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W OE.BH #HiTEWBEAERACD &% ik salusina . AL E G H# & G-1(VILIP-1) K -F 8 T 46, 57
ACIAmth¥ra R &, AE #4#52017 %2 A% 2019 %3 AZEKE6 ACI &% 123 4 (ACI 40) 4= F # 3F
ACI R A% 63 6] (3R 20) A B3 %, ACI B FRIERAR L @AR 0 A BRI L4 P @ ARAL L 40, K @ AR
A RBEA R RBRG RIS A BERGA P ERG A, TEHH A, KRR BIK L E R KX B AR hF
salusin-a,VILIP-1 7K, 45 &40 f 7% salusin-a, VILIP-1 KF ; 947 fo i salusin-a., VILIP-1 K -F %5 % 42 58 @
REAEBZILAFATRE TS A (NIHSS) #F 50948 % ;£ A £ B % Logistic @ )2 54 ACI 9@t % A
%, &R ACI 4 fiF salusin-a KP4 T 2B A (P<0.05), VILIP-1 A -F & F 2B (P<0.05), ACI &#
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Changes of serum salusin-a and VILIP-1 levels in patients with acute
cerebral infarction and analysis of the influencing factors”
PANG Xuyang
(Department of Internal Neurology, Handan Central Hospital , Handan s Hebei 056001 ,China)

Abstract:Objective To investigate the changes of serum salusin-a and visinin-like protein-1(VILIP-1) in
patients with acute cerebral infarction (ACI),and to analyze the influencing factors of ACI. Methods From
February 2017 to March 2019,123 ACI patients (ACI group) treated in the hospital and 63 non-ACI people
(control group) who underwent physical examination during the same period in the hospital were selected as
the research subjects. ACI patients were divided into lacunar infarction group,middle-area infarction group and
large-area infarction group according to the cerebral infarction area; and they were divided into mild injury
group,moderate injury group and severe injury group according to the degree of neurological injury. The levels
of serum salusin-a and VILIP-1 were detected by enzyme-linked immunosorbent assay. The levels of serum sa-
lusin-a and VILIP-1 in each group were compared. The correlation between serum salusin-a and VILIP-1 lev-
els with cerebral infarction area and National Institutes of Health Stroke Scale (NIHSS) score were analyzed.
Multivariate Logistic regression analysis was used to analyze the influencing factors of ACI. Results The level
of serum salusin-a in ACI group was lower than that in control group (P<C0. 05) ,and the level of VILIP-1 in
ACI group was higher than that in control group (P <C0. 05). The level of serum salusin-a in ACI patients de-
creased with the increase of cerebral infarction area (P<C0. 05) ,and it decreased with the severity of neurolog-

ical injury (P<C0. 05). The level of serum VILIP-1 increased with the increase of cerebral infarction area (P<C
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0.05) ,and it increased with the severity of neurological injury (P <C0. 05). The level of serum salusin-a was

negatively correlated with NIHSS score and cerebral infarction area in ACI patients (P <C0. 05). The level of

serum VILIP-1 was positively correlated with NIHSS score and cerebral infarction area (P<Z0. 05) ,and nega-

tively correlated with the level of serum salusin-a (P<C0. 05). Multivariate Logistic regression analysis results

showed that serum salusin-a was an independent protective factor of ACI (P <C0. 05). Serum VILIP-1 and hy-

pertension were independent risk factors of ACI (P <C0. 05). Conclusion

The levels of serum salusin-a and

VILIP-1 in ACI patients are changed. Salusin-a and VILIP-1 may be involved in the pathogenesis and progres-

sion of ACI.

Key words:acute cerebral infarction; salusin-a;

SO AR 5 CACTD S — Ff & 95 L T A R 2 2% A 4
2o N BRH DL L LA L VR B IR Bh T 2 R R S
K G 3 ok B2 75 B 3% FE L 20T 5 1 S A AR i 5% 4R v
Wi ZH UK A8 . ACT HoA 5 W Bk RO & & %, »
JER I N2 ) B At B R A T T L RS T R o
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A2 B AL S 0 vk Sl 0 CT A6 A o 6 1) G
FEBE 1 B0 6 A5 0 R DL e Ah, mE 3R AR R %R
(MRD K fig 76 %) ACI/E 2 Y . H ik, %5
B 0992 Wi K DF- A 18 B9 I35 27 br G 4 B A & 2
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1.2.1 1% salusin-a, VILIP-1 K EAG Fr A7 6 5%
Y BEAN MG REE R ki 5 mL, L 3 000
r/min .0 15 min, W M, T —80 CLAAFATFM .,
Il ¥E salusin-a. VILIP-1 7K - % A i B¢ £ 72 0% B 328 46
(ELISA) #4578, A salusin-o ELISA &5 & ) T
g IEA YR A BR A R, VILIP-1 ELISA 35 &
W Tt AR W AE W B R A BR A | . R o AR A
Fae BE A7) 8 10 B AR AT R A .

1.2.2 MZUREMGREE M ACT 4 AR 5
B [ 37 DA 5% B A v R (NTHSS) #E 17 # 22 J) fig
055 72 BE VE A . NIHSS $F 43 0~ 15 43 R 5 #i4i
NIHSS 1143 >15~30 43 Ky i B 45 45, NIHSS 3743 >
30~45 Jp W HEERM .

1.3 Siiteghbs R SPSS23. 0 #4347 B4R 43
Br. fFEIESDMMITETERL 2 -5 FRow, 4L
FLHR A ST REAR ¢ K56, Z2 4L 1) AR FH O 2 00
BT o 2H 18] G 3 1L 850k ) SNK g 46 56 5 11550 ) L 4] %
o Ay R AL FRECR D XP R 50 5 AH G 1 4 B R
JH Pearson #H3¢; % £ N & Logistic [B1J3 50 ACI
RIRMEMEZE, UL P<0.05 HESAHS 5 X,
2 % R

2.1 ACI4H 5% R M salusin-a, VILIP-1 /KL
B ACIZH 1M salusin-o /K FAE T % MR 26 , VILIP-1
AKOF- T B2, 22 R AE G 2E 3 L (P <<0. 05),



ERRIEFZE 200204 6 A% 41 %% 124 Int J Lab Med,June 2020, Vol. 41,No. 12 o 1437 -

Wk 1,
x1 ACI A5 3+ B4 11 7% salusin-o, VILIP-1
KB (2 £5)

21 31 n salusin-a(mg/L) VILIP-1(pg/mL)
Xf BE 4 63 3.88+0.82 1.0240.72
ACI 4 123 1.5740. 38 7.9541.53

t 14. 326 21.574

P <<0. 001 <0. 001

2.2 ASIE] AR AR T AR A L salusin-o, VILIP-1 7K
Fefs B B AR BE 4 I3 salusin-a /K5 T i R
FEFEZH K TH AR AR FE2H (P <<0. 05) , 7 1 A4S 76 40 1f 3
salusin-a 7K 5 T K1 ARFE LA (P <<0. 05) 5 JiE B 1k
FEFELH MM VILIP-1 KPR v i AR S8 41 L K 1 AR
FEAEZH (P<<0. 05) , Hr [ AR A AL 20 1L 7 VILIP-1 /K-

& F R AREIEH (P<0.05), WL 2,
*x2 AERFEEE MR A MF salusin-a, VILIP-1

KFELEE (> £5)
215 n salusin-a(mg/1)  VILIP-1(pg/mL)
JIE Bt P A E 4 41 2.2340.46" 7 3.28+1.51"°F
w T RS BT 21 46 1.5440.22" 6.94+1.08"
KT FR AR FE 20 36 0.87+0.15 14,5741, 45
F 29. 376 47.853
P <20. 001 <<0. 001

TE: 5 K A SE AL L #, T P <<0. 05 5 o i BUAE SE 41 L A
7 P<<0.05,

2.3 ORN[EAH T a4 FR B A Y salusin-a, VIL-
IP-1 KFE b BEBAGH I salusin-a KFE 5T
FpRE 05 4 R R A5 2H (P <Z0. 05) o F BE 47 4l T
salusin-a 7KV FH B 4 41 (P <<0. 05) ; BB #i 13

M VILIP-1 /K S T b B 4t 45 4 o B 4l 4 41
(P<C0.05) . B A 4L i 3 VILIP-1 /KK T &
W (P<<0.05), W% 3,

%3 AEHARERGEELAME salusin-a, VILIP-1

KELE (x+s)
21 51 n salusin-a(mg/L.) VILIP-1(pg/mL)
R 5 4L 34 2.3540.41"7 4.3241.07"7
o B4 405 21 46 1.5640.28" 7.88+1.43"
AR 4L 43 0.960.17 10.9041. 38
F 31.472 53.686
P <<0. 001 <0. 001

T HEEBRGA LB P<0.05; SR ERGALE.T P<
0.05,

2.4 XML ACI B EF LT salusin-a KF 5
NIHSS W43 4 3L 1 L5 A7 ¢ (P <<0. 05) 5 Il I
VILIP-1 7K -5 NIHSS P43 i 08 4% i A2 5 0 4 56
(P<0.05), 5 salusin-a 7K 52 1 A 5& (P <<0. 05),
W4,

F4 EXMSRER

NIHSS 34 i 45 ZE 1 AR salusin-a
Ei=E7N

r P r P r P
salusin-a —0.785 0.003 —0.737 0.005 — —
VILIP-1 0. 843 0. 001 0.852 <C0.001 —0.883 <<0.001

T — A TTHE .

2.5 RS XA ACTHFE M Z
A BRFIK R F8 B0(BMD i, 2 R B G
(P >>0.05); ACT 20 #5 IliL Fs 48 R s WA AR sk R AT
SONET 7 L  E T R R A SRR X
(P<<0.05), W#%S5,

x5 BEESWER

a1 i AER B/ 75 1ML R U BRI ZHHE T BMI
(x+s.%) (n/n) [n(¥%)] [n(%)] [n (%) [n (%) (x*s. %) (r+s,kg/m")

X B 2] 63 57.7649.84 37/26 17(27.0) 8(12.7) 20(31.7) 16(25.4) 12.18+14, 82 24.1642.03

ACIT4 123 59.86+09.47 74/49 66(53.7) 42(34. 1) 53(43. 1) 44(35.8) 11.36+4.73 24.27+2.18

X%/t 0. 867 0.652 11. 372 9.748 4.675 3. 946 0.428 0.793

P 0.284 0.783 0. 004 0.007 0.031 0.043 0. 862 0.435

2.6 ZHZE Logistic MIHAHT  LIEFE R H7H 2
S GEIT A R SRR bR Gy I B PR LW IR
W) K salusin-o, VILIP-1 Jy [ 48 &, VU2 & & 4
ACI A4S &, 47 2 & Logistic [ IH 4, 45 51
7R, salusin-a & ACI & 9% 1 2l 57 R 97 [ (P <
0.05) 3 VILIP-1, 4 I & i & J& ACT & 9 1) 0 57 15 6
HE(P<0.05), W6,

X6 ZHEZE Logistic MANHER

H A 8 SE OR P 95%CI

TR I 0.679  0.543  2.763 0.013  0.824~4.976
Bl PR 0.843  0.659 1.432 0.784  0.121~1.569
2 4 R 0.114 0.072 1.173 0.626  0.852~1.321
R 0.326  0.854 1.728 0.712  0.053~0.371
salusin-a —1.953  0.489  0.362 <<0.001  1.363~6.206
VILIP-1 0.672 0.716 3.842 0.001  0.754~5.471
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i XoF [T R BB R A5 6 A 4N M B T B 32 3 40
AT 35 31 98 2% 5 Ik ok B 1 Ak T8 B AY RER L S HLAK sa-
lusin-o 7K - FEAR B, 5 X6 3f ok 585 A2 18 4k 1) 4% 97 48 FH ik
55, 0] N e ACT 9 1 i i At

ABFFEH, ACT 41 13 VILIP-1 7K F &5 T % fR 21
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tau £ 1, R0 tau B A R AR & B AT B
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on ACTIRTE ™ &, JF— B UESE T M7 salusin-a,
VILIP-1 25 ACI k&% Ko 1 ok e A& .

WG RN LT salusin-a 5 VILIP-1 7K 2 3
HE 7R BE A AR G L (H R TR R S A 6 ) EL AR HIL i 1)
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