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(enzyme-linked immunosorbent assay , ELISA ) A& I IfiL i SERBP-2 ¥ & , 4K 4f 2 M2 Org 10 172337735 (trial of Org 10 172
in acute stroke treatment, TOAST) 73 B F & 75 & I M PR BEAT W 4H 43 M o 6 FH 35 [ [ 7 DA F 3 B 2 v & 38 (National Insti-
tutes of Health Stroke Scale , NTHSS ) 34304 88 195 17 7™ BB AR, JR 40 AT 17 SREBP-2 59 1 ™ AR B AY AR G tE . iR
Rankin 1 2 PFA4 519 90 d DIRETIS , 0% o A M UGS RAFAUM TS AS R AL, FL 2 41 7% SREBP-2 ¥R J¥ 25 55, il i
logistic [F1H43-#T 1L 7 SREBP-2 J& 75 5 iAW IS A ¢ . 25 3R« BiA AU 2H ) 1l ¥ SREBP-2 ¥ B B B AIKF X B4l [ 72.60(57.50,
83.35) ng/mL vs. 86.80(77.20,97.90) ng/mL, P=0.000]. i3 SREBP-2 ¥ i {7 5] 21 kA% AE £ 25 Fifedt B A BE B 1t 28 T T AR
0.782(P=0.000) . RSk s FEAE LT O JE AR FERY /NS Ik P ZE TR0 IR A5 B8 1L SREBP-2 ¥ B 3 BH I A4 Bt 21 (P=0.000, P=
0.003,P=0.000) . & If-HE PRI B 9 M7 SREBP-2 = T A& IFH IR 19 R (P=0.021) . IM1L75 SREBP-2 i & 5 A BE NIHSS 71
S JEHHEE (P>0.05) o IFESE £ 22 TS R 44 1M 3 SREBP-2 ¥k JE A T n A 4L, H 22 R 040245 L (P>0.05) , logistic [7]
V43T 7R 1L T SREBP-2 ¥ B 5 lixi A 5E 90 d Y fE TS JC X (OR=1.016,95%C1=0.991~1.042, P=0.205) , £5if : IfiL % SREBP-2
W BEAE S IR AT AR P BB R R 1LY SREBP-2 X R B A A8 H 3 5 (g R AHE HA — 2 fALRE . R, ML SREBP-2 V&
B 5 R T R N TS JE G
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Correlation between serum sterol regulatory element binding protein—2 and

acute cerebral infarction
Long Bo,Tian Zhanglin,Xiong Mi,Dong Yuhan,Wei Youdong
(Department of Neurology, The First Affiliated Hospital of Chongqing Medical University )
[ Abstract] Objective : To explore the correlation between serum sterol regulatory element binding protein—2 (SREBP-2) and acute
cerebral infarction (ACI). Methods : From October 2020 to March 2021, 134 ACI patients were recruited as the ACI group and 34
healthy individuals were recruited as the control group. Serum SERBP-2 concentration was detected by enzyme-linked immunosorbent
assay (ELISA) and subgroup analysis was conducted based on trial of Org 10 172 in acute stroke treatment(TOAST) classification and
whether patients had diabetes mellitus. National Institutes of Health Stroke Scale(NIHSS) score was used to evaluate the disease severity
of patients and the correlation between serum SREBP-2 and the severity was analyzed. The modified Rankin scale was used to assess
the 90—-day functional prognosis of the ACI group. The ACI patients were classified into favorable outcomes group and unfavorable
outcomes group and serum SREBP-2 concentration of two groups were compared. Logistic regression was used to analyze whether
serum SREBP-2 was related to ACI prognosis. Results : Serum SREBP-2 concentration of the ACI group was significantly lower than
that of the control group[72.60 (57.50, 83.35) ng/mL vs. 86.80(77.20,97.90) ng/mL, P=0.000]. The area under the curve for serum
SREBP-2 concentration to identify patients with ACI and healthy people was 0.782 (P=0.000). Serum SREBP-2 concentrations of
subtype of large artery atherosclerosis, cardio—embolism and small artery occlusion were all lower than that of the control group (P=
0.000, P=0.003, P=0.000). Serum SREBP-2 concentration of ACI patients with diabetes mellitus was higher than those without (pP=
0.021). In the ACI group, serum SREBP-2 concentration was not correlated with the NIHSS score at admission (P>0.05). Serum
SREBP-2 concentration of the favorable outcomes group was lower than that of the unfavorable outcomes group , but the difference had
no statistical significance (P>0.05). Logistic regression analysis showed that serum SREBP-2 concentration was not associated with
90—day functional prognosis of ACI(OR=1.016,95%CI=0.991-1.042, P=0.205). Conclusion : Serum SREBP-2 concentration decreases
significantly in ACI patients. Serum SREBP-2 has a certain efficacy
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2P FESE (acute cerebral infarction, ACI) J&48
G 1 A 5 K oh T IS S B I IR S i A
et R T AN G, BAT R BRI
FET 3, 45 R At 2l R DT A i 4E . Rk, ok
e DMEMNAESL A2 PR R R R A E 2 H AT

P28 15 T4 45 6 B 2 (sterol regulatory ele-
ment binding protein—2, SREBP-2) & I 77 IH [# i /X
T A OC B S DR, I A 04 25 L 20 e T
SREBP-24™ AR K AP W52 W], SREBP-2
S T v AR S Y6 TR AT YR Sl DK s A R AT ik, T
T A B 1 RE s LB, SREBP-2 45 il IH [ B 11 75
BCMEEIR, t 2 55 40 103 VR B8 i Jm 38 AL T s 2 7Y
AW, FHL TR, SREBP-2 1l fi i 5 AE I
SR, TE IR L &8 AL SE 5 AR AE 1 21> 36
TRAEAEH SR, FATEASMRZ 1 SREBP-2
5 2RI REZEARE DAL A s RAIESE , I3 SREBP-2 %}
KA B 4 i R T A T 3

ARBFSE & AEAR T8 SREBP-2 7 2 1 i 151 58 28
MLE Y25, IE50 0T LT SREBP-2 5 A v ikl st
FRARDGHE , S Bl A S 127 4 A (0 BB AR AT

| A5

L1 BFRARE

A 202045 10 H 2 2021 4F 3 H A T 5 REERF R 2 I
JB 5 — B BE A 22 IR 134 51 S M A A8 £ 35 S I A AT 20
PAFRUE : O WAS Wk 2P IS , S0 AT 5E 19 12 Wi bs
AR (b B 2 Bl PR A a2 iR 48 e 2018)7, BLACK
LM s R AL P T RE B, DB A2 T AN 2 D RE B 5
B8 L ST S s IR AARNE 722 24 h DA b5 HEBRAE 1Ml
M R 5 i T G322 49 9 (computed tomography , CT)/
T Fe IR A% ( magnetic resonance imaging, MRI ) HE B ki H 1
@72 h R o HEBRR I : 25 Tl o pAy 1 0 5 620 P e 0 1
B s BEAT AR AR vy o0 s 1 22 R G aB AT MR i b 5 7™ 2 JHF
REH T s ARAT 3k M MRIAG A . DEECHE S FNAE S FS , 29 A )
— IS (0] B AR T S BE A7 AR 114 34 24 (B AR X IR A, A%
WF5E 2 H PR R R 7 B I8 5 — 1= Be A 31 22 D1 S Ak s ok
(L5 :2020-593) , i i 2 5 &5 82 G R E$ .
1.2 sk SREBP-2 4

It 45 E 25 0 XoF B 2H 53 31 T A I A4S, I 4 5 mL
JiS K LA I SREBP-2. FARSRAR L O - e i B bm AR T
3000 r/min T #5.0> 5 min B LT PRAF T -80 CEIME . FH]
XU A T2 0 V5 V) Tl B0 47 72 W B 512 35 (enzyme—linked immuno-
sorbent assay, ELISA) I 71 & (BT, 0 &, 19 ) X 1L 7 H
SREBP-2 #E475E fE AR , LA ng/mIL g B3/
1.3 s ARFTAHDKE

AR 2 2 1 M S L AR I L 4R T 4 21 (body mass index,

BMI) . = Il 52 W RO S0 s i I A s A
FIH I 2515 00 , 45 HE 4R AT RE S R 1L 75 SREBP-2 Y 254)
Uil 45 5 5k 28 % 35 B 1 57 (angiotensin—converting enzyme
inhibitors, ACEL) | il 5 % 7K 3R 52 454077 (angiotensin receptor
blocker, ARB) 45 25 -3 18 P 771 ( calcium—channel blockers,,
CCB)%5, WS I 1fil B (fasting blood glucose, FBG) KAk Ifil
2175 (hemoglobin Alc, HbAlc) . B H [E B (total cholesterol ,
TC) H il = (wiglyceride, TG) {8 28 £ I8 25 (1 A [& 5 (low
density lipoprotein cholesterol , LDL—c) . = % & Big 25 11 JIEL 4] 2
(high density lipoprotein cholesterol, HDL—c) | [A] 744 >4 B 41 12
(homocysteine SHCY) 40 M 5028 (white blood cell, WBC)
S H A v B R4 IR AT AR (N—terminal pro—B—type natriuretic
peptide , NT—proBNP) . D-— % {k (D-dimer, D-D) FI# fH{ C )
¥ 2K 1 (hypersensitive C—reactive protein, hs—CRP) . #K 3k
15 MRIWCEE I A58 21 (A SE AR AR, WL R I AR ZE2H A B )5 114
BT

MG 24 % Org 10 17234797 358 (wrial of Org 10 172
in acute stroke treatment, TOAST ) 43 B SMSE [ 45 1 F8 25 4409 A
AR 528 TR K koK RERE AL RS (large artery atherosclerosis,
LAA) O R A% ZE Y (cardio—embolism, CE) /N8l ik 4] ZE Y
(small artery occlusion, SAO) . H: b 5 K %Y (stroke of other
determined cause, SOC) . & A% K B (stroke of undetermined
cause,SUC) .

TENRAESE LSO A B i) 5 el [ Sz T AR TS e 4 v i 3
(National Institutes of Health Stroke Scale, NTHSS) -3 ] T
PEAL BRI AR %R R R IR A IE 3]
JEGE T S DT AR S RRIRES , B 4257, 73 HU
o o T A

LAk B Rankin 3% (modified Rankin scale, mRS)"O$ 4k
U ARBELH i J5 90 d BT RETI |, i R ] 0~6 S0k 0
SR BB T4 T MR R 25 Ry, 45 0~2 43 F) 2 S UG R 47, 3~6
SHFIE RPN R o 2 B [ T2 WD) 5l L BE 5 58 AL
1.4 %itsa

K SPSS 23 #4748 122 50, R GraphPad Prism 8
WAL Syt PR CH 43R Fom . XHESARRER
Shapiro—Wilk #5535 X 432 75 A 1E & 5340, 1E 85310 i 248
o E 2 AR 2 (v 2 5) s AR IS 40 Aii (3% 2248 i
M,(Py, Pi) 3R o SRHIRIT R0 A W 2 20 73 K2 B R 5 A
GritE 28 5 s X T A CRAAAE 1B B ST i B 22
BT 5, D 2K R /Y R D7 R 5 X T BT T A
THECK 0 1928 X3, R Fisher B VIR IL AT R 56 o %
VSR 1, oK FH Mann—Whitney U #5536 5% Ho 488 2 4 AE IR 54>
AT FEAR2E 57, SR o R 06 LU A 2 2H TR AR 3 A I H 8 A 1 25 57
K H Kruskal-Wallis H 6 5 LA 3 41 IR 1IE A8 73 A1 B9 A i
Z5 . X FAEIERS A AR, B ] Spearman Bk AH & H)
WBr 2 AN A8 d 2 (] A G . SR 32 H TAEHRIE (receiver
operator characteristic, ROC) {1 Z& VAl 25 & [X 73 £ 3 5 fdt
NBEMIBE ST o R H logistic [T RE Y 4347 A8 11t 5 T iy A 2R
KF o KK a=0.05.
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2.1 2RI RFA AR

SR AE R WA 1, 2415 (x¥=0.021, P=0.886) F4F %
(Z=-0.849,P=0.396) L4117 #2: 5. BMI(:=1.306,P=0.193)
T 1L AE (3%=0.000, P=0.996) W M 52 (*=3.197, P=0.074)
IR £ (¥=2.611, P=0.106) i1y Lt 5] , & 4 1] ACEI/ARB
(¥*=0.000, P=1.000) . CCB (}*=2.173, P=0.140) . F& W5 25 (=
3.161,P=0.075) . - H AR (x*=1.449, P=0.229) . JF 5 2 (=
0.075, P=0.784) . [% g 24 (¥*=0.105, P=0.745) i1 7T (x*=

0.000, P=1.000) . i #4245 (}*=1.449, P=0.229) . i IfiL /N7 24
(x*=0.233, P=0.629) FIHL#E 24 (P=0.207) () LL ] , HbA 1e (Z=
-1.872, P=0.061) A MILJE 5 F5 (1=-0.662 , P=0.509; Z=-0.022,
P=0.982; 2=-0.506, P=0.613 ; Z=—1.204, P=0.229 ) 7£ 2 ZH [i] 1Yy
ZER G o AENEEFEA & 1 s (x'=32.210,
P=0.000) . JR %5 (x*=5.599 , P=0.018 ) [y kb, 14 1 & 1] {i
JH B 25 (x*=10.943 , P=0.001) 1Y It 1 25 T X B4,
H FBG (7=-3.953, P=0.000) . HCY (Z=-3.946 , P=0.000) .
WBC ( Z=-4.976,P=0.000) NT-proBNP(Z=-3.136,P=0.002) .
D-D (Z=-4.133, P=0.000) . hs—CRP (Z=-3.212, P=0.001) ]
=X IRAL, BEEESEAA B IR T R R 1.

R 2EBREIGHRER [n,%;x = 5;M,(Py, Py

iH i AEFELL (n=134) X R (n=34) X1Zr 8 P&
PG 77(57.46) 20(58.82) 0.021 0.886
ARk 66.50(57.00,75.00) 63.50(52.75,76.00) -0.849 0.396
BMI/(kg/m?*) 24.48 +3.58 23.53 +2.61 1.306 0.193
1o ML 104(77.61) 9(26.47) 32.210 0.000
WE IR 48(35.82) 5(14.71) 5.599 0.018
1= G I AE 71(52.99) 18(52.94) 0.000 0.996
UELES 58(43.28) 9(26.47) 3.197 0.074
PRI S 31(23.13) 3(8.82) 2.611 0.106
[ R 24 70(52.24) 7(20.59) 10.943 0.001
ACEI/ARB? 18(13.43) 4(11.76) 0.000 1.000
CCB® 36(26.87) 5(14.71) 2.173 0.140
R 30(22.39) 3(8.82) 3.161 0.075
—HRUNR 21(15.67) 2(5.88) 1.449 0.229
[/ 8(5.97) 1(2.94) 0.075 0.784
g2 17(12.69) 3(8.82) 0.105 0.745
i T 13(9.70) 3(8.82) 0.000 1.000
kg 21(15.67) 2(5.88) 1.449 0.229
P/ 14(10.45) 2(5.88) 0.233 0.629
RN 9(6.72) 0(0.00) 0.207
FBG/(mmol/L) 6.10(5.25,8.80) 5.30(4.80,5.80) -3.953 0.000
HbA1c/% 6.00(5.70,7.28) 5.70(5.48,6.20) -1.872 0.061
TC/(mmol/L) 443+1.04 458+ 1.15 -0.662 0.509
TG/(mmol/L) 1.23(0.96,1.79) 1.29(0.93,1.93) -0.022 0.982
LDL~-c/(mmol/L) 2.62(2.07,3.33) 2.82(2.10,3.54) -0.506 0.613
HDL~c¢/(mmol/L) 1.14(0.96,1.30) 1.08(0.88,1.34) -1.204 0.229
HCY/(umol/L) 15.97(11.98,21.10) 12.03(10.04,15.08) -3.946 0.000
WBC/(x10°4M/1) 7.96(6.51,10.38) 6.02(5.15,6.68) -4.976 0.000
NT-proBNP/(ng/L) 180.50(56.00,787.25) 111.47(36.00,311.00) -3.136 0.002
D-D/(mg/L) 0.61(0.28,1.32) 0.26(0.15,0.51) -4.133 0.000
hs—CRP/(mg/L) 1.83(0.93,4.13) 1.02(0.32,2.59) -3.212 0.001
A B NTHSS 7143 4.00(2.00,9.00)

HFEAA R em? 1.50(0.21,13.46)

iRy ® 124(92.54)

XUBEC I/ 70(52.24)

buEEZ " 11(8.21)

T 128(95.52)

fidilead i 16(11.94)

GIREG 10(7.46)

T a 2OR KW ZE, b FOR A BRI
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2.2 2% ik SREBP-2 3k JE s ik

WFSE R, B SE 40 1L 3 SREBP-2 ¥ BE W i A1 T %of el
#H[72.60(57.50,83.35) ng/mL vs. 86.80(77.20,97.90) ng/mL,
Z=-4.914,P=0.000], & 1 fr7= .

150 =
P<0.001
= [ 1
£
Y
= iae
M 100- A:::A
.’g _"1";"'?—
a il
o W
=i
x 50-
72
pi
g
0

I 1
TiAEAEAL X AR
E1 24m7% SREBP-2ikE b

2.3 s i SREBP-2 % W &b i A 58 2 A 49 A0 3 7 4%

687 D i A B0 it B %o HR 2 400 25 DA 1L 3 SREBP-2 1
h 2 I AR FE 2 Wi AR M T T o S5 SR R 4T R
(area under the curve, AUC) 4 0.782(95%CI1=0.699~0.865 , P=
0.000) . R4 ROC Hh 4% , I 7% SREBP-2 ¥ J& 1 1) 20 fii 451
HU 55 5 RO R N 0 3R AR I SH(E R 69.60 ng/mL, I B A5
R R 47.37% A5 5N 96.77% . AN 2 Btk .

1.0

0.8 =

0.6+
i
#
8

0.4

AUC=0.782
02
0 1 | | ] | 1
0.2 0.4 0.6 0.8 1.0
1-FE5

B2 % SREBP-2iR5IESE £5 5 R ERA ROC %k

2.4 JEAEILLE fn i SREBP-2 ik & Ib 40 5547

FEHLLAA | CE . SAO #E47 .4 43 #r (SOC 1 SUC #1154
a4, R /NTARP AT, FR IR 2, LAAYL (Z=
~4.747, P=0.000) . CE £ (Z=-2.979, P=0.003) . SAO % (7=
-3.679,P=0.000) .3 A4 IfiL 1 SREBP-2 ¥k i 55 %F W& ZH A Lb W
WUk BRI, 38 0T Kruskal-Wallis H K5 56 L3 3 Ff oIy AU 22
& I35 SREBP-2 ¥k FE g 22 57 85 R R Z R RG24 L
(H=0.718,P=0.698) .

F2 MiEILA M E SREBP-2 K B #0975 B IL 46 43
["’%;Md(P25!P7s)]

135 SREBP-2 ¥ Ji/

il N ZH  PiE
(ng/mL)

LAAZL  62(46.30) 68.55(58.28,83.65)  —4.747  0.000

CE# 25(18.70) 77.85(56.70,85.78)  -2.979  0.003

SAOZ  39(29.10) 74.20(58.10,81.93)  -3.679  0.000

XTHEZH 34(100.00)  86.80(77.20,97.90)

TENRAEAE 20 v, & B8 PR A4 S8 3 1ML SREBP-2 ¢ %
T TAE IR PR R b iy s (7=-2.300,P=0.021) . W33,

3 MEIELA M F SREBP-2 K B A9 15 bR 9% 1L 46 43 #r
[, %; M, ( Py, Py)]

1% SREBP-2 1 Ji/
(ng/mL)

ACIEIFHEIRIRAL  48(35.82) 77.35(62.93,88.00) —2.300 0.021
ACIAREITHERGH  86(64.18) 68.90(55.68,89.20)

Faxzi! N Z{H P{E

2.5 i SREBP-23%E 5 sk hy = E A2 648 Kk

TEMFEFE A, 135 SREBP-2 #k B 5 A 5% NIHSS 143
TCAH M (r=0.048, P=0.582) , U &l 3 7R . 1L SREBP-2
e B 5 A BE AR B T A OGP (7=0.028, P=0.747) o Il %
SREBP-2 ¢ J& 15 J& & A7 76 i 1L H 37 (r=—0.038 , P=0.662) . i
JIg ILAE (r=0.065 , P=0.458) .M KK 5 (r=—0.006, P=0.944) F X
W 5L (r=-0.079, P=0.366) T % , H 5 5l (=-0.101, P=
0.251) AE# (r=-0.123, P=0.161) .BMI(r=—0.062, P=0.482) .
KAl 1258 (W 1R 25 r=0.083, P=0.346 ; (58524 r=0.102, P=
0.243 ; K& IE 245 r=—0.07, P=0.423 ; HT k2 24 r=0.058, P=0.512) |
FBG (r=0.108, P=0.216) .HbAlc(r=0.110, P=0.211) . Ifil 5 &
¥R (=0.052, P=0.550; r=0.114, P=0.195;r=0.005, P=0.951; r=
-0.047, P=0.591) \HCY (r=0.049, P=0.574) . WBC (r=0.050,
P=0.573) .NT-proBNP (r=—0.081, P=0.395) . D-D (r=—0.045,
P=0.605) .hs—=CRP(r=0.052, P=0.552) & A B J5 3697 77 & (4%
24 r=-0.099, P=0.260; BT #EEZ) r=—0.113, P=0.197 ; fhiTFs r=
0.015, P=0.862; ¥ ¥ r=0.010, P=0.909; B ¥ r=-0.021, P=
0.814) HJTCAH A .

r=0.048, P=0.582

100=
— $g%e, oo ¢ o°
) . o ]
E s 82 " 8, .
f\b:b 804 i:l:; o ° o ge
N . 9.g. @8
o R
o, 'a'
:%ﬁ '!‘.. .
S 404
5]
7
#r 20
g
“H‘l‘mﬁ"l‘l‘m“m‘l‘l‘l
0 10 20 30

ABENTHSS TSy
3 NiEZLAImnE SREBP-2 K ES5 N NIHSSES R X%
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2.6 ARG 8 B &

2RO TR S SR G H A DL 4 134 BN AE 58 2 v, 78
#1(58.21%) Wi Je KL4F, 56 19 (41.79%) TG A K. Bl K4F
ZH 1L 7 SREBP-2 #¢ i 2}y 68.20(56.65,81.55) ng/mL, FilJ5 A
KL 41 1fL 7% SREBP-2 #& J¥ 2 75.40(61.50, 84.60) ng/mL, )5
R Uf-2H 1L % SREBP-2 ¥k B 8 Tl j5 AN R 2 A%, {H 25 = TE e it
N (Z=-1.235,P=0.217) ., TG AN RAMFHE(2=-3.333,
P=0.001) . ] {f F B% % 245 (x*=7.378, P=0.007) , WBC (Z=
-2.838, P=0.005) NT-proBNP(Z=-3.483, P=0.000) .D-D(Z=
-3.187, P=0.001) . A B¢ NIHSS ¥4 (Z=-6.165, P=0.000) Fll
FEAEAAR R (7=-4.828, P=0.000) F{E S UG R A4, ABE
Je 8 PSR BIL it/ MRS T 1 FL AL TS R A4, 22 R A 4E

iHeFE X (x*=14.421,P<0.01),

AR 2 logistic [B1F 57 , 175 SREBP-2 ¢ J& 5 Jiki £ 58
ARG T (0R=1.016,95%C1=0.991~1.042, P=0.205) , 4F-
i (OR=1.054, P=0.001) ., K I 1 J] % )% 24 (OR=2.656, P=
0.007) . WBC (OR=1.195, P=0.006) . NT-proBNP (OR=1.001,
P=0.002) .D-D(0OR=1.359, P=0.005) . A [¢ NTHSS i'-43 (OR=
1.329, P=0.000) , # 5EAR FL(OR=1.042, P=0.002) . A [t Jii ffi
FHRUBCHTE i/ MRA T (OR=0.208, P=0.044) 54 B U A% .
1 1R 5 BUS AR B T 99 A 2 B & logistic 1119, 45 5 i
7% NT-proBNP (OR=1.001, P=0.048) . A & NTHSS i 73 (OR=
1.352, P=0.000) {31 fi FHI [# )1 25 (OR=3.572, P=0.026) /& R
RBUS S fER R . WS,

F4 WERRETUSRITASTURRRANLLRR, %;:x 53 M,(Py, P,)]

e T KA (n=78) TG A K41 (n=56) X2l P1E
PRI (F 1) 49(62.82) 28(50.00) 2.192 0.139
A1 63.00(56.00,71.25) 72.00(58.50,80.00) -3.333 0.001
BMI/(kg/m?) 24.67 £3.51 23.97+3.23 1.175 0.242
TR ML 56(71.79) 48(85.74) 3.635 0.057
R 25(32.05) 23(41.07) 1.154 0.283
15 0 I 43(55.13) 28(50.00) 0.344 0.557
W A S 32(41.03) 26(46.43) 0.388 0.534
i s 19(24.36) 12(21.43) 0.157 0.692
R s 245 33(42.31) 37(66.07) 7378 0.007
Rt e 16(20.51) 14(25.00) 0.378 0.539
FERRZs 10(12.82) 7(12.50) 0.003 0.956
i 9(11.54) 12(21.43) 2413 0.120
FBG/(mmol/L) 5.85(5.18,7.88) 6.75(5.65,9.30) -1.851 0.064
HbA1c/% 6.00(5.68,7.05) 6.10(5.90,7.38) -1.170 0.242
TC/(mmol/L) 452+1.06 434 £1.02 0.996 0.321
TG/(mmol/L) 1.30(0.96,2.05) 1.23(0.98,1.59) -0.623 0.534
LDL-¢/(mmol/L) 2.63(2.10,3.43) 2.65(2.02,3.27) -0.868 0.385
HDL~¢/(mmol/L) 1.13(0.95,1.28) 1.22(0.90,1.45) -1.351 0.177
HCY/(pmol/L) 13.10(9.80,15.50) 12.50(10.25,23.30) -1.162 0.245
WBC/(X10°4™/L) 7.41(5.92,9.47) 8.71(7.31,11.16) -2.838 0.005
NT-proBNP/(ng/L) 120.50(41.50,329.50) 366.00(84.25,1765.25) -3.483 0.000
D-D/(mg/L) 0.53(0.24,1.18) 0.93(0.43,4.30) -3.187 0.001
hs—=CRP/(mg/L) 1.73(0.92,3.50) 2.25(1.21,4.36) -1.471 0.141
AB% NIHSS 43 3.00(1.00,5.00) 11.00(4.00,18.00) -6.165 0.000
HIFEA T /em® 0.46(0.06,3.77) 9.41(1.09,89.45) —4.828 0.000
BN e 74(94.87) 50(89.29) 0.775 0.379
LA M/ 51(65.38) 18(32.14) 14.421 0.000
iRz 6(7.69) 5(8.93) 0.000 1.000
fbiTE" 74(94.87) 54(96.43) 0.000 0.995
[ 10(12.82) 6(10.71) 0.138 0.711
B > 4(5.13) 6(10.71) 0.775 0.379
SREBP-2/(ng/mL) 68.20(56.65,81.55) 75.40(61.50,84.60) -1.235 0.217

T a 2OR KW ZE, b FOR A BRI
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K% B SE Waldy? Py OR 95%CI
Kisis -0.011 0.026 0.192 0.661 0.989 0.939~1.041
WBC -0.048 0.098 0.238 0.626 0.953 0.787~1.155
NT-proBNP 0.001 0.000 3.894 0.048 1.001 1.000~1.002
D-D 0.145 0.141 0.304 1.156 0.877~1.523
A B NIHSS 143 0.301 0.080 14.142 0.000 1.352 1.155~1.582
TSR 0.009 0.013 0.474 1.009 0.984~1.036
K e 24 1.273 0.572 0.026 3.572 1.163~10.968
MU MM/ Ml 1.109 1.262 0.772 0.379 3.033 0.255~35.998

W6 IR 2 1) N A CFFE B A 88 &2 25 117 ) 1L T SREBP-2 ¥
3% iR

SREBP-2 J2& 455 il [H [¢] Pt 4 3 OC #E 4 5 [A 7
4 2 i JIEL T B sk IS A, SREBP-2 48 i T i %
A, L R H R G R BSR4 I A A Ji i (hydroxy
methylglutaryl coenzyme A reductase, HMGCR) 3
FE IR AR IR BEA A, 8 LDL 32 (AL PR 33k AT
fie 1 LDL~c Hy LY 1] M A 5% 328 L2 24 45 200 i L ] e
A, BRI, 2% R B IR 3R AN 12 P R R
FZPL T F -1 B K R R 4 (renin—angiotensin
system, RAS) 1 % 7] S 3 2 48 B 4141 SREBP-2 J}
e SSONE [ e R R T PN B A A I A
JiL, SREBP-2 Jt i 3 B0 VR 40 M I 1 0 2y ok ok A i
1k, S IIKAEZE 14 & KU, 53 41, Cartagena CM
SEETE o Bl W S0 e B A 405 DR A8 T 5 B8R FR
Y121 SREBP-2 335 [, DL Jay s I &1 B A 28
Kusnadi A 25 F Fowler JWM 25" Wf 5% % 0H ,
SREBP-2 HAfE RAEH o TERAE I, IR IR 5
T~ FIE A ZR - 18 1] 4342 Bl 4 )L SREBP-2 3%
KI5 20 L TR P s, A 3 Dk i A B Ak
T L) 9 SE ML R0 0 A B J 4 e vh & 4% — 2 B A
o SREBP-2 55 XA 8 K o AL ] FHAE S i e 2% 8
PIARSG , DI PR S FH 4 £ B2 9T LT SREBP-2 5 figi
REZEI 5 AN 005G 2 BA TR AE R H

WFFE s, LR B PR VHCY A< ] ]
Wi s 25 7 2 ZH [A) i DEBCOE AN X i o KT, H Al
T 5 2 B e I 5 A0 B Y 4 s BIL D RAS BT
I 5 AP, LA K () B B2 R I AE L 24 2 B
JIE S A 95 L T R SREBP-21", R 4R KL S
25T LAJA YT P 3R I SREBP-2""9) {H J& 785 1] 53 e
SREBP-2 (1 Fh @ AT AN 1, 54 00 EL A P A 4 1

FETTBE e TR AR . AR ST B, I SE 20 2% 3
Tl DL fii A5 A6 7 Y A8 35 4 10037 SREBP—-2 ¥k i 34 1]
AT T B A, $ 7R 1135 SREBP-2 ¢ & 78 i A
FE S8 TR B AT BEAN SR A P B R R S B R
H M A BE S e A5 Ao AR AL S B, S5 A
BEAEAF ST, o] REA a0 T IR - OB S8 & Ja 3 R
i, ST K F TR 15T /NI T 240 A Bl 25-F4 5
JOEL [ P i, Wil B AR A 4800 SREBP-2 ik
TR AT A R AN M P T ek e AR B R AE
FHN S QAL T 5 40 J i R 5 ML, BEAE S SR
G2 21 24— 12 BE D[ B3 Wi 2 | 24— 12 KL R[] s m]
T8 % A BE 7 A 0 i TR R R, TR ISR A 2 2
SREBP-2 K35 LAYl 20 IH 3 55 BRI 5 H , 4k 45 i 241
SR A A W B T A S @ X Ay PR T i 2 AL
A i 28 1P Y I B4 AK ™ ) (cholesterol oxidation
products, COP) A& i, LA W] fgd A B 18 g
SREBP-2 %3k , LA /> COP 7= A1 (@A o J5 41 18]
O BE SR T 3 350 I A0 R S TR 4 i S S % A
Jitl SREBP—-2 &Ikl /b, ki1 Xof g Jir 1A J 8 e o 5 11
JE R R B, LA L J e i Jgete-2

K FH A5 58 18 35 15 fede e AT (I BE AL AR A S
FOV A FLREEAL SREBP-2 1E g 2 1 g 45 58 12 Wy
PR 000 T, 25 R R IR R BN 0.782, K
1ML 3% SREBP-2 %R ji i 3 S AR E R A — &
SRR AHIZALREIE AN AR . 5 A AR R A
W, SR A SR R SE I R 2 B . SREBP-2
Xof A v B M e O R R BRI

NTHSS 532 1 PR & FH A PPA fii A v £ 1
2 REBRARLE O Y i S R P2 T RE S E
R R R o A O AT S A S 4 I
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SREBP-2 ¥ & 5 A B¢ NIHSS ¥4 JC 56 , Jo ik i 1l
1 SREBP-2 ff By P4k /2 25 A I - AR B . (B9
KM A2, AF A 1 A AH OCFE A, SREBP-2 (1 Ifil 15 Vi
J3E T A A5 A0 2 1Y Sk AR T filt B ko L2, KT 2 4 ) 4%
Ty g 6 bR 2 JC I 25 5 X e T RE A JE I AN T
1ML 7% SREBP-2 T [ 32 %2 iy 1 fii Jsy 3 1F % &35 1Y
SREBP-2 i/, i a4 B Jm #2246 (1) SREBP-2 H] HEX]
PEER AR BT B R ma /N o A BIEgE I, /N BRI Hp
SREBP-2 () 1k B 15 £ 45 11 B X6 it 2 R 361 2 A5 5
M H 40 Bl LDL—c {5 5 Il 7 LDL—c 7K 3 JG ™,
A ST R, A I B PR 1 20 IR BE BRI
5 SREBP-2 ¥k & T A G I M IR i %, iX 5
Ishikawa M 282 iff 57 25 - B — 280k . Al & B2
[ 5% B 4 ) SREBP-2 i i 3 1% ] i 4 i A8 Pk, 5
FOWE PR A=, BIVHE R ) I 2 — 2 B 2 A Y
SREBP-2 #7iG PA ib T DA fige g Mk i A9 B0 45 -
PR 1L SREBP-2 4 5 IR 4

AW FE S5 W | 7E AR S8 BB 2 T, HilE R AT
ZH 1M SREBP-2 ¥ FEMIR T 5 AS R4, {H 2= 7 o4t
27 X s logistic [ 43 BT @71 1MLV SREBP-2 5 fik
FEAETIUG TC G o % e ] AR~ 23 « IR AE J5 5 1 Ak
SREBP-2 I BESEHLIA B - AL, A 55 4T 48 Lk 2>
MR A& P45 | o A Ry I [ AR S D A Pk
BRI A SRRy, LT R A A 5105 AN R 4L
5 SREBP-2 ¥k & F IR £, SR RAST . A
1M, 2 4[] B 22 5% 4022 7 L, % JE SREBP-2
SEBR b5 TR B G H A 5 B I T I R i P R
4. PRI SREBP-2 194 25 B SR A 5 A
TE, X e 5E T R 3 SREBP-2 25 4k 5| i 1 i v
SREBP-2 it 2 AR A] g 2 AR Ze % . 1 H. SREBP-2
1E 4 B U35 258, kA A8 5 SO i Jg 38 A2 4k
B[] B AT S 3 A B 22 &R G0 0 2 e A AR T L
Apaasl 5 SREBP-2 23k bR sl R A, ik 45 5
J& ML ¥E SREBP-2 ¥ i Jz i (1) A RE & 4> B 41 i
SREBP-2 ik sl A8 (1) i Al AR 2 TR 3

% [H % logistic [0 5 43 #7 . 7~ , NT-proBNP | A
Bt NTHSS P43 2 i EAS B I 14 2k ST fE B R 2%
SREAEMR—3, Ml R R e 25 P s AR AR
199 A , 30 e iR S A SRS S R
PRI,

AT SR B B A3 Bt - O A 58 FEAS 5 85
AN, BB BIESY AR —E MR 22 . IRIEREAS
A RIFSE 168 A BEEASE AT 134 A A
AR ST AR AS T, AT 80% YA i T Kz TR G 45 A 20 5 %
HEAL 7 ng/mLL (420 0] 22 S AN UG RAFAH S BUG A R
2 1) 6 ng/mL AL 22 5 (5 G ih24 5 30, AR WE
FE 45 H 1 7 AN [R) 105 4 18] 1L 7% SREBP-2 ¥ 4 J¢ B
B2 HAREE . QX iE SREBP-2 HillE T
— TR, TO R AT T AR AR SO A A S 114 3
AARAL B A

25 TR AR ST B UM DR 1) 1 R 3T I
SREBP-2 5 2VH: IR A8 (1) A St . ACBIFSR &2 B, i
5 SREBP-2 ¥ i 7 S i 4 A0 £ 3% b B R %
MLY% SREBP-2 X 15 51 i #8 4F £8 35 5 {g e A RE LA
— R ALRE . BRI, I35 SREBP-2 k5 i &
NTHSS P43 i SR FLA 90 d D fE UG JC %, Al fig
ek TP Ak 17 ™ R B R T

& £ X #
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