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[(# ZE] HBHW: BT EZEK3 (PAQR3) TEF4IEEE (HCC) HiyRs LH 5wk
T FN G PR IT SO, N B A AE Z T i QI B B PA QRS 7E HCC 8 Sl 0 B v i)/ Y A FE Il IR S
¥ W 2023 4F 1—12 H A8 R BB K 2% S B B AT VI BR AR (19 3 41 HCC 8 3% HCC 2148 Ko 55 21 41
AR . 2R ] Western blotting % Al o 2 41 814k 24 Je 0,75 4 I 4% 5] HCC J % HCC 41 280 K i 55 41 41
PAQRS3# 1 #KATEN . WA AE LN % (TCGA) BdiFE b Z AF VIR A HCC B i LN &
KA R B . SR F CIBERSORT Fl TIMERZ. 0 45 2 #5531k 43 BT PAQRS3 3% 35 55 4 328 4 Jif 3= 3 14 AH
Fetk s SR H Spearman # 4 43 M1 1Tl PAQR3 Fih K- 5 e i A fi Sk [ Ry A M sE -/ 1 1
(PDCDI) . et 274 (CD274) FIZ M FEPE T M EL M AH XC 8 11 4 (CTLA4) ] 35K F B A %
PE, R Cox F ) KUK 81 09 4% %1 Fil Kaplan-Meier 3% 4> HF PAQR3 E R 5 5 B & A L &
53 ;. Western blotting MR RE A 24k 2 g 1k, 5 ss A1 41 HhAr, HCC 414U PAQR3 & I R kK F
Wi Fh (P<<0.05). TCGAHUEE ST, SHRZHLIE, PAQR3 BN HCCHL PRIk M
(P<<0.05) . AHXAMESMHT, PAQR3FAAKF5HCCLHLUh A TR 40 (Treqs) (rho=0. 349,
P<C0.001), CD8 T#E4iM (rho=0.268, P<C0.001), M2E W4l (rho=0.435, P<C0.001) A
PERLANAE (rho=0.399, P<C0.001) ®iHEIEMHX KR, PAQR3IEHH KL HCC B3 B AT
A RHE (P=0.019), TfeEiExr HCC B & AT REE (P=>0.05), PAQR3 KL 5 Rk A i
MEHEEE PDCD1., CD274F1 CTLA4 MR IBREMCK R (P<L0.05). i: PAQR3TEHCCH A
Fik B, HFRIEKOF 5 T Ik U 40 MR 20 i 55 22 b G e A0 MR R B L e A R DR R R MR
EARBUGH K, R PAQR3 W REVE R HCC BUG MW 78 A= Wi br i -
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Bioinformatic analysis on PAQR3 expression in hepatocellular
carcinoma and its correlations with T lymphocyte infiltration,
immune checkpoint genes, and patient survival
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(1. Department of Pathology, School of Basic Medical Sciences, Tianjin Medical University, Tianjin
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Lab of Metabolic Diseases, Tianjin 300134, China;4. Department of Critical Care Medicine, Tianjin
Hospital, Tianjin City, Tianjin 300211, China)

ABSTRACT Objective: To discuss the expression of progestin and adipoQ receptor 3 (PAQR3) in
hepatocellular carcinoma (HCC) and its association with immune infiltration, immunotherapy response,
and patient survival, and to clarify its role in the HCC immune microenvironment and its clinical
significance. Methods: The HCC tissue and adjacent tissue samples were collected from 3 cases of HCC
patients who underwent hepatectomy in General Hospital of Tianjin Medical University from January to
December 2023. Western blotting method and immunohistochemical staining were used to detect the
expression level of PAQR3 protein in HCC tissue and adjacent tissue of each HCC patient. The gene
expression and clinical data of HCC patients who underwent hepatectomy were collected from The Cancer
Genome Atlas (TCGA ) database. Various algorithms such as CIBERSORT and TIMER2. 0 were used to
analyze the correlation between PAQRJ3 expression and immune cell infiltration; Spearman correlation
analysis was used to evaluate the correlation between PAQRSJ3 expression level and the expression levels of
immune checkpoint genes [programmed cell death protein 1 (PDCD1) , cluster of differentiation 274
(CD274) , and cytotoxic T-lymphocyte-associated protein 4 (CTLA4) ]; Cox proportional hazards
regression model and Kaplan-Meier method were used to analyze the relationship between PAQRS3 protein
expression and patient survival. Results: The Western blotting and immunohistochemical staining results
showed that compared with adjacent tissue, the expression level of PAQR3 protein in HCC tissue was
significantly increased (P<C0.05). The TCGA database analysis results showed that compared with adjacent
tissue, the expression of PAQR3 gene in HCC tissue was up-regulated (P<C0. 05). The correlation analysis
results showed that PAQRS3 expression level was positively correlated with regulatory T cells ( Tregs)
(rho=0. 349, P<C0.001) , CD8" T lymphocytes (rho=0.268, P<C0.001) , M2 macrophages (rho=
0.435, P<<0.001), and neutrophils (rho=0. 399, P<C0.001) in HCC tissue. High expression of PAQR3
protein was associated with shortened overall survival of HCC patients (P=0.019) , while immune
infiltration was not associated with the survival of HCC patients (P>>0.05). The expression of PAQR3
was positively correlated with the expressions of immune checkpoint-related genes PDCD1, CD274, and
CTLA4 (P<<0.05). Conclusion: The expression of PAQRS3 is up-regulated in HCC tissue. Its expression
level is associated with the infiltration degree of various immune cells such as T lymphocytes and
macrophages, the expression of immune checkpoint genes, and poor prognosis of patients, suggesting that
PAQRS3 may serve as a potential prognostic biomarker for HCC.

KEYWORDS Progestin and adipoQ receptor 3; Hepatocellular carcinoma; Immune cell infiltration;

Immune checkpoint genes; Bioinformatics analysis
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PR 7 g s ML) ) R R G A2 B e T
SRS PAQR3 76 241 M 384 78 i A8 b 19 D g © A6 AS [ i
it 25 AU o ) B, (H L AE T 48 M9 (hepatocellular
carcinoma, HCC) W AfERH M HAERERTE . &
PEIR YT RN AR A A A T Y R S R BB
W, 58 PAQR37E HCC w4 Fl K H: 5 i fe
PELIR S B AR ELAE T, AR VS 7 1 330 A s 4
BTN B E R . RFREIT PAQRIEEE
HCC MU BE i S e 3= 0 . SRE IR U7 g FlAR 3
Az AE Z IR AE G PR, R g E AR A 814 (The
Cancer Genome Atlas, TCGA) %¥EEmyBiE, I
KA AEYE BRI, R
PAQR3F XX HCC BH LM MER T . RPEinIr
45 Jmy AR AR A 39T Y VA S
1 #ER5HE
1.1 #AKE

W 2023 4F 1—12 H A8 K B R R 2% SR Be AT
JF VB AR B 30 HCC B HAE MR X 4, i i
TAEARF R L Z AT S0T . WERFEARE S 3h
HCC 41 81 Fn 3 403 9 25 1E & 41 81 (8 HCC 4l
ZUBE B >2 cm) . HCC (912 Wr 28 20 240 22 1A
T AR YB3 fif 20 2057 BV VR AE — 80 CHpr . A
FEil e KRR K B ERBE R Z 0 S it,

FHE S . IRB2025-YX-535-01, Frf % 4% 8 Mm
GRS D

1.2 ZZEXMNFLE

PAQR3 ¥ & (3% [ Santa Cruz A #]), B-actin
ok (ML F A ARA R, ZHom 615
& (kb EamAmRAA), Bk %W
(polyvinylidene fluoride, PVDF) & ( 1% [
Millipore 72y &), 4 58 fb % & 6 i F ( enhanced
chemiluminescence, ECL) (3 [ Cell Signaling 4
Ao e B iE (FEE LeicaAF]), HIKAL (#Y
Z: DYCZ-5D) MH A (85 . DYCZ-40A)
(AR —ER), #AK (RS . TS-000A, Fil
7 H AR DUR A e il i A BR A | ), B BUAR AL (3
5. GelDoc Go, ZFEI[E Bio-Rad /A7),
1.3 Western blotting s # @ HCC & % HCC f= &
FUL T PAQR3IZF G AZ AT

fifi I RIPA 247 2% i il 2 il HCC /% HCC 4
IR 5 A4, 4°C. 12 000 remin &0 20 min,
SrE LWl MEA . BFEAMNMS T 12%SDS-
PAGE Bt Ik M8, B J5 ¥ % 2 PVDF i, R

FH 5% I RE 4 7% 3f P4 AR ¢ S5 P 45 & 47 23 45 min )5
Sy T 4 CR A A BB PAQR3FL & (1:300) Al
B-actin P& (1:1000) WEH LR . & Tween 20 [
Tris 25 i ) (Tris-buffered saline with Tween 20,
TBST) ¥eME3w, FK 15 min, i T HAMR L E
¥ (horseradish pero xidase, HRP) {5 # 4t
LBt (1:10000) W% F 45 min, TBST % ik Pk I
3, K 15 min, ECL &%, K H Image J 4+
ST ER LA R AR, LA B-actin A NS, A HK
HEARBKF . BHIYEARIEAKE=HED KW
JRBEAH /N 286 1 4% IR FEAE -
1.4 S EALKFRREEEANHCC &HF HCCH
BFHELE P PAQRIE G RAH I

HCC 41 20 fff FH WY 5, 28 B 3 T G i 7K
THZRBY . RE, AMGMEERY R, BER
4pm, LR R G UEAT 0 2R 0 N R E T RS K Ak
ERIENE N =R = 7 )3 E = i R SR T E i
1Th, fAME N 1:100 B PAQRS ¥t 14 6 B W,
37 CHEEMFE 2 he (I HBERREL 22 vk (phosphate
buffered saline, PBS) ¥k 3 Im A = 1 # B W,
37 CHEIRIEF A P E 1 ho PBS 2% i vh vk )5 fifi
JADAB B, JRAK YL, W T g, 45
KRB E, h2amBE ARy, xR
PEATVE 2y o FE Y@k RSy . K@i 04y, R
it 14, FEEAIF 245, a3 MM
M A 4 R 1%~25% it 143, 26%~50%
24, 51%~75% 1t 348, 76%~100% it 445 .
0,58 B2 VT4 55 TRV 40 i 43 S8 0E 43 1 SR BRAE Ol A
£ ) PE4r (immunoreactive score, IRS).
1.5 A#EEFIH
1.5.1 il kIEAab 3 M TCGA Kl 5 T 8z
FEREAE . ZBIEEC LT R b B, KBTI
FPURBE DL R FE K B SRR I R S8 il R
2%, A7 374 6 HCC 4 8URE A N 50 1] 9 55 41 41
FEA . N TCGA %4l FE rh £ Bt PAQR 3 Fl #9252 £ £
JURH G BE PR E 2% A FE A rp 1 3R 8 50 VAR OC TS
1.5.2 Ay du i | o A b 4 Ak HCC B
R BT T ) e s AN R R S, AR LS R
AT 48035 5. OCIBERSORT & H: 4 % #1 5X,
CIBERSORT-ASB, X H &% B3 1 CIBERSORT,
Al 54 22 Tl G 2 400 i S0 Y 7E R A i 41 R
@ TIMER, it TIMER 2.0 T. H () fz % FA
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Be, RBOCHE S a0 1M T bk L 40 i A1 CD8 ™
Tk A ) A2 X o3 B, %00 B T A v R A
fRERUTA, R4 X B, @ QuantTSeq,
i ] QuantTSeq [ & R, 115 2 Fh % 5% 40 il
TRV E 0T 240 B ) 2 % 0 B8, 0 B T MR AL R G
HIE5 ;. @WXCELL, N 3 F 2 DA 5 4 0 BT 1Y
XCELL 58k, 1155 60 92 5L B0 40 B 1) v 4 20 48
253 HGE 1 VE AL 20 M S ARV AR L R A ) Rk AR R
[EiFH; @MCPCOUNTER, I3 T 00 58 Rk 5
PRLEE I e R ORI, 08 45 28 4 92 A %) A X 92 i
5v; ©EPIC, SRHZ&MRIA R BERADL, THR R
YA, bR A N R B A B e X ;. D TIDE,
BT RPERE R BB, T bR e 9% 2 fie B A
HERRPEar, T PEAL i fo i 6 i AR .
1.5.3  Afpeidr st B RA DG 454 HCC
REIR YT I 28 BUTF 5% R IR R 2 SOk Y T
HCC Hf B 0 e e o A nd BRI, A0 435 2 )7 1k 40 il
%€ 12 % A 1 (programmed cell death protein 1,
PDCD1) . 544t JR 274 (cluster of differentiation
274, CD274) Fn4upaE v T bk 40 f A OC 1 4
(cytotoxic  T-lymphocyte-associated — protein 4,
CTLA4) . 5T TCGA NI HCC e A 35 %4l
K H Spearman BLAH G 43 Mk 9 PAQR3 K ik 5 ik
Yo 2R A 1 BE R SRR K- Z IR A e, I35 AH
KFRE (tho) K&iit2:Pld.
1.6 “%itFo

K I SPSS 29. 0 J 4 Fl R ¥ fF (4.2.0) AT

1 2 M,

PAQR3 ” — 36 000

B-actin 46 000

A

Geit e o M AE R B . JBE HOC R 55
ML PAQRS & H R B K- R IEEM S, L
rtsFon, A AR AR (K%, B HCC A
o5 AUV IRS W AR IE A4 A, A%k (143
k) M (P25, P75) FRow, HIE HECER H Mann-
Whitney U ¥ % . PAQRS3 %3k 5 7 41 i 12 718 /K
- B AH 6 PR R 28 i ojgd 4l B A IE S 1) Spearman” s
rho fELFIVEF IE PAEBEATIFAL . PAQRS H H & ik K-F
G 92 32 1 M HCC M3 A A7 30 9 52 ) ok FH 5 1A
£ Cox M543 7, 38 i Br 1IF 2 48 5 Cox Eb 5] KU [9]
ALY 3 Ay SR AR L PRSI L R L bR G 00 RN R
R IR R K E . Kaplan-Meier 15 2 il 4 17
Mk, I 1T Log-Rank £ 5 L PF Al A= A7 22 5% 0 3t
IR AH 6 M 43 M7 % F Spearman #H ¢ M 40 #r o A P<<
0.05 M ZEFA G #R L.

2 & R

2.1 HCC &2H& HCCH&FHL FPAQR3IEZ G
Ak RF
S A A, HCC B # HCC 4 4

PAQR3 H H £ kK FMW &I H (P<0.05) . W
K1, 5% 41 40 PAQRS e (8 45 55 ol 52 B
HCCH 2 PAQR3FH 55 I B 3 a% . B H e
FHHLUIRS P i gl 2 (1~3) 4y, SHsdl
AU, BFHCCHLIIRSIES [HAi%ihs (6~
9) 4+] MBFE (U=0, P<<0.05), WK 2.,

1.5
*

L

—
o
I

Expression level of
PAQR3 protein
o
(2]
I

HCC Adjacent
tissue tissue

B

Lane 1:HCC tissue; Lane 2: Adjacent tissue. 'P<C0.05 vs adjacent tissue.

Bl 1 Western blotting 3:# il HCC B3 HCC AE B HAF PAQR3IEAXZ BB IKEA R HLRE

Fig. 1 Electrophoregram(A) and histogram (B) of expressions of PAQR3 protein in HCC and adjacent tumor tissues

of HCC patient detected by Western blotting method

2.2 PAQR3IARAEXRRMBUHURFRAENEN
i F§ TCGA %U¥5 JE ¥E 457 PAQRS 1 12 % 43 ¥t
BB IR . PAQRIIENFEFL IR . i I 40 i 9

FRLSCR AN . HOSNAE  ELWIRAE . MR
S FOR . AR T2 PO RS 5
GERLE A B Sk HU BRI . HCC,
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A ‘ ‘ B

A:HCC tissue; B:Adjacent tissue.
F2 SEasUbRanfil HCC BE HCC RS
ML PAQR3FE HRIAFOL (X 200)
Fig. 2 Expression of PAQR3 protein in HCC and
Adjacent tumor tissue of HCC patient detected by

immunohistochemical method( X 200)

I B g R M e b SRR IR R R . LI 3. R
PAQR3FENAEA 2 AV L h ) RIA A E R
2.3 PAQR3%(# 5 HCCHALF THE ML RZ
2 AR & M

PAQRS3 FE ik 5 Z Fp T itk & 40 i /4 3= 1 2

fFEm ML (£1), PAQR3 5 CD4" Thl4H
Jitl 95 i 5 AR OGO &, 7E XCELL 53k M 56 R
# rho=—0.418 (P<C0.001). PAQR3 S5#Titk T
W40 e (regulatory T lymphocytes, Tregs) 2 {1
5OOE M € K &, £ QUANTISEQ 5 ¥ w0 rho=
0.349 (P<C0.001) , 7 XCELL & &% ' rho=
0.234 (P<C0.001); PAQR3 5 CD8" T ik X 41 Jfy
(EWtn ) B E MM R, £ XCELL ik
H rho=—0.234 (P<<0.001)., PAQR3 5 CD4"
WG T bk O 40 M il 2 A COC R, 2R
45 3] — FH 45 B (XCELL: rho=—0.130, P=
0.016; CIBERSORT: rho=—0.129, P=0.016;
CIBERSORT-ABS: rho=—0.129, P=0.016);

PAQRS3 51212 T ik I 28 B 32 91 & 1F A ¢ ¢ &
7 XCELL % ¥ b rho = 0.265 (P<<0.001),
£ CIBERSORT-ABS # @
(P=0.018).

rho=0. 128

PAQRS3 expression level (log, TPM)

DL NONFI-FNOD A0 Fr~ NI O F-r OLODM N
O DA OO o L <t <K 00 — LD N+ N ©O N~
vrlo—m—« I’Z(.\!("?N Nﬁ‘ — v—<~lf3 H“\f‘ o)
slapllslllss=lzzlslSlzslszls
‘55Tvi53‘5\>$:§‘ég\:ﬁ ‘EQE\;E\:QE\:?S?QE
= — L 8%x = o LS L ERS0L0Tx
Eoé:gogocosESQEEogosogEcEEog
SESCEESEEESSCESSESESESSESSES
CECESFCEERACA SIS FAS L AES S
CZESCLTCCE TG ETLZCSEET AT 2L Z
S<stl o dnsR28408.2 5208t (BEUY
FUSSC T EEREEE 2500520008, 5588
REgES2320TCUZCREARE gRRE TR
R s o
SETY 7Y
M= A2
R @ TZ

290
=32

KIRP. Tumor (n
KIRP.Normal (n

MO O DA r= MO0 KM~ O MO OWW SO
=10 =10 O LD O b~ o~ DN O MW O AN ML 0
—1\’)(“'}'“‘: (i} |m-—1~v—1'~ﬁ‘ — -+ v—4r“'—<|/'> I

Lilzslzlss 202050 Lelllzllzzs
5 EESESE 55 b EEEEE 5 55 55288
EEESESESZEESEZESES ESEESEESES
PHF?FEPitHPdHJFEHE PEeefﬁhéis
O UE R UR A AT OESE 8 eSS4 ESURES
§Q§E<ESSECEE$EZ§§$ SEQIEEREDS
STITRIORSF fTaTgeg GrEREEDR

'P<0.05, "P<C0.01,""P<C0.001.
B3 PAQRIEHRTENFMBARHRKBFER

Fig. 3 Expressions of PAQRS3 gene in different tumor tissues

PAQR3 ik 5 24~ B K%/ E Wik 4 Jfa AH OGS ¥ 1)
R REAH M (£2), PAQR3 5 M2#H]
W5 4 A 2 1 5 IE AR OC C &R, /£ CIBERSORT-
ABS 83 i rho=0. 435 (P<C0.001), # TIDE#&
B REAMEKR (tho=—0.422, P<<0.001).

PAQR3 5 M1 # E W 20 g 12 1 52 1EAH G E &
7 CIBERSORT-ABSHEH R IEM K KR (tho=
0.339, P<C0.001), f£EPIC# ¥k &A% R

(rho=—0.327, P<C0.001). PAQRS3 5 & E W2
MR IEAEE R, £ QUANTISEQE % rho=
0.345 (P<<0.001), 7E TIMER %% 1 rho=0. 264
(P<C0.001). PAQR3 5 HA% 40 My iz i 5 1 AH C K
#, EMCPCOUNTERF AP R IEMHLKR (tho=
0.320, P<C0.001); 7£ CIBERSORT % i &
MFEFZR (tho=—0.164, P=0.002), PAQR3 5
FOwE 4 /5 B 40 M % {K b5 32 (Macrophage/
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Tab.1 Association between PAQR3 expression and T lymphocyte cell infiltration in HCC tissue

Infiltration Rho P Adj.P

T cell CD4" Thl XCELL —0.418 <20.001 <20.001
T cell regulatory (Tregs) QUANTISEQ 0.349 <20.001 <20.001
T cell CD4 " memory XCELL 0.265 <20.001 <20.001
T cell CD8™ TIMER 0.268 <20.001 <20.001
T cell CD4 " EPIC 0.243 <20.001 <20.001
T cell regulatory (Tregs) XCELL 0.234 <20.001 <20.001
T cell CD8" naive XCELL —0.234 <20.001 <20.001
T cell CD4" memory resting CIBERSORT-ABS 0.205 <20.001 0.001
T cell CD4 " naive XCELL —0.196 <<0.001 0.001
T cell CD4™ Th2 XCELL 0.131 0.015 0.039
T cell CD4 " naive CIBERSORT —0.130 0.016 0.043
T cell CD4" naive CIBERSORT-ABS —0.129 0.016 0.043
T cell CD4 " central memory XCELL —0.128 0.018 0.045
T cell regulatory (Tregs) CIBERSORT-ABS 0.125 0.021 0.048

Monocyte) RIEAMKEKFR, £ MCPCOUNTER &
¥ rho=0. 320 (P<C0.001).

#2 PAQR3ZFKZXS HCCHLR P REE MM SR BIHA
P

Tab. 2 Association between PAQRS3 expression and mono-
nuclear phagocyte infiltration in HCC tissue

Infiltration Rho P Adj.P
Macrophage M2 CIBERSORT-ABS 0.435 <<0.001 <<0.001
Macrophage M2 TIDE —0.422 <<0.001 <<0.001
Macrophage M2 QUANTISEQ 0.345 <<0.001 <<0.001
Macrophage M1 CIBERSORT-ABS
Macrophage EPIC
Macrophage/Monocyte MCPCOUNTER
Macrophage/Monocyte MCPCOUNTER

0.339 <<0.001 <<0.001
—0.327 <<0.001 <<0.001
0.320 <<0.001 <<0.001
0.320 <<0.001 <<0.001
Monocyte MCPCOUNTER 0.320 <<0.001 <<0.001
0.264 <<0.001 <<0.001
0.246 <<0.001 <<0.001
—0.164  0.002  0.015

Macrophage M1 CIBERSORT 0.151  0.005  0.020

Macrophage TIMER
Macrophage M1 QUANTISEQ
Monocyte CIBERSORT

Macrophage M2 CIBERSORT 0.145 0.007  0.025

PAQR3 ik 5 HCC S A 5% v 2 B fo 72 41 Jif 1=
MK PAEAE B E MM (R3). PAQR3 L5
PERL A A2 0 S TE A OGO &R, 7E MCPCOUNTER
TIMER #l QUANTISEQ % %  rho {f 4 % K
0.399. 0.370F10.342 (P<<0.001). PAQR3 %k
5 BERE R SR AN IR I R IE A X KX R, 7 TIMER

A MCPCOUNTER % #: 1 rho {8 43 %1 2 0. 261 il
0.252 (P<<0.001). PAQR3#Fik'5 B itk 4 iz
T2 IEM G R, £ QUANTISEQ 5 i W rho=
0.262 (P<<0.001), 7£ EPIC & ¥+ rho=0.135
(P=0.012) ., PAQR3ZRik 5% 1k NK 4 i 12 i
HIEMXKER, 76 CIBERSORT-ABS 5 ¥ rho=
0.209(P<<0.001); 5 NK 41 7E MCPCOUNTER
#¥E  rho=0.180 (P=0.001), PAQR3 #ik'5
R 20 L 7E CIBERSORT-ABS F1 CIBERSORT
Bk R IEM LR ER, rhofH 2 %M 0.169 (P=
0.002) F10.135 (P=0.012), PAQR3% ik 53¢ 4
JiL A A 2 IR A B I 1 2 R AH OC C R, 7E XCELL
Bk rtho=—0.157 (P=0.003), PAQR3#ik5
F W 20 g M1 A M2 W7 8 7E CIBERSORT %4 % w1 1
BIEMIEK R, rhofl 4]k 0. 151 (P=0.005) #1
0.145 (P=0.007).
2.4 PAQR3E® AZEHEHCCEHEAEFHH £
TR AT

RIS PAQR3 HE 15 HCC 47 & A A7
A e LB (P=0.019), LK 4, i g Kaplan-
Meier & /253 1, K PAQR3 &k 4l (JIEH 50%)
5m PAQR3FRIEA (THH 50%) 76 HCC & 1
BAEAFAHLEERHEFZER (Log-Rank P=
0.019), = PAQR3FEikdl 3 BBUEAF R BAK
TARPAQR3FILA ., /8 PAQR3IEH m R
HCCHREANRTUGA XK.
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Tab. 3 Relationship between PAQRS3 expression and

infiltration of other immune cells in HCC tissue

Infiltration Rho P Adj.P
Neutrophil MCPCOUNTER 0.399 <<0.001 <<0.001
Neutrophil TIMER 0.370 <<0.001 <<0.001
Neutrophil QUANTISEQ 0.342 <<0.001 <<0.001
Myeloid dendritic cell TIMER 0.261 <<0.001 <<0.001
B cell QUANTISEQ 0.262 <C0.001 <<0.001

Myeloid dendritic cell MCPCOUNTER ~ 0.252 <C0.001 <Z0.001
NK cell activated CIBERSORT-ABS 0.209 <C0.001  0.001
NK cell MCPCOUNTER 0.180  0.001  0.005
Neutrophil CIBERSORT-ABS 0.169 0.002  0.006
Plasmacytoid dendritic cell XCELL —0.157 0.003 0.020

Neutrophil CIBERSORT 0.135 0.012 0.034
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