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Abstract ; [ Objective | To investigate effects of SCD1 on lipid metabolism in SMMC-7721 cells and its
underlying molecular mechanism. [Methods] SMMC-7721 cells were cultured and divided into four
groups (the control group ,the CAY-10566 group,the group of CAY-10566 in combination with Com-
pound C and the group of CAY-10566 concurrently with chloroquine),and the cell viability and cell
apoptosis were determined by MTT assay and flow cytometry,respectively,and the cell autophagosomes
in the above cells were observed under a transmission electron microscope. The intracellular levels of
cholesterol (CE) and triglycerides (TAG) in SMMC-7721 cells in the above four groups were assessed
using CE and TAG assay kit. [Results] Inhibition of SCDI significantly increased autophagosomes of
the cytoplasm in SMMC-7721 cells,and accordingly decreased the cell viability and increased cell
apoptosis. SCD1 activity was inhibited in combination with inhibition of AMPK signaling,or concur-
rently with autophagy inhibition,which led to significant reduction of the autophagosomes of the above
cells,and accordingly increased the cell viability and decreased cell apoptosis. The data showed that
inhibition of SCD1 led to a marked decrease in the levels of CE and TAG in SMMC-7721 cells (P<
0.05),and that inhibition of SCD1 in combination with inhibition of AMPK signaling,or concurrently
with autophagy inhibition, caused a marked increase in their levels in the above cells (P<0.05). [Con-
clusion] SCD1 negatively regulated autophagy through inactivation of the AMPK signaling pathway to
increase the SMMC-7721 cell levels of CE and TAG,and to suppress cell apoptosis and promote cell
growth for the development and progression of hepatoma carcinoma cells.
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Figure 1 SCD1 inhibited SMMC-7721 cell autophagy via
inactivating the AMPK signal pathway

WMWK 22 54 gt it 2% & X (P<0.05),CAY Fl
AL Ab B R M b AR BRI S5 R, 25 A
it 5 L (P<0.05)(Figure 2).,
2.3 SCDI1 @&3iF AMPK &k #i i B I i& 2 3¢ SMMC-
7721 4AREA T BN

T A0 M ARSI FE B, X AR CAY AbHEA]
CAY Hl Compound C [l 4bFRZH CAY i 58 s 3 [7]
Aab $HLZEL 1) 48 ML T S 3 501K 2 7.49%+0.48% . 2.89%+
0.63% .12.99%+0.57%1 16.05%+0.41% ; 5 Xt M2
AL, CAY 4bBRZH A9 SMMC-7721 2 it H: 41 jf 7 1=
S B I, 25 A Gt i L (P<0.05); A b, 5
CAY AbHLA A L ,CAY Fl Compound C B 58 M H: [\
Qb B L A A0 B A B A T I A, 2 R A S
P25 & X (P<0.05)(Figure 3),

M FE 2017 £% 23 5% 8 Hl

1201
~ 100F #
IS * -i-
Z\. -
= 80fF
=
E
-
= 60
<
)
40F
20F
0 T T T T
Control CAY CAY+CC CAY+CQ
“P<0.05 versus the control group;*P<0.05 versus the CAY group
Figure 2 SCD1 promoted the proliferation of SMMC-
7721 cells via inactivating the AMPK-dependent
autophagy pathway
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(the CAY group versus the control group, P<0.05;the CAY+CC group or the
CAY+CQ group versus the CAY group, P<0.05).

Figure 3 SCD1 inhibited SMMC-7721 cell apoptosis via inactivating
the AMPK-dependent autophagy pathway

Table 1 The levels of cholesterol and triglyceride in different
treatment group in SMMC-7721 cells

Index Control CAY CAY+CC CAY+CQ
CE (pmol/pg) 54.33+6.66 28.67+2.89" 42.67+5.69% 41.33+5.13*
TAG (pmol/pg) 39.00+5.57 20.67+2.89° 30.67+4.73* 30.00+4.58"
Note : " P<0.05 versus the control gr()up;“P<0.05 versus the CAY group
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(*P<0.05 versus the control group;*P<0.05 versus the CAY group)

Figure 4 SCD1 promoted the synthesis of CE and TAG in SMMC-
7721 cells via inactivating the AMPK-dependent autophagy pathway
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