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Expression and clinical significance of ACAA1 in hepatocellular carcinoma
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University, Nanning 530021, China; 2. High Incidence Tumor Prevention and Control Key Laboratory of the Min-
istry of Education, Guangxi Medical University, Nanning 530021, China; 3. Pathology Department, Guangxi
Medical University Cancer Hospital, Nanning 530021, China; 4. Research Department, Guangxi Medical Univer-
sity Cancer Hospital, Nanning 530021, China)

Abstract Objective: To investigate the abnormal expression and clinical significance of ACAA41 in hepatocellu-
lar carcinoma (HCC). Methods: The transcriptional and protein expression levels of HCC tissues and normal
liver tissues were analyzed by the TCGA database, and the expression levels of ACAA! and their correlation with
clinical characteristics were compared. The diagnostic potential of ACAA4] for HCC was evaluated using the re-
ceiver operating characteristic (ROC) curves. The effects of 4C4A41 on HCC were analyzed through cell prolifera-
tion and migration assays. Results: Compared with the normal controls, both mRNA and protein expression lev-
els of ACAA1 were significantly decreased. Their expression levels were negatively correlated with the age of the
patients (P<<0.05) and significantly reduced in the cirrhotic patients compared with the non-cirrhotic HCC pa-
tients (P<<0.01). The area under the curve (AUC) for ACA41 mRNA was 0.936 (P<<0.001), with a sensitivity of
90% and specificity of 86.5%. Overexpression of ACAA1 inhibited the proliferation and migration of HCC cells
(P<<0.001). Furthermore, ACAAI expression was negatively correlated with the infiltration of various immune
cells, and overexpression of ACAA1 significantly increased the transcriptional level of CD276 in HCC cells (P<<
0.001). Conclusion: 4CAA1 acts as a tumor suppressor gene in HCC and may serve as a diagnostic and prognos-
tic biomarker for HCC, as well as participate in the regulation of the tumor immune microenvironment.
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ACAAT 3% 5% 5 HCC 5 & 3 A0 5% IR 56K
PTG R 2. A, ACAAL & H /K F7E HCC
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— R A ELAR HCC 1) G 8 06 3@ ML S 4L T B 2R
Ko BHN IR EY CD276 (W FR B7-H3) #& BT 4%
VAT S B 2 — , T8 AR 2 R R 4 i b e R
ko BT I H ) T 40 B AR G s A M T T R B
Jeq 16 JRE G % W AL, TR U R o R B 9% VA T 1 T AR
AU BT KB, CD276 W] fE A i 40 ) T 40 M
V£, 7 32 CTLs M Th e , 45 B e 41 A 16 8 4 92 i
M. fEHCC o, ATK I ACAA1 5 CD276 (M) 3£
K R IIE R, ACAAT FELE V520 M 1 AC IR A&
A RE 52 1) fit 988 G 28 OER 35, 3 1T R T CD276 R
K. M ACAAI W RedE I FRAK CD276 32K, [ 4522 i3t
CTLs 1) 533 IR, A Bl - 4T 5 Jifr 989 11 G 728 106 3% A1
Hilo FT AFRATTHG M CD276 15 i 8 4 92 396 3% v 1) 4
FAAE L B — A B G B TR T B0 R, AR SR I
1597 SN ] BE A i #E 1A CD276 Sk K & CTLs )
RE , 3 SR U MOR o S . R H AT IX FPHL D ) A
RGN IEEW T 2 B EARE T R iR T
BT

Zi LTIk , ACAAL £ HCC " &7 H % s Al AR
FRIEAKPH N . RN, ACAAT 55K T
S THC 25 B ROC M2 73 W ¥/ , ACAA T FT1ER
HCC Wil Bh 2 Hfabr . I, ACA41 AR
HCC iz Wit 7 H 2 S0, & 7] G IR 9T 3K
W B T (0 SRR o (LR, A SR B A [ AT 4 ]
REAF 75 106 15 O 25 FORE A< S T 1, HL Bl B Ve A 9T 25 2
AT B ST, J5 485 1 AT A M T 7 AN S0 56 UE AT
Wit —LIFE . Ao RERIN TR AL T 4CA41
(IR A I UE 4 5 {H X e S 6 2 JEZE I PR B FH HoeT
RE T I 7 A P R o e &40 B 55 5 1 DA i 988 o 2 5%
TEAEZE T, ACAAL IR YT 3 I8 75 8 T I R 38 56
WE . DR, AR FCHE 7R T ACAAL 1£ HCC F I A4
S RE  AH LB AR 0 4 T HLEFIE A S A A0 7 i —
IR TE, DL i i B R LA P A R P
.
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