Asian Case Reports in Emergency Medicine L2 EE 2R BIHE 5%, 2026, 14(1), 28-36 Hans X
Published Online February 2026 in Hans. https://www.hanspub.org/journal/acrem
https://doi.org/10.12677/acrem.2026.141004

V%DE MpEPNFEENRES®E
FEHNEXENEYERESH

B3R, EIREEE, RAaARc, H MU

VEREERR S IR B R, 2 S
2RI — NREE B AL TR Il

ks H . 2025411 H18H s A HW: 20254F12H29H: KA HM: 20264E1H7H

HE

B 5. VPS72REEP400A1Snf2 455/ CBPY#IE F H (SRCAP) #e 8 ) ¥ B AW H R 2. HEl, VPS72
¥E FT 40 fiJ& (Hepatocellular Carcinoma, LIHC) TR S B WA . Ak A5 F]FH ONCOMINE.
UALCAN. GEPIA. STRINGFITIMERZEZNAFFHRE, KRGS T VPS721E AF 41 fusE H R IEFFIE X
HIERE . &8 SHERMN,. EF4HELIHC)Y, VPS72MHid Rk 5K BIAR A& 5 E M
X, HEmRNARRIXS B SAEFYBEEMR. o, VPS72/83F XIS H A7 B M= F
U, $t—F i8R, VPS72HRASELIHCHBAIM. CD4* T4, CD8* T4HfE. EM4. +
PR A SR 0 A IR TR K T B B3 IEM 5% . B 5 Bl STRINGEHE FE ISR T VPS72 M EH R E
YEFMSE . 451 VPS727] ReAE NLIHCEE T 5 A Wil S Be e T 38 M B R £V £

X 5in
VPS72, FFAME,. £WER%, WEMME

Bioinformatics Analysis of the Prognostic
Significance of VPS72 and Correlations
with Immune Infiltrates in Hepatocellular
Carcinoma

Qiong Chen?, Congcong Wang?!, Nannan Zhang?, Peng Yang!*

!Department of Transfusion, The First Affiliated Hospital of Anhui Medical University, Hefei Anhui
’Department of Clinical Laboratory, The Second People’s Hospital of Shenzhen, Shenzhen Guangdong
Received: November 18, 2025; accepted: December 29, 2025; published: January 7, 2026

“EHAER

XESIH: BRB, TIRIE, TR, M. vPs72 7R 4R B 0 TIUE 5 IS G iZ T AR R (0 AE A5 B 25 b
D1, AL E R BIE ST, 2026, 14(1): 28-36. DOI: 10.12677/acrem.2026.141004


https://www.hanspub.org/journal/acrem
https://doi.org/10.12677/acrem.2026.141004
https://doi.org/10.12677/acrem.2026.141004
https://www.hanspub.org/

Wit 2

Abstract

Background: VPS72 forms part of the EP400 and Snf2-related CBP-activator protein (SRCAP) chro-
matin remodeling complexes. The prognostic value of VPS72 in hepatocellular carcinoma is not
known. Methods: We used the ONCOMINE, UALCAN, GEPIA, STRING and TIMER databases to study
the expression of VPS72 in hepatocellular carcinoma and its medical significance. Results: Analysis
revealed that VPS72 overexpression was markedly correlated with both clinical stage and patho-
logical grade in Liver hepatocellular carcinoma (LIHC), and that higher mRNA expression of VPS72
was significantly related to shorter overall survival. Moreover, we observed significant differences
in the hypermethylation of the VPS72 promoter in liver cancer. Furthermore, we identified signifi-
cant correlations between the expression of VPS72 and the infiltration of B cells, CD4+ T cells, CD8+
T cells, macrophages, neutrophils, and dendritic cells in LIHC. Finally, a protein interaction network
for VPS72 was constructed using the STRING database. Conclusion: VPS72 may be useful as a prog-
nostic biomarker and immunotherapeutic target in LIHC patients.
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1. 518

JH- 40 6 e o A RV L 9 LB s BOE B MR 2 —, Z2HEFEHECN O T, BlEiE. @
Tk 90% iy Ji & A9 o PR A PR [ 1] o 3G 32 2 A 6 DR 2 A VIR 1k FFR I AR TR PR I I 1 I 28 (NASH) LA 22
18 1% 2 BU(HBV) M B (HCV) I 98 i 2B G [2] . -4 H e 28 2 (1) LA S AR A7 3R 4058 70% [3]. RAETE Sl
HZRA . RS BRNR T TS T — @ E, FFARERRRR. ST RME KRR 2 A [4]
[5]. DML, FH5 LIHC KA K ARSI 1 TS AR S ANE ST 58 i BAT S 2R =

VPS72 #& EP4A00 Al Snf2 A< (K] CBP #0i & 1 (SRCAP) 4L {2 Jifi B 38 & S WAL R 73, AEXFHHE LR,
VPS72 fENFAEEN T H2A ] H2A.Z 1583, HTE ATP K1) SRCAP B EP400 Z &)+ 78 H2A.Z
AR 6] [7]. AT, VPST2 S5HHERISCENES R INARIE . Fitk, AWl 54 2 A KB 0 e
R R S AEAF R, R SEE MG B i, VMG T VPST2 J H 3k 75 FF 40 Mo Hh e R 3

2. MREFH*
2.1. ONCOMINE $#BE

HT ONCOMINE f#% %1 %54 e (https://www.oncomine.org) [8]43 4T b2 FFF2 e 41 213 e 5% 1F s 4H 244
o1 VPS72 (1] MRNA FRIA/KF. [ DL IR &R S At FER R VPST2; 25 R i (e 14345 1 44300 ) s
FEIERAN I 2Ry mRNA. FEEIE BE N 1.5 5343, P A = 0.01, JREHUHEAHT 10%H)
B [T SE T HSRIA b 5 VPST2 SLRIA R . BT Suil-Forik S gt B E ROk BT8R E .

2.2. UALCAN ¥ #EEE

UALCAN (http://ualcan.path.uab.edu/analysis.html) /& — 4N 2 & 1 A FF5OHE e, 38 T oiE 25 R 41 B i
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(TCGA) M PR T i Kt » 3 R 5k R AA e Tl A7 22 S e M [9] » L SRIBUTF e (LIHC) 5 I 41
LA R E e, 73 T ANE LIHC R 0 88 2B 225, IR PPAL 1 LIHC i 2R 2= 52
it Rk Student’s tAG G, 235 IEKFBEE )y p < 0.05.

2.3. GEPIA BUEEE

FE R 151822 H 20 #7(GEPIA, http://gepia.cancer-pku.cn/index.htm) ¥ 5 &1 9736 il it g RE A Al
8587 il IEH H 211 RNA-seq FKIAHE[10]. ASCoHT T VPS72 1R 415 IEH A [ 22 7 Rk
B A TG 22 5 DA R BE 20 B HH (P 3R IA I . 7E Student’s t A58 H LA p < 0.05 & AR ifE

2.4. TIMER $UEE

TIMER (https://cistrome.shinyapps.io/timer/) & —N T TCGA H#afili H Gy 40 M= 1 7K 1 i v] F2-1
£, W 32 PEAERALNY 10,897 AMFEAR[11]. ASCEIIN T VPST2 Kik 5 G 4RI (B B 4.
CD8* T 4iffi. CD4* T 4Hf. EWRAHM . W IOIRAH B AN kL4 f) 2 [ ) 6 J o AR BRI LR 1 48
ST AR

2.5. STRING ¥iBEE

STRING (http://string-db.org) & —/N A o] RS A - & A A BAEHPP)EEE 2, Bk,
BRI 2 T BOHE CARIE S8 08 78 (10 (1 B AR FH R 2% [12]. A STRING #4717 VPST72 f8 (A 5k FLAE
M4, DIRZREILIBAEThREAK A

3. &R
3.1. VPS72 f£ LIHC HhyFRIXKE RN E

NERFE VPST2 £ LIHC B h i TiE LI ERIT il , A SCEE ONCOMINE #1 UALCAN £ 4% e
SHT T mRNA Fik/KF. B 1(A)ER T ONCOMINE $d b 20 Fiii 2678 5 1F H 441 VPS72 mRNA
FIEMIXT L EUE . FEAFEIREFHWES] LIHC 51E% A4 VPS72 #5531 i) 5 3 2 5 (L ]
1(D)~(G)). Roessler Liver 2 giitEo~, FF4fE(LIHC) A4 VPST72 i ik i 1E H A 415 5 2.365 1%
(p = 2.50E-81); JfHE Roessler Liver iil-%#i s LIHC ZHZ1HHRIA BN 2.605 fi5(p = 8.51E-11).
Chen Liver 41+ % B LIHC 4421 VPS72 mRNA ik 27+ 2.342 fi(p = 4.54E-20), ifi Wurmbach Liver 4tit
SoRFLERIN 2.006 f%(p = 3.79E-8). i#if UALCAN H1 GEPIA ¥l FEist— LA KB, LIHC 4121
VPS72 mMRNA FRiEH EH AR E FIFHEY p<0.05) (LA 1(B)~(C)). His 2 #T1E 8, UALCAN FI GEPIA
BRI VPST2 5 H m i SRR MG (ILIE L(H)~(1). £ BRmk, Brf rw s as RIS L0,
LIHC &1 VPST72 ¥ ik W (A p E34/N T 0.001), HmERIERRHEAR .
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Figure 1. (A) Transcriptional expression of VPS72 in 20 different types of cancer; (D~G) Differences in transcriptional
expression were compared using Student’s t-test. The cutoff criteria were as follows: p = 0.01, fold change = 1.5, gene
rank = 10%, and data type of mMRNA (ONCOMINE); (B) mRNA expression of VPS72 in LIHC samples and adjacent
normal liver samples (UALCAN); (C) mRNA expression of VPS72 in LIHC samples and adjacent normal liver samples
(GEPIA); (H) Prognostic value of mRNA expression of VPS72 in LIHC patients (UALCAN); (1) Prognostic value of
mRNA expression of VPS72 in LIHC patients (GEPIA)

B 1. (A) VPST72 7£ 20 #H AR A EAEP R RRIZAKFE; (D~G)KA Student’s t WISLLEHERRIXAER, FIE
FOEINTR: p=0.01. ZFEH =15, EEHE =10%. ¥HIEAEA mRNAFHERIE: ONCOMINE); (B)LIHC
PARASEZESFAELAS VPST2 B mRNA FRIAKF(UALCAN ¥i#EEE); (C) LIHC AR ASESIERERT
#A%Ah VPST72 Y mRNA FRik7K F(GEPIA BIBEE) ; (H) VPS72 B mRNA FiAxt LIHC BEMFEMNE(UALCAN
BHEEE); (1) VPS72 By mRNA Fikxf LIHC BE KIS {E(GEPIA HIEE)

3.2. LIHC #B#h VPS72 mRNA RiA5MEi# REXIGKRIES HAHBERLMY R VPS72 BRIF
EHALKERRIESH

TEMEER] LIHC 3 VPST2 fAfE I Rk 5, A3CHIH GEPIA Al UALCAN s R £ X Jes ik 43 HA A1
JIIRE 23 2% (1) ELAR I R FE S B IT T 78 1] 2(A)~(C) iz, VPST2 ffl mRNA ik & 5 B E i 1 2
LEMR(p < 0.01). (HEE Y5-I HH IR 05 &N B AT g 5 28 2k A7 5 ——GEPIA F1 UALCAN #idfs
JE i Ay BRI REAS 4 IR 6 IR 12 (B p {E15<0.01). b4k, @i UALCAN ¥ & BoR, IHE
o VPST72 JE Bl X AR LR R 3 ) R A o (0 ] 2(D))
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Figure 2. (A~C) Relationship between the mMRNA expression of VPS72 and individual cancer stages in LIHC patients.
The mRNA expression of VPS72 was strongly associated with the cancer stage of individual patients. P <0.05 (UALCAN,
GEPIA); (D) Differential hypermethylation of VPS72 promoter

B 2. (A~C) LIHC 3% VPS72 mRNA FRiAS MBS HIRIMEX M 347, VPST2 B mRNA FRiAKFESBEMEMES
HAZ BEMX(P <0.05, #IEHKIE: UALCAN K GEPIA #iEE); (D) VPST2 BEhFXIEIAIE R4S RREMWIRA
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3.3. LIHC 15 VPS72 $8x 8 % i 4HR i35

iR V2 T AR L B T A e 5 2 T I b L S PR S R AR A7 S N TN IR 7. (R, Al TIMER
AR PERE L T VPST2 22 7 3k 5 Gy UM 2 M ARG . Wil 3 fiow, VPST2 #ik5 B 4fiff. CD4'T
YA, CD8* T ZHMd. ikiguff. EWRZH AR SORGH M R B IEARDG . BAAHUR BR: VPST2 Riks
CD8* T 4ffI(HHC R %L: 0.182, p=7.33e-04). EWE4NMI(FHE R EL: 0.333, p=3.01e—10). HHERILHA(HH
ZH: 0258, p=1.19e-06). CD4* T 4llfi(tH>< R %L: 0.322, p=1.03e-09) KAt FRGNMI(HH>< F%L: 0.306,
P = 8.39e—09) KINRIEIAAAE 3 IEAH G, XL RmIER, EMmEF T, VPS72 ol feidid 77 B 4.
CD8' T 4iffd. CD4* T 4Hffd. EWRANM . b2 M A SR 20 b 45 e 3 A A (iR AR e VR
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Figure 3. Correlation between VVPS72 and immune cell infiltration (TIMER)
[ 3. VPST2 5% & MARRIEAVHE X ME(TIMER 8B EE)

3.4.VPS72 5 KRTCAP2 # LIHC HyH|IiA

N T E— BT VPST2 1R FF A s (LIHC) I AEAE AR SCRI SRk Bt 4248 1 VPST72 (1)
HRBEARLE 4(A))- a;i; TIMER T E#k4T E‘JiﬁT&)\MEEﬁ, VPS72 5 KRTCAP2 2 [ 4E4EAH S (I

K 4(B)), XFH] VPS32 mfitilid KRTCAP2 15 Sl ik 2 5 AT 40 e (1 3L .
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Figure 4. (A) Co-expression profile of VPS72 (ONCOMINE); (B) Correlation between VPS72 and KRTCAP2 expression
in LIHC (GEPIA)
4. (A) VPST72 By RiA1E(ONCOMINE #i#EEE); (B) LIHC & VPS72 5 KRTCAP2 RikBIHE XM (GEPIA 3R EE)

3.5. KRTCAP2 #f£ LIHC Ry RIEWGIEREF S

1E GEPIA f1 UALCAN 32 FE b #ill 7 KRTCAP2 I3 iAEM .. 48 E7R, KRTCAP2 7F LIHC H{#)
FIERZE FROLE 5(A)~(B)). @it GEPIA R UALCAN %4 B2 HE4T (142 472 /0 HTHE 52, KRTCAP2 Fifs
LIHC BE B M S A MR OLE 5(C)~(D)).
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Figure 5. (A) mRNA expression of KRTCAP2 in LIHC samples and adjacent normal liver samples (UALCAN); (B) mRNA
expression of KRTCAP2 in LIHC samples and adjacent normal liver samples (GEPIA); (C)The overall survival status for the
expression of KRTCAP2 (UALCAN); (D) The overall survival status for the expression of KRTCAP2 (GEPIA)

[& 5. (A) KRTCAP2 7 LIHC ##7R & #2255 IE FBFLR LR # A Y mRNA FiXKF(UALCAN ##EEE); (B) KRTCAP2 £
LIHC # AR5 EE AL AFE mRNA FiAKF(GEPIA #iRE); (C) £F KRTCAP2 Fik/KkFHIAT A
BHEDEFHOM(UALCAN #iEE); (D) £F KRTCAP2 RiAKFHIAT MiEEE D E EHINHT(GEPIA BIRE)

3.6. LIHC B#&h VPS72 EHMThEEHE E1ER ML

RUVBLI

MORF4L2

Figure 6. The PPI network of VPS72 (STRING)
6. VPS72 Y PPl I4&(STRING)
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I STRING #idfs FE X VPST2 (1) PPI M 2 AH BLAE HI2EAT 04, LABfGE AT RE )N Y B8 e S AR FA L
4515 TRRAP. RUVBL1. MORF4L2. MRGBP. YEATS4. KAT5. MORF4L1, SRCAP. DMAP1 #1
RUVBL2 s {8 153E— 0 50 R0 3 47 (1) 98 £E FE L R (U <] 6)

4. ¥1ig

JFFEH s (HCC) & A R d i WL IS R 2 —, LR 3B 4E B TH[13]. JHFH 41 ia (CSCs) KA LR
EIRFEHT . AR FEAE R T, 1040 B 44 mT B I VR T R R R Rl 2 —[14]. @misb TR R Z
HOEE TSI CAL TR, DRI ARG DU SR s DAY JFF e 7 40 %2 DG B B2 [15] . VPST2 J2 47 R 5 sk
e A% EgmFE O B 7, FFRELEK HeLa 404 i 7 24K I[16]. A8 VPST72 (JRFKX YL1. YL-1
5 SWC2) VI % € N —Fhi% DNA Z5-& 8 H, Al Kirsten PRI FEF A6 ) NIH3T3 40 i (1) 4 € JE 1K
AR [17] [18]. R VPST2 5 R BRIZ S R WARTE, AW I8 5 487~ VPST2 W AR 9 -4 ff Jee 11
Je T BV TE LR bR £

TEARFFEH, A SCiEE ONCOMINE ¥4 43 #r 1 VPST2 HIZRIE W . KB VPST2 75645 FF- 41 i AT e
(LIHC)ZEN 1) 15 Fhiupg s 2 IR A . AN FEEHR £ B8 LIHC AR5 IERF AL 1) VPST2 #5x¢
KPHEREZER . b5 F A UALCAN I GEPIA $(#E FE36IE T VPS72 7E LIHC HimRIEI S, JfiE
THHFE R Bt — B4R 98 1 VPST2 78 LIHC T EME . 25 R B VPST2 ik B i S AR A7 0 T
o XUERIIFLFEFR I, VPST2 RIXT[HERCA LIHC T FU 1) 38 75 A= Pibs £ 4 o

4N, UALCAN F1 GEPIA 3 /3 Hr £ W], LIHC 4H4H VPS72 ] mRNA #ik i3 T, Hizdt
K mRNA KRI85 LIHC i3 (AN AT 23 AN IR 43 90 35 A OC o 3 22 S 7 B i 1) i 2 S0 v
i G SRR

SR, 7526 DY 4 W L 22 2 1 VPST2 /KP4 1T e 5 %idl ik = 45 X ——UALCAN 1 GEPIA #§
I 22 2y A 6 IR 12 1B . R IR R DU T VPST2 JA 3T B I R, S
WIS, VPST2 (18 2 X4 S 00 e EAOIRES, (HR R RIA A EE R, XPRTRefEE R
N R RV AL RIS . — P AT REIARRE R, RS VPST2 A% JH 3T IX UK AR = R AR AL, (HILSE
AN B Z AN 8 5 DO T RE R AR TR AL, SR [ 9 R 4% F AT REEER T 31 BRIk 4 &L
i, MR SEEER RIE NG, 5—MrlRER, VPST2 2350 s 5 mEk ( MYC 85 NF-
KB )OS N FHE AT . AERTHRE TR, X I B R e B T AR PR A TSR KRS s 1, TR T
J& B0 v S S R () S P o 5 S 5 R T I R 4 R DR 2 A B (- ChiIP-seq) R €2 )5 =% (7]
P 5 088 (0 Hi-C) SR B IE X L8535

Ak, VPST2 TIRES 5 s 4R e I fE, HRIAKFS B 4iffi. CD8* T 4Hfii. CD4* T 4ifiie. E
Wk 2 PR P P 24 PR ARERY SROPR 20 M 94092 R P A DG, 3% B JFL T e e e 38 4 e 8 A 45 52 i JH- 48 e (L IHC)
B I PR G5 R o V2 1) G 5 40 I I R3S — RO R B A o — gl |2 B2 (R e 2 T 4t D e AR5 [19]
KSR VPST2 TTREA B T8 G — A S I A 5, R EIRE Y CD8Y T 4= &Kk i PD-1.
TIM-3 &M PEZ A, BARIYHE FAPTE TR, (B R Z A MR 4 Thge. thoh, VPST2 Him
KBTI BRI ARG TP T 48R (Tregs) B REVE P4 15 20 L (MDSCs) 56 S e i b R M 1) ' £, IX LedH
MRS HCTH AN B 1 T 4ufa b e . s, IR At AR & m Reidad i MHC-1 289y 7457 20, =&
P T SHMR G I EA AP, R R IRIE O AL AR SR 9T 75 R H 2 €458 ' G 92 20 Ak B0 U At i A ik
— A AT IR G 5 2 1) Dy RS A ZRY A

HLFRIL M R VPST2 5 KRTCAP2 £ LIHC HFE R E HIEARK R, #ERmE il RefE R — M E
Yyl B A R R R AEVE - BB, KRTCAP2 HAE— N TE R AEBEFE X . 36 UE & I, KRTCAP2

DOI: 10.12677/acrem.2026.141004 34 ME I 202 = 2495 AT A


https://doi.org/10.12677/acrem.2026.141004

Wit 2

£ LIHC 411 i) mRNA RILFEFEE E & T IER AL, HAHERIEFRFTURE S5 THEM A, X
FhAERIAR A TSl B — 2k, 52205578 KRTCAP2 f& VPST72 Fujs il i rh — N B M7 ifi R s X
MBI R R o AHEGT BRI B HAE M S, %8 —AN5 VPST2 M EAHC B B B B B R R 1Y
L RIEAT IS S50, REfEmE S 4. [k, Xt KRTCAP2 HIIRAIRER, RHET “HLREKRET
ML R SCIRAE” (@ sE 4%, NIAEN VPST2 16 i o B Z M DRk R4 44, 758 Ju ks . @i
STRING ##fs 2/ #1 VPST2 s A M EAEH, KIHE TRRAP. RUVBL1. MORF4L2. MRGBP.
Yeats4. Kat5. MORF4L1. SRCAP. DMAPL 1 RUVBL2 253 A AEAEAH TAEFH, NG LB Fe et 1
Tl

ARSI FAFAE — 8 SR BR P o FF 9T 56 4 56 T A SRS e 1 e Pk 5040, 5k = SR B0 IESKAIESE VPST2 1
JHF- 4 s o B AR D R L, SRR AR 75 B 45 B SR A AT IR NI T RE A 7

5. &

AR, VPST2 5 [ M8 i PR 23 HAT I8 73 2 5 22 TR ARG . Ak, VPST2 [ mRNA £
KAV 5 e R R ZE S AR IR B . VPST2 Rk /AKF- Tt 5 AT 41 B (LIHC) Hh 22 i G 2 41 iR
T INAEAE SRR, 5 B 40/, CD8* T 4iJfd. CD4* T 4Ufig. kg, E WG fi SR . X
Legh KRB, VPST2 A NI B TS s S 9 H I 12 Wi R4

BRI 1
P A 6L & F o0 e, MORoRIR T A SRR, BRSO A B L4 -
REHENS5ERE

PR Y O B e R O R R R . AT M A IR R BURH 2L o B 2 ettt HAR
TN ER A SIREPHEE, bk 7 RBUBE RERZR.
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