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(# ZE] [BHM] HKAEFHREHZIHETFT 2(KLF2) ., A E A — R A R A5 3(NOS3) K-F /£ K 3h bk # 4 A2 4L
(LAA) B ZH AR 58 (ACL) %55 B B4 e, [FFiR] HF 150 4] LAA & ACI B H R m 15 4 52
B (n=36) FEA(n=48)FEHEH(n=66), % EIRE M5 EREEZAFRA(n=150), HEREUHLF
KLF2 NOS3 & ;ROC W £ % % 57 fo 7% KLF2 NOS3 /K F 5+ LAA & ACI #9# Wi ifo b £ £ & B LAA A ACI
HFRNAE, [HR] LAA B ACI 4% # A iF KLF2 NOS3 K- 2 F4K T2 IR 20 (P<0.05) , % P . FE 4 LAA
A ACL &% 7% KLF2 \NOS3 KP4k B F BAK(P<0.05) ., f i KLF2 NOS3 = #8487 LAA & ACI # AUC
H0.858, AL 73.33% , H A 86.00% , 4T KLF2 NOS3 & 8 AR W7 (Zy s s =3- 796, Zog o noss =
4.689,3 P<0.001) , ik KLF2 NOS3 =& B&-FM £ A & B LAA & ACT #) AUC % 0.878, ZA4E 4 77.27% 4
S 90.48% 4T KLF2 NOS3 & 8 IR FAM (Zyspmam = 2- 401, P=0.0163Z 4 1 noss = 3- 070, P=0.002) ,
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Value of serum KLF2 and NOS3 levels in the diagnosis and disease assessment of pa-

tients with acute cerebral infarction of large-artery atherosclerosis type
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[ ABSTRACT] Aim To investigate the levels of kriippel-like factor 2 (KLF2) and endothelial nitric oxide synthase
3 (NOS3) in the serum of patients with acute cerebral infarction (ACI) of large-artery atherosclerosis (LAA) type, and to
analyze their value in the diagnosis and disease assessment of LAA type ACL. Methods A total of 150 patients with
LAA type ACI were divided into mild group (n=36) , moderate group (n=48) , and severe group (n=66) based on their
condition.  Additionally, a control group (n=150) was selected from health exminers during the same period. — The
levels of serum KLF2 and NOS3 in each group were compared; receiver operator characteristic(ROC) curve was applied to
analyze the diagnostic value of serum KLF2 and NOS3 levels for LAA type ACI and the predictive value for the occurrence
of severe LAA type ACI, respectively. Results The serum KLF2 and NOS3 levels were significantly lower in LAA
type ACI group than those in control group (P<0.05). The serum KLF2 and NOS3 levels in the mild, moderate and se-
vere groups were significantly decreased in turn(P<0.05). The area under the curve (AUC) of the combined diagnosis
of serum KLF2 and NOS3 for LAA type ACI was 0. 858, with a sensitivity of 73. 33% and a specificity of 86. 00% , which
was superior to the individual diagnosis of KLF2 and NOS3 (Z,_,1ied detectionkirz = 3+ 7905 Z . bined detectionnoss =4 689, all P<
0.001). The AUC of combined prediction of serum KLF2 and NOS3 for the occurrence of severe LAA type ACI was
0. 878, with a sensitivity of 77.27% and a specificity of 90.48% , which was superior to the independent prediction of
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KLEF2 and NOS3 (Z,,1ied dercctioniizz = 2- 401, P=0.0165 Z,, e dercctionnoss = 3- 070, P=0.002).

Conclusions The

serum levels of KLF2 and NOS3 in patients with LAA type ACI were significantly reduced and negatively correlated with the

severity of the disease.
LAA type ACL
[ KEY WORDS ]

ebral infarction;

kriippel-like factor 2;

disease diagnosis; disease assessment

S PERK AR SE (acute cerebral infarction, ACI) J& A
= IRBET R L, 20 o BT A AR 151 1) 70%
Ho o R BE N 10 8 A i 34 T 7, xR E R A
AR R ™ R K Sh Bk R A AL ( large-
artery atherosclerosis, LAA) &l ACI J& ACI &% LAY
WAz — LAA B ACT 3538 23 3™ 5 o o 242
DIRewast, W R B B (932 W I 2 IR T7, 8
HHYTE AR 22, FREE R ML T AR AL T H AL
B2 HEE, LAA B ACT I PRI2 W7 AR SE 4
SR R BAR2E K A5 1 15 O 01 B
M LAA B ACT SR 01U 0 75 DA ot
P 40 e TR L AU TRl D SR BB PEAR R T R
BRI E UG BA A IR AR L, I,
FoRAGIE MR S BT LAA B ACT (1 & A L
Tl s A M, PR N T 2
(kriippel-like factor 2, KLF2) 7E G B4l L H |12 &
ik, AT DA A AR S TR VAU A B T | A
T RS A B E R 7 O i L R v & 4% A
AW N — A Ak & A B 3 (endothelial nitric
oxide synthase 3 ,NOS3) & —Fh — RIKH, B4
TR T, 25— A (nitric oxide, NO) 4
B, 5 e L Sl DKo A R Ak AR B 2 O 1L A8 P
AT BRI, H RTINS KLF2 ,NOS3 /K-F-4F LAA
A ACI SB35 1912 W7 SO 15 PR A (8 1 A i i, I
I, ASHIE ST 8 A LAA RS ACT fB 3 I3 KLF2
NOS3 /K, S #1 Ho LAA B ACT (35 192 W B
TR B, LA LAA B ACT A9R301 % BRI
RIBIT RS W

1 FRIFE

RIS

A 2021 4F 3 H—2023 4 6 F 4 AT BT 1
LAA B ACT BHE N R AT &, INARvE: (1) 4F
A(H E & Mk M E P D6 2018) F
ACT'' M XD AT () B F s KA E X N
LAA & ;(3) Bk & W E Nt /NT 72 h; (4) &
RAZAARZBEERBRTFRRENE, FEREE

1.1

endothelial nitric oxide synthase 3 ;

The combination of the two has high evaluation efficacy in the diagnosis and disease prediction of

large-artery atherosclerosis; acute cer-

FlE, #RirE: (1) H£mRA ACI Bx;(2) 1
BFALEH, Q) EXHABRBETHES; (4)IF
RARF T EEREH;(5) 88 RERRF MHE &L
WEH, FAEMNENAFE 150 6, %A £E
E o1 T A I 4 2 3 68 88 13 4 (national institutes of
health neurological impairment score, NIHSS )7’ xf
LAA 7 ACI #3951 #4717 f  NIHSS<4 2~ & % &
#(n=36),4 2 <NIHSS<15 % ¥ # & 4 (n=48),
NIHSS>15 2 H EE 4 (n=66), % I 150 ] [
BT DR % B 41, LAA & ACI 4
45 ~80 ¥, F3(64.15+7.28) ¥ ; B 86 1|, & 64
B, ATEAER 42 ~78 %, F3(62.87+7.03) & ;
B79 6, %71 6, WA — ALK ERLLIT
FEX(P>0.05), KRAXREREMHEE R 2 %K
1.2 RIS

T LAA & ACI B # NIk HIE R, %= M Bk
%3 ~5 mL, L 3 500 r/min ¥ %3 B8 10 min,
N-80 CIuk48 #1777, Ff
1.3 IiF KLF2 #1 NOS3 7k F4&iM)

XK JH Varioskan LUX % 3 #& B8 AR O, £ 5 KLF2
Be Bt X K fl & (R 5. RF3571, EilEm & &4
) K NOS3 B 5 % % iR #| & (5 5 : EH0554, & X
FEAEMHFEARAT), RFHLRAFHEME, T
450 nm WK 4L, LR G FLE E 0 £ KLF2 \NOS3 47
M Fn LAA B ACT fE B AR FL B BOL 4 %l Ar v
B g &K LAA A ACT o 7 B AR OF AN
it & LAA A ACI &3 i KLF2 f2 NOS3 A -F
1.4 SitZEH%E

A DL SPSS 25.0 R #HAT AT F 00, 1T E
PR KLF2 NOS3 £ Z EA WA A A EANF,
DLoces 38 AL B BB R R A SLFEAR ¢ A B £ 4
] b e K ) S E & 7 = 2T, 4T SNK-q # B #E AT H
P HL 8% 5 % 4Rk TAE 47 4E (receiver operator character-
istic, ROC) B % 2 # i 7% KLF2 \NOS3 7K F % LAA
A ACI o Wi fn K & E & LAA A ACI B
MANE,P<0.05 &~ FHAITFENL,



CN 43-1262/R " [E Sl ik ilifb 244 & 2024 4F55 32 455 6 529

2 # B

2.1 F4ME KLF2 1 NOS3 /K FEb 3%

LAA &Y ACI 4 35 1ML H KLF2 F1 NOS3 97K
S EE 0 BRZH A 0. 36 ng/L,1. 97 U/mL( P<0. 05,
#z1),

ACLAEF KLF2 NOS3 45 H S 2 Wi ( Zyg o =
3,796, Zg s o noss =4 689,34 P<0.001; %2 FIE 1),

& 1. WAME KLF2 #1 NOS3 7K F Lb
Table 1. Comparison of serum KLF2 and NOS3 levels

between the two groups

2.2 I KLF2 1 NOS3 7K Exf LAA B ACI #2774l n KLF2/(ng/L)  NOS3/(U/mL)
AR POpiEEs| 150 1.54x0.45 8.49+2.21

1M KLF2 2 W LAA 1 ACI B9 ROC gtk T LAA TS ACT 4 150 1.18+0.39 6.52+2.16
F(area under the curve, AUC) 2} 0. 787, Ifil.7&E NOS3 ¢ fH 7.404 7.808
Wi LAA A ACI ) AUC K 0.747, BB G2 W p <0.001 <0.001
LAA % ACI 1 AUC 4 0. 858, —HBEA LT LAA %Y

% 2. % KLF2 #1 NOS3 7k F3t LAA 2 ACI B2 B 1B
Table 2. Diagnostic value of serum KLF2 and NOS3 levels for LAA type ACI

A AUC T 95% C1 RIE/ % R/ % Youden 54k
KLF2 0.787 1.34 ng/L 0.737 ~0.832 78.00 69.33 0.473
NOS3 0.747 7.82 U/mL 0.694 ~0.795 74.67 63.33 0.380
ZHEBE 0.858 — 0.813 ~0.896 73.33 86.00 0.593
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Figure 1. ROC curves of serum KLF2 and NOS3 levels
for the diagnosis of LAA type ACI

2.3 AEYFE LAA B ACI BE MiF KLF2 1 NOS3
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FELHAK 0. 44 ng/L 2. 65 U/mL, F1 B 4H A9 17 KLF2
1 NOS3 1Y 7K F- 43 B L 82 B 4K 0. 15 ng/L,
1.39 U/mL( P<0.05,% 3)
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T ( Zig sy = 2. 401, P=0. 0165 Zge s joynoss =
3.070,P=0.002;% 4 FiE2) .,

& 3. TEHRTE LAA B4 ACT B3 MiE KLF2 51 NOS3 7K-FLb%;
Table 3. Comparison of serum KLF2 and NOS3 levels in
LAA type ACI patients with different conditions

il n KLF2/(ng/L)  NOS3/(U/mL)
L=Y: 0 36 1.42+0.36 8.13£2.07
R 48 1.27+0.34* 6.74+1.92°
HEH 66 0.98+0.32" 5.48+1.83%
t 18 22.556 22.696

P <0. 001 <0. 001

H.ah P<0.05, 58 A LA ;b R P<0.05, 5S4 HE

3o #

i 25 2 % T P 2 AR AR A 3 Oy A R A
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& 4. M7EF KLF2 1 NOS3 /K E3 & £ EFE LAA B ACI MFIIME
Table 4. Predictive value of serum KLF2 and NOS3 levels for the occurrence of severe LAA-type ACI
A AUC T 95% CI REUZ/ % R 5 BE/ % Youden #%X
KLF2 0.812 1.02 ng/L 0.740 ~0.871 80.30 76.19 0.565
NOS3 0.781 6.79 U/mL 0.706 ~0. 845 86.36 64.29 0.507
—HIRE 0.878 — 0.815~0.92 77.27 90. 48 0.678
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Figure 2. ROC curves of serum KLF2 and NOS3 levels
for predicting the occurrence of severe LAA-type ACI
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