d mj Lee Y, et al.

0 o
[N
N
PP
C/\l N“NTN
+
HepG2 DGAT?2 specific inhibitor
\ ::
\_/ +
HepG2 DGAT2 shRNA
1.0 2.0
(B (C/ PF-06424439 (M)
¢ N .
= S
S c & ¥
z2 15 O
% b ¥ %90 G d
pear: [T’ 5
ae
Z pacin [ ] % .
£ 05 <82
SE )
= 2a1
K 0.0 0 4 go
S P P S 3
SR RN RN
TS S NC 0 1.0 20
&Q Q@ Q@ PF-06424439 (UM)
SRR
P=0.2
(F) . ©
§; 800 §_ 1,500
£ 600 =
.<:€ g 1,000
el
§ 400 _‘§’
= s 500
S 200 —5;
Q
< 0 £ 0
= N N
&y &
F L Q9
> $

Supplementary Fig. 1. Construction of diacylglycerol O-acyltransferase 2 (DGAT?2) suppression in vitro model. (A) Brief scheme
for DGAT?2 suppression model via inhibitor and shRNA. (B) Relative DGAT?2 expression after sShRNA treatments. (C) DGAT2
protein expression in TRCN0000005196 transfection. Asterisk is to indicate non-specific band. (D) BODIPY 493/503 stained lipid
droplet after DGAT?2 inhibitor PF-06424439 (Pfizer) treatment. (E) Relative intensity of BODIPY after inhibitor treatments. (F)
Cellular diacylglycerol (DAG) concentration after DGAT2 suppression. (G) Cellular phosphatidic acid level after DGAT?2 sup-
pression. Data represent mean +standard deviation. NC, negative control; NS, not significant; shCTR, control shRNA; shDGAT?2,
DGAT2 shRNA; DAPI, 4',6-diamidino-2-phenylindole. *P<0.04, °P<0.01, °P<0.001, ‘P<0.0001; two-tailed Student’s t-test.
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