




eTable 2. Characteristics of the participants at the follow-up survey after matching  
HTP users Cigarette 

smokers 

Past smokers Never 

smokers 

N, % 55 (11.9) 119 (25.7) 144 (31.1) 145 (31.3) 

Women, n (%) 10 (18.2) 27 (22.7) 30 (20.7) 30 (20.7)  

Age, mean (SD) 49.22 

(10.57) 

54.51 (8.83) 52.72 

(10.25) 

51.34 

(10.08) 

Total tobacco products 

number per day 

13.12 (4.82) 14.41 (6.23) 
  

Cigarette, mean (SD) 
 

14.41 (6.23) 
  

IQOS, mean (SD) 11.05 (6.41) 
   

Ploom TECH, mean 

(SD) 

0.27 (2.02) 
   

glo, mean (SD) 1.80 (5.06) 
   

Years of using HTPs 1.69 (0.84) 
  

   

Cigarette number per 

day 

at baseline 

15.49 (6.14) 16.08 (6.80) 
  

Years of smoking 27.47 

(10.94) 

33.00 

(10.23) 

23.25 

(15.10) 

   

Years after cessation 
  

8.77 (7.65) 
 

Daily drinking, % 42 (76.4) 90 (75.6) 104 (72.2) 108 (74.5)  

Systolic blood pressure, 

mean (SD) 

128.93 

(17.56) 

129.93 

(17.99) 

131.51 

(16.44) 

128.61 

(15.80) 

BMI, mean (SD) 23.00 (3.03) 23.05 (3.75) 23.77 (3.66) 23.86 (3.61) 

HbA1c, mean (SD) 5.66 (0.60) 5.71 (0.47) 5.75 (0.59) 5.66 (0.56) 

Triglyceride, median 

(IQR] 

94.0 

(58.0–134.5) 

108.0 

(79.5–146.5) 

 92.0 

(65.8–144.3) 

95.0 

(62.0–132.0) 

 

HTP, heated tobacco products; IQR, interquartile range; SD, standard deviation. 
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eFigure 1. Glutamate pathway and atherosclerosis development in smokers.

Previous studies reported that the glutamate transporter encoded by SLC7A11 was activated in cigarette 
smokers, which increased circulating glutamate, arginine, ornithine, and citrulline.23,24 In our study, the 
elevation of these metabolites was confirmed. Previous studies have suggested that elevation of this 
metabolic pathway can be linked to endothelial cell damage through nitric oxide decline and contribute to 
atherosclerosis.25-27
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