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Alkaline phosphatase (ALP), as a vascular calcification regulator, is related to atherosclerosis, vascular homeostasis
and inflammatory response. In recent years, studies have shown that serum ALP has a predictive value for the
risk of stroke. Serum ALP was positively correlated with neurological deficit and poor prognosis after stroke. The
higher the serum ALP level, the greater the risk of death after stroke. In addition, serum ALP has a predictive value
for symptomatic hemorrhagic transformation and cerebral microbleeds after ischemic stroke.
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1 ALP

1.1 ALP #i&k

ALP) Z M F AR T, LU 410 i
Z, HUChE . 8. BAGEE4 4, ALPE
— [T, © KM AALPL, ALP2, ALP3,
ALP4, ALPS5ALP6/NF IR, H A ALPI,
ALP2 X ALP6 =F ¥4k A iF, ALP3K HH, ALP4
FEAE TR R AN, W ALPSIk A /MNm 4 E
K5 AT AN . I R ALP Rk [ R
%o ALPA i 7K A i R LR RS IS o0 1 L I i i 3k
HIBR 2, A BRI B 7 F AR 3, B 2wk
1 3 A1 (1 3 R AR Ry L R AL s i B R fk . I 75 ALP
ARG DU I PR L B T R R 2
W LA B 9tk R 25 R 97 BT RSO B 4

ALPAE R —Fp i 55k 85570, 5 28 sh kil
FERE AL P A 56, T o0 Jiko ok R s Ak 50 ik ot
EPIRE YIS, A 07 R i ALPAE JCAE IR
P s B B A5 6 A e o R RO B AR R
o E T MLYEALP S G AS R kA L A
2 UIHe WU KBTS /Y 06 R 52 31 7 Ok i 22 1
H,

1.2 ALP X & BI1E R HLH
KEBFFEDIET . ALPX I 45 BE 19 = B AR
MRS58 . RAE RN AR 8RS
TG, ALPE AR S il 8 8 Ak 3 i ) £ il R 1 UK
AR 1= 7 o N 11 0 [ R VA 1K
L i A S ) 1 R = o7 e A < e 1 =
B T AR B 398 o R R A I N B S AR R TR
FHME WA, — A2 8508 s 1 5 BR
Be7E o A 5T B I 5 ALP K- 5 1% 3l ik B Ak
ToAENE, AT 156 BH R ALP AR SC 1) Y 2 #5410 548
s B ey IR PE 0e A )  FRR R G I S A S, H R
DL AR gE R DL A e A M E M FE AR . Hok, &
JiE 2 N7 2 B0 DK oK RE R Ak 1 G R 2, SE I I it
Gii s oy f an i, RN R ThREEREL, KEE ik
B 8 200 it 58 4 B R PR IR S, DA T Jon 1 B
ks RERE L . BFgE R ILALP 5 C e N 4 A AE
MM, FRIIMIFALP S RAEA &, ALPH] i
RIER NS S ko fbad #2 . &5, T
e O N R R 1R 1 S D e SO = & X
P W 1R T P s R AN A, T T 40 AE B0 ik
SR RERE Ak K i B i A AR S PR B EEEMTY. W
M 1L 35 ALPZKSF-FF 3 1l e 5 LA AR A R i AT 6.
ShimizuZE "9 A 2724 H A Z4E B, WF

F% LT ALP /K P 518 PR CD 34 BH 4 40 ity (1 45 B 2
FIARE)Z LR, ZBCD34 Mg Es
I8 ALP/K - 5 5 2 1E A O (r=0.14, P=0.020),
H§BMI<23 kg/m’#f fH C P i 3 (r=0.29,
P=0.001), 1M X4BMI=23 kg/m’ i} J A %
P (r=0.04, P=0.637). KM ZxLtmH
Y AT, T AL P K S B — A bR oE 2
76 ¥R CD 34 BH P 40 ML 805 1 7E AL P 5 GE A ¢
(f=0.25, P=0.019), HBMI<23 kg/m’(f=0.45,
P=0.003) M Bl WAH K, (HXHBMI =23 kg/m”
(B=0.04, P=0.772)ff JCHH AHSCTE . ULIAZE H AL
M, JEHOEUAE & (BMI<23 kg/m?), 17
ALP 5 1E ¥R CD34 BH P 40 il 5 35 EAHOG,  BII i
ALPH MRS 2 IEMSCHE, IfigALP/KF- AT g 2
PEAR 1B AR A R A A R A o

IEAh, ALPE N —Fh 2k mH R i, ok
IR REFRA RIS ME W HEARR AR,
33X AT B0 i I A R AR R A e

2 ALP 5% H

2.1 ALP M ZE R E KRR & £ K& R &

Shimizu % F S P BT 52 10 7 ALP /K SF- 5 ik 25
TRRRMER, KX TFAKEE, MiEALPK
S T R R R UR R TR, &
M7 ALP/K -5 BAEBR A o Lok i k2
A, MR ALP/K 5 55 1 4 v ik 2 v 1)
KBTI G . TanZEI 90 A 121451 il 1 5C 5 %
10391 fii i 8 5/ S8R 4l Lh ool fat e i
H. 80k A0 B AR A X BRI B A o
RS R S A R R, 45 BR: HHEALPK
- A% A6 2H B B i X B ZH (P<0.05) 5 i b e
B ALP K -5 5% B AH H TG B B 22 5 (P>0.05) o
VLI B PEALP 5 B M A p & A A G, S PEALD
AT REAT Bh T X Bk G A B2 W, 5 LTIk
I35 ALP 7K BE A% W il 2 v SR & A, IR Hof
T8 ALP 7K AT RE 76 A [R) i 3 v 2 78 K [] 2 51
AT

2.2 ALP WEHREZFWEZERHRE LR RGHNT
&

Kim 25 P13 3 Xt 1 0345 8 U 2 1 i A A0 SR 3
531~ H 2t E Rankin & 3% (modified Rankin Scale,
mRS) 41 5 I3 ALP K 1 A0 PR 58 & 81 -
K FALP 5 BE FiLE A R (H BER mRSTF 43 >2)
¥ (OR=1.25, 95% CI 1.04~1.50), 22 P fisi 4
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FY K W Dy BB K TS N R A Sz T L # . [
B, ZongZ:l%F 16 3671 'B U1 HE 5E 1 1 i A= v AR
HREVI VAR, KBS I ALP(>98 U/L)4HH,
VENBUGA KR (mRS>2) Y & 4 R N27%; HRALP
K- (>98 U/L) BTG A B A9 KU 2 IRALP K
P (<59 U/L) I 1.364%(95%CI 1.17~1.60) . #&3C
BEAEPURESE B R VE ALPK 3G i S
A R AR RO, IR BE &R T I AN ALP At
W, WS ATREINE &R N R, H gl
A — T3 22 i A A6 R AL P Y AR Ak B H I TR 7 SCATF
gE, g 2B R 4001, fERE AR A
2400VE D XTIRZH, S5 R on . SXTIEAA LG, Bl
I P AR RS IS ALPZKF-[(80.1£24.4) U/L)d 3 5
FXFIRA[(75.5221.5)U/L; t=-2.471, P=0.014].
A3 AT A BE TR & B . Il 3 AL P K - 5 A AT T
f(r=0.118, P=0.019). NHISSIF4r(r=0.114,
P=0.023) R IFM X, EALPKFE-#(>86 U/L) K&
% A5 58 XL A IRALPIK P-4 (<67 U/L) B 1.69 11
(OR=1.691, 95%CI 1.103~2.594)., FIfHZik#& T
VERRE M2 7s . Y1 ALPIUE S 81.5 U/LI,
TOO RO R 43.1%, FES R 67.6% . 15 HH B A ik
FEZE T AL A I K, I ALP/K B 7 TH i s ASAE i
U5 ALP K 2 IEH 6. BAh, TanZEP
639191 I ™ H JH-p B AR G £5 5 AR 14 & 1 ik i i
BE 5D Rede bn AR SCYEBEIE & AR T RE
febrr, ALPS [ A& M s I 2 TS A K

2.3 ALP X 2= Hh 5 38 T XURS B9 73 i 44y (B
RARWFFE L B 17 ALPAK P X 45 R 1Y
FET KBS A AN o RyuZ5: B 1L i ALP /K F 5
R JE AT KURS 1 A S PEHEAT T RIS EDF ST, AN
A2 0292 2ot G A A, AR I v ALP K P43
S (<57, 57~69, 70~81, 82~97, >97 IU/L),
iR ER: HSHEERF P E 2 HIE T KR &
1 2.834%5(95%CI 1.95~4.10); U4k, 7F
M T- T, 82~97, >97 1U/L4 45
JE<57 IU/LAR1.8145(95%CI 1.14~2.86) Fll
2.7815%(95%CI 1.87~4.15) . %% 53 M1 I 75 ALP/K -
T 5 2 it it B i A A s 4 DRI A A DG
BET R0 ~7 T P F- . Pratibha s ™% 60451 2 1 i
A B FEBEYT AR, R LI T ALP K S T i AT L
MR B R IET K, I BRI FH R A1
A F o Zhong %10 Hr2 9444 Bl ifn v A b
FEBE R AL R 5 1 75 ALP/KF % B . S ALP/KFE &
(=96 U/L) kA R HIBET 19 KU S IRALP K-

(<65 U/L)2.191%(95%CI 1.20~4.00); ELILJHFALP
IR 5 e o PR A v S AR B SE T 22 R AE A 3 1 2k
PEK & (P-linearity=0.017) . [A#E, Zong ' HF5E 1ML
5 ALP/K V- 5 5 T B8 52 5 1) g 45 v BB R AR DG 1
YA 16 36701 E , FIER 6394, HYEL
63.3%, RN EEIMEALP(>98 U/L)4H,
VAR N A PR FE 5 . & K M i A v 1) 2 A R 430
12.6%, 5.7%; HEALP/KF-#(>98 U/L) K AAh
J& 4 BT KUK R ARALPK V- (<59 U/L) 1Y 1.366%
(95%CI 1.10~1.68) . X Uil , W IIREEIF B H H,
ALPT] B4 R R RBET . A & & (R ST T
M F . 25 LAk, i iE ALPZK S X 45 i 5 A6 T K
W: 1 A A= B — o B O AN 1H

2.4 ALP 3t 2HERR I 14 ZF 5 E AR 1 Y i 3 K R B
L H 1 B 5 44 1B

tﬂlﬂl‘@i’?’ﬂ:(hemorrhagic transformation, HT)
e 2 VAR PE AR R R R A — R4, A R
S AP A v ol R 2 R A 5 Il DTS R (e-PA) L 4T
M /N R 2 () 2 B3 & e Y, HTE M E S5
AR AN R SR,

Liu%5 0% I 35 ALP /K- 15 £ 0 B B 5l Al / 51
XU 2 I 9 1 ke i P 2 v R R AR SE AR HT
e RIEATARSE , WF 98 LA A 130 B FEAT 0 B B
By RN/ R P O T S 1) R ol PR e R A, AR
M ALP/K 43341 (<70, 70~92, >92 IU/L), fE
PR AR © PER . ALTUKF . AST/KE . B/
BORIT . PLBEIG YT FUA AT IS, logisticlIH 43
Mk PSS 1AL, 5340 B A S 1 BURE IR
PEHT(OR=8.96; 95%CI 1.33~60.21; P=0.02),
HAN, LinZE PR SE BoR . 12806 B 714
(55.5%) B Fw b i, 278 B, SALP
K (=92 U/L) KA I (=24 ) ZKALP
K- (<70 U/L)HY3.591%5(95%CI 1.21~10.71;
P=0.02), Ui I ALP K SE T i b0 U5 i 4
RAEARPEHT A B s i A Fu 418

3 4iE
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I PR 5 S 5 BE 22 s RS B i I 1 F 5
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TRARF PR B KA BGE A P RE A RS
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