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Figure S1. Cellular distribution of DNAJB4 in normal aortas and atherosclerotic 

aortas. Aortas were collected from 5-month-old (A) WT mice or (B) apoE-/- mice and 

subjected to immunohistochemistry. Immunostaining with normal rabbit IgG, anti-

DNAJB4, anti-vWF (an EC marker), anti-F4/80 (a macrophage marker) or anti--

smooth muscle actin (a SMC marker) was performed. Cellular nuclei were stained with 

DAPI. 

  



 

Figure S2. The absence of DNAJB4 decreases nitrite production in human 

microvascular endothelial cells (HMECs). HMECs were transfected with DNAJB4 

siRNA (100 nM) for 18 hr. (A) Western blot analysis of DNAJB4. (B) Nitrite production 

was examined by Griess reagent. Data are expressed as the mean ± SEM from three 

independent experiments (n=3). *p < 0.05 vs. vehicle group.  

 

  



 

Figure S3. The absence of DNAJB4 exacerbates the oxidized LDL accumulation 

in macrophages. THP-1 cells were induced with 50 nM PMA for five days to 

differentiate into macrophages, and then transfected with DNAJB4 siRNA (100 nM). 

Macrophages were subsequently treated with dil-oxidized LDL (50 mg/ml) for 18 h. 

(A and B) Representative fluorescent images and fluorescence intensity of lipid 

accumulation. Data are expressed as the mean ± SEM from three independent 

experiments (n=3). *p < 0.05 vs. vehicle group. 


