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XEBH: Necroptosis mediated by impaired autophagy flux contributes to adverse

ventricular remodeling after myocardial infarction
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A B apex cordis — basis cordis Fig. 1. Cardiac dysfunction induced by
myocardial infarction (MI).Myocardial infarction
sham | g . . ‘ was induced by permanent ligation of the left
s W \ o anterior descending (LAD) coronary artery of
5,0.008 Sham  =MI . “‘ ." mice. (A) The ratio of heart weight to
=) ol wl W ’ ‘ ' bodyBweight (HW/BW) was analyzed at
= 0.006 HT w| - \, G - indicated time point after ligation surgery in each
Q 0.004 L_'_'L‘I_L"J 2 experimental group (Student t test, n = 6, *P <
) - .05 vs. sham). epresentative images o
= we 98 8 0.05 vs. sham). (B) Rep ges of
0.002 3 heart sections with TTC staining of the infarcted
ik ‘ ‘ . ‘ area.(C) Representative M-mode

echocardiograms and the analyzed results of
cardiac function obtained from mice in each
experimental group (ANOVA for repeated

g 3 cSham <Ml T 60 *Sham  +MI measurements, n = 6, *P < 0.05 or **P < 0.01 vs.
£2 Pl HEHE sham). (D) Representative transmitral flow and
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5 1 FEpo— By tissue Doppler echocardiograms and the
Ly JEREPEGEY L Y analyzed results of cardiac function obtained

il sk s from mice in each experimental ANOVA
560 Sham o ML 20 Sham oM om mice in each experimental group (
Ea . *2 ; 215 : for repeated measurements, n = 6, *P < 0.05 or
= L = (s **Pp <0.01 h
o . . .01vs. sham).
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Fig. 2. Autophagy flux was impaired by
myocardial ischemia in vivo and by OGD in
vitro.(A) Autophagic markers in the border
zone of infarct myocardium were determined
by western blotting at indicated time point
after MI (Student t test, n =3, *P < 0.05 vs.
sham. The expression of proteins in MI mice
was normalized to that of the sham mice in
each time point, and B-actin served as a
loading control). (B) After pretreated with or
without CQ for 2 h, H9C2 cells were
subjected to OGD and the expression of
beclinl, LC3 and p62 was examined by
western blotting at indicated time point (one-
way ANOVA, n=5-6, *P <0.05vs. 0 hin
OGD, #P < 0.05 vs. 0 h in CQ + OGD).(C)
After infected with mRFP-GFP-LC3
adenoviral particles for 24 h, the cells were
subjected to OGD. Fluorescent signals were
captured with the confocal laser scanning
microscopy at indicated time point and the
number of autolysosomes and
autophagosomes was determined by
counting of red puncta or yellow puncta,
respectively (one-way ANOVA, *P <0.05 or
#P < 0.05 vs. 0 h in yellow puncta or red
puncta, respectively. Thirty randomly
selected cells per experimental group were
analyzed). (For interpretation of the
references to colour in this figure legend, the
reader is referred to the web version of this
article.)
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