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Correlation between Akp2 and myocardial fibrosis post myocardial infarction
'Chongqing 400016

[Abstract | Objective To investigate the relationship between alkaline phosphatase (Akp2) and
myocardial fibrosis post myocardial infarction (MI). Methods Forty-six patients with acute MI were
enrolled as the study group and forty-one patients with negative findings in coronary angiograms during the
same period were collected as the control group. The serum Akp2 activity was detected by alkaline
phosphatase kit. The concentration of PICP and PIIINP were detected by enzyme-linked immunosorbent
assay. Myocardial tissues were collected from five patients who died of myocardial infarction. Collagen fiber
area of heart was detected by Sirius red staining and the expression of Akp2 was detected by
immunohistochemistry. Ten 8-week-old male C57BL/6] mice were randomly divided into sham group and MI
group with five mice in each group. Mice were sacrificed two weeks post MI, Collagen fiber area of heart was
detected by Masson staining and the expression of Akp2 was detected by immunohistochemistry. Results
Compared with the control group, the serum Akp2 activity was increased in patients with myocardial infarction
(P<0.01) , the concentration of serum PICP and PIIINP in patients with myocardial infarction increased
significantly (P<0. 01, P<0. 0I). Moreover, the serum Akp2 activity was significantly correlated with the
concentration of serum PICP and PIIINP (1+=0. 38, P<0. 01, r=0.40, P<0. 01). There was more collagen
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deposition in the infarct border area of remote myocardial infarction than in the distal infarct (P<0. 01). The

expression of Akp2 was increased in patients with myocardial infarction (P<0. 01). Compared with the sham

group, the expression of Akp2 and Collagen fiber area in MI group increased significantly (P<0. 01, P<

0.01). The expression of Akp2 was consistent with the distribution of fibroscar in MI group. Conclusion

Akp?2 is related to the pathophysiological process of myocardial fibrosis after myocardial infarction.
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P JIE 5 45 LA C I 90 o 10 SR T AT R A I PR Y
b AR — B SR OV 248 An an ik 44 51 AR
% R 45 X (body mass index, BMI) | Ifil [ , %5 95 52
(o I S OB A S ) ORI i, LR 95 it ] Tl ( CK-
MB) FJJLAS 2 (1 1(Hs-cTnt) , 26 %8 S350 (EF% ) | i
AR B Wkt s 45 5, A AR AR AL 8 IR B BE(TC) L H il
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CS7BL/6] HEYE/INEL, i (24+1) g, W [ B IR EE R} K 2%
S5 g Wbt [ 3h A A% IE 5 - SCXK (¥ ) 2018—
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1.1.3 #b 5ik5) FEEARAL (25 2% Thermo 23 7] ) ,
1o TS O AL (52 [ Sigma 28 ) Bl 1R IO 2 3K 51
£ (A059-2, B st A AE Y TRERFSE IR BR AR . A1
U A D 5 s K (PICP) A TIT Y i i Jis B N s i
(PILINP) fiff Bt 42 % 2 1 ik 5 & (MB-4130A, MB-
A123A VLB bR AR YR B A BRA ) o Akp2 Pt 4K
(Abcam /A 7] ,ab108337) . KA ELL YA (G1470, R
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1L2.1 WARE BELECHBEILESH 7 K E
A1 JEL K ML, AR 5 A 43 15 I3 (1500xg, 250> 10 min) ,
REAZRAE T-80°CHB AR IR VK AH -
1.2.2  [MiL3% Akp2 5 PR
fitg 70 S I EA T

1.2.3 PICP F1 PIINP il & K FH T E06 f 9% Tk
(ELISA) 5 IfiL 7% PICP 11 PININP ¥ B8 , #4140 TR 43
GV AT

1.2.4 /NELONEISERAIg R SHCE T
PR . AN ER A 19 1R EL HE 24 50 me/kg 2218
s SR BRI, [ 5 5 Jm 30 45 B2 T 7 L, 48 1 B AR o
NS YT, VRS E S T M s R R 0
Wk, AZE O B R GKOF bnals , AEZET 2 mm A H 8-
0 Prolene 4% 28 M\ A5 1] 22 2% 15 5% 1 /)N B e IR 0 Jik i 4
S, EEFLIE AT D20 FE R RE A bR e 2T O I B
10, 3 2h s 55 EL O B TR ST B IH I 4 175 2 78 B A
Iy BRJG A A W B R AL UR R B, /N R R
2 TR R PR AIL R BRI . DRSS 2
ABE/INER, B BUOD LA U AR

1.2.5 B8 D UEEBE B RN RO AT
PRAS A LIS U0 B, UL 5 RS 2K, R AL IR
Ferb LA HF (PV-9000) 327 & i W 1 7 .

1.2.6 KARAEZIGt  AOHEAZU) F Bk 20K,
RAR LG ARTE S 1 h, B e )5 95 ARG 444 1 min,

HRAE A TR B

BHE LA xs RIR 5 RS B LA A5 (Q1-Q3) o
PHEH PR ¢ 4 36 (TEZS 9341 ) B Mann—Whitney U £
55 (FEIEA A0 ) 5 THECTORE LA (%) 37, WL IR] L
K x2 K. AH M H Spearman #7553 B . XU
Kl , P<0. 05 FR 2 A Geit=rid 2o

2 #R

2.1 MTRL .S IUR S B & A bR

PIZHAF Y . BMI, & 1l 52 \EF \HDL-C . TC & Crea
R IG 2 F 7 X (P>0. 05) , MI 454 K W 1 L 461 5
o 50T HRH A, MI4H TG F1 LDL-C 2% S+ %16 481t
27 X (P<0.05) , MI 21 Hs-cTnt, CK-MB, ALT K AST

S G L(P<0.01) , BRI 1.
2.2 WS ILAR ST E i Akp2  PICP #= PIIINP A& A 7K
F

MI ZH F8 2 I T Akp2 16 14 4 (8. 49+3.30) 4 [GHL
£2/100 mL, I 35 i F 6 BEZL ) (6. 20+2. 95) 42 R HALA/
100 mL (P<0.01, & 1A) . MI 41 Ifil. 7§ PICP ¥ &
63.86(42.07 ~ 87.68) g/L, X HRZH Jy31.75(26. 41 ~
46.49)  g/L; MI 41 IfiL % PININP ¥ J¥ & 1.75(1.35 ~
2.27) oL, XFRRZH A 1.37(1.13~1.72) gL, MI 4]
Il 3§ PICP A1 PILINP ¥ FE ¥4 45 X B 41 Wb 35 38 fin (P<
0.01, K 1B.C).

N a
K T 10 min, % HUBEK B B BRI ¢ - .
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1.2.7 Masson 4 {f JNBRO IE 2H 2 1) /e i e oo -y
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K TR R €1, B A B (5, AR LR 20 2o A Pl
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K B B, I - s
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L3 &HEAM _ § WML UL
K SPSS 22. 0 et o 1 BORHE R 534 Bf
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Vel n L2idsgis ARG % BMI/Kg. m™) AR 52 /45 (9% ) MRS (%) 2 BRG] (%)
X HEZH 41 23/18 66+12 23.50+2. 87 20(48. 8%) 23(56.1%) 8(19.5%)
DEL 46 39/7+ 6312 23.47+3.07 34(73.9%) " 24(52.2%) 18(39. 1%) *
EF (%) HDL-C/mmol. L™! LDL-C/mmol. L™ TC/mmol. L™! TG/mmol. L!
57.00+10. 63 1.24(1.00-1. 40) 2.29+0. 90 3. 82+0. 99 1.00(0. 80-1. 24)
54.52+7.56 1.03(0.92-1.24) 2.74+0. 84 4.22+1.01 1. 63(0.99-2. 10) *
CK-MB /ng. mL™! Hs—cTnt/ng. mL™! ALT/U. 17! AST/U. 1! Crea/ mol. L™!
3. 66+0. 97 0. 04(0. 02-0. 07) 19(14-24) 20(16-23) 78.51+25.43
7.15+2.09° 0.16(0. 13-0.22)" 28(19-41)" 25(18-46)" 79. 06+20. 7
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2.4 SRR FE A UL LR R SUAR e Akp2 Kk
KF

AR TH PO U B R0 300 LA B 33 DX A A A 7 i
SR BT AR 22 (P<0. 01, 81 3) , 0 LA 210 B¢t IX. Akp2
FIEHIN(P<0. 01, 81 3) , Akp2 19 %38 5 £F 4 /3 A IX.
W—.
2.5 R UL LR P ik R LR AR Akp2 ik KR

N BRO VAR B8 20 B A - AR A I i I 3 16 2 (P<
0.01, & 4), 0 WIAE AL Akp2 3538 m (P<0. 01, E
4), Akp2 IR 5404 oA X3 — 2

3 itig

Akp2 J&— 4 ELAT I Re S 0 7K e [ T, A6
PEFRES e K iR Z R Al L5, g # e e
ZAFEN I WA Y K B Akp2 7Bl KoK
REE Ak o0 ILAE DR B i A5 45 14 45 B A= Bl v & 4
PERY B Akp2 J2 B2 508 5 O WLEF 4E A0 R LR
. AT R Akp2 5.0 IV BE IS O LA 4k 4k
MRR

9 T RGO SE O S Akp2 28RS L, AR
5% O LA B8 R8 38 Bt Jk I 1 A8 2 i 3 P Akp2
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Wk IR AR . mFSE R B, PICP A1 PILINP % 43
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Akp2 7KV 50 U AR Z RAE SEPE B9 . 3RAT)
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B

N E— 2 BAIE Akp2 2 5 S 5.0 JLEF AR R A
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