542 WARLSSEESEAGE 2024 4F £330 % fE6 M)

IML7F S100B AR b« NSE B il a] $2 5 2 Ve ik A 4
ik 00 S A7 24 28 S A T R E

KAsh A
PP ARE AN Z QA B m P 723000
PR R ERAYZ NF, B EL 721000

WE BT hFA454% 6% a B(SI00B) (B-Fem & & (AR) Bt Z L4 7 W My BE AL B (NSE ) K -F 3 A4
M AT &t A% 58 (ACL) % i) I ABSR A 5 P oM, 7 i3 3R B 132 ) ACT B R R 4a, 5 L BLR) 1150 45
P AR A 2 Sy ST FRLRL, 7 o 40 3 B R4 ) AR ER A S UL R B e A B R R S 1% (DSA) 347 P b, AR 9 DSA 4%
ZR 0 REBHIARM IAERE TS5 H1),1 ~4 BB ZIHM L AEIRE (81 #), 2 280275 SI00B AR &
NSE 7K - J8) B 3% S, 7 B I sk R AT 2, 5 R R 223X TAR4 A2 (ROC) W 2 47 &30 48 AR 32 0 R 3K A4l A ) 3 73
AT GTFMMAE, 2R B4 E SI008. AR Z NSE K -F & F -840 (P 3 <0.05) ;DSA #-5 % £ 2,132 4]
BH P oA 81 41(61.36% ) B HM XAGRAEZ M X AEERIE S E SI00B. AR B NSE K -FAK F £t ¥ AG3R 5 540
(P 3 <0.05) ;ROC 4R 27, 2% S1008 AR & NSE /K-F B A4 3] B ACL B L BT A T ey ZHER ML T
@AR(AUC) & F =& 2qem (P35 <0.05) 245 5 = kb bi, 2 F A4+ FEL (P >0.05), &
#: ACT % i SI00B AR & NSE K-Fi it RAF L &, L5 il L AIR 09 3 A X, = KA af ACT %3 s
W X ABERE AN AT 5,

KA SMREARL; B I A EEG B B HE G5 A2 A R AL

FESES R743.3 MERFRIZES A DOI  10. 11768/ nkjwzzzz20240612

Combinded detection of serum S1008, A and NSE to improve the predictive efficacy of establishing cerebral collat-
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Abstract Objective: To explore the value of combined detection of serum calcium binding protein § (S1008) , B-am-
yloid protein (AB) and neuron specific enolase (NSE) levels in predicting the establishment of cerebral collateral circulation
in patients with acute cerebral infarction ( ACT). Methods: A total of 132 patients with ACI were selected as the disease
group, and 150 people receiving healthy physical examination were selected as the control group. The establishment of collat-
eral circulation in the disease group was judged by digital subtraction angiography (DSA). According to the DSA examination
results, the grade O patients were classified as non-collateral circulation establishment group (51 cases), and the grade 1-4
patients were classified as collateral circulation establishment group (81 cases). The levels of serum S1I008, AR and NSE in
the two groups were measured by enzyme-linked immunosorbent assay, and the receiver operating characteristic (ROC) curve
was used to analyze the predictive value of single and combined detection of each index for the establishment of collateral
circulation. Results: The levels of serum S1008, AR and NSE in the disease group were higher than those in the control
group (all P < 0.05). The DSA results showed that 81 out of 132 patients (61.36% ) had collateral circulation establish-
ment, and the levels of serum S100B, AR and NSE in the collateral circulation establishment group were lower than those in
the non-collateral circulation establishment group (all P < 0.05). The ROC results showed that the sensitivity and area
under the curve (AUC) of the combined detection of serum S1I008, AR and NSE levels in determining the establishment of
collateral circulation in ACI patients were higher than those of the three separate tests (all P < 0.05), but there was no
significant difference in specificity between combined detection and three separate tests (all P> 0.05). Conclusion: The
levels of serum S100B, AR and NSE in ACI patients are higher than those in healthy people, and they are related to the
establishment of cerebral collateral circulation. The combined detection of the three is more effective in predicting the estab-
lishment of cerebral collateral circulation in ACI patients.
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