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Fig.S1. Functional identification of monoclonal antibodies of β1-AR ECⅡ( β1-AR mAb). A. The purity

of β1-AR mAb was detected by SDS-Page. B. The binding of β1-AR mAb and β1-AR ECⅡwas detected

by SA-ELISA. C. The cultured neonatal rat cardiomyocytes were identified by immunofluorescence

cellular staining of α-actinin. D. The increased beating frequency of primary neonatal rat

cardiomyocytes was counted to evaluate the activity of β1-AR mAb. **P <0.01 vs. negative control or

IgG, ##P <0.01 vs. β1-AA, n=6 per group. Data were presented as mean±SEM of 3 independent

experiments.
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Fig.S2. Collagen deposition was evaluated by Masson staining in the heart of mice in vehicle and

β1-AA group at the 8th week of model. Representative Masson staining of heart tissue of vehicle and

β1-AA group was shown in the figure. The collagen deposition appeared blue. The results showed that

the area of collagen deposition around the cardiac cells in β1-AA group was much more than that in

vehicle group. The graph on the right is the enlargement of the left. Scale =500 μm (left), 100μm

(right).
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Fig.S3. The characterization of heart rate of mice in vehicle or β1-AA group during the 16th week. The

heart rate of mice in β1-AA and vehicle group was detected at the 4th, 8th, 12th and 16th during the 16th

week. The results showed that there was no obvious difference between β1-AA and vehicle group. n=8.
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Fig.S4. The dynamic change of blood pressure of mice during the 16th week. A. The systolic blood

pressure (SBP) of mice in β1-AA and vehicle group during the 16th week. B. The diastolic blood

pressure (DBP) of mice in β1-AA and vehicle group during the 16th week. **P <0.01 vs. Vehicle group,

n=8 per group. Data were presented as mean±SEM of 3 independent experiments.
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Fig. S5. Cardiac fibroblast proliferated in the heart of mice treated with β1-AA at the 8th week of

passive immunization. The expression of vimentin as the marker of cardiac fibroblasts in heart of

β1-AA group or vehicle group was detected by immunofluorescence labeling, which was observed

under the fluorescence microscope. The expression of vimentin in papillary muscle of heart in β1-AA

group was much higher than that in vehicle group, which indicated that the cardiac fibroblasts

proliferated after β1-AA treatment. Scale bar=50 μm.
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Fig.S6. The positivity of cardiac fibroblasts identified by vimentin was more than 95%. A. The cellular

morphology of primary neonatal rat cardiac fibroblasts was observed in light microscope. The

magnification is 40, 100 or 250 times. B. The identification of cardiac fibroblasts was performed by

immunofluorescence cellular staining of vimentin. The Scale Bar=100 μm.


