second Medical Center of Chinese PLA General
Hospital sBeijing 100039,China ;2. Department of Neurology -the First Medical Center
of PLA General Hospital sBeijing 100039,China

Abstract : Objective To investigate the relationship between serum fibroblast growth factor (FGF) 20,in-
tercellular adhesion molecule (ICAM) 3 levels and neurological deficits in patients with acute ischemic stroke
(AIS). Methods A total of 156 AIS patients admitted to the Second Medical Center of Chinese PLLA General
Hospital from January 2022 to August 2024 were prospectively selected as AIS group, which were divided into
mild group,moderate group and severe group by National Institutes of Health Stroke Scale (NIHSS) score.

* EEMB.H & DA KRB IIH (% 2020-3-6010)
VEZ B XU, L, AR BE I, A SR LA B B M BE R, © EEEE . E-mail:scarletthong301@163. com,
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2026,23(2) :183-190.



