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BT T B (renal cell carcinoma; RCC)
DO REBEPIEBNBIOK 15 51283 %, E4E, &
FrCBIE L CA U B RMEFENE (acquired cystic kid-
ney disease; ACKD) % Rl & 3 % & K 28 BB fti pf:
P B M B 9 (acquired cystic disease associated renal
cell carcinoma; ACD-RCC) 7%, WHO %l e M B 55 75
L ARSI NWVEH 2 HED TS, ACD-RCC i
WA TOMMAEEL <, BBICHHRNA A~ —
H=DROLNT WD, RO~ —— D% A
FAF R SRR 2 R T 2 &S, A IZEN
R ORESHAE ST A D T E 2, TORE, T30
SRR HARENTE S AEIIZE o b &, ACD-RCC 12
FEBUW R EIA 2 I ROy — 7 v —
% 72 BB TS BURNT % 47 - 72. ACD-RCC & & HT
Bl ® clear cell RCC DFELERIZ BT 5 220 o4 51 BE 3k %
ETRBEZILET 5L, ACD-RCC TIlZY 7IVEER 7
3 — A DB B D B BESHE R O FEBIAMERLIZ A
LTz, HHIHED T % TIA 20001 LIFZE 0B
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BN BN R SR O F v ) T ¥ VRO
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9% (renal cell carcinoma; RCC) @ & 3K 23 & A1
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EDENE ST 5720, TAETIE [EFEE]
DA LN TWD, EfOMBICED N2
RCC O FUFRENE IEEMNT T D BHE IS\ e HH R
# (clear cell RCC) TH %725, ENIERNEL L,
KPEFENLE (acquired cystic kidney disease; ACKD)
% FEih & 5 % B R VR B REE B Ml RE  (acquired
cystic disease associated renal cell carcinoma; ACD-
RCC) DI 5.

ACKD &, ML EALHR S AR O A B HED 7~
22% \ZFRO LN, BN 2~4 4 TiE 60%, S4ELLLE
T90% ML Euwit B2 RdIFEEMEEREET
» 5P, ACKD OFEEMF AW Z25, #ntkdE
PR ) BRI OB N DT U e v
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7 SR E NS, ACKD ICA BT 2 EHICo
WU Dunnill®? 5 25HRBIOHEZ L Twb, FEH
ENZBWTIE, Al S8ZF 0562 Hs LA < REH
IThTE2L2Y BT RRR MR & L,
ACD-RCCY DMt A3HEr L, WHO 'BHH e P4 i 55 45 J
4R (2016) 12BN S 7z, ACD-RCCiE Ao THL
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IR S R S ARSI COREE WA HETDH 5.
ENTHTIUEIEAR N IRANLES RS AR D@ 7 <,
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B D 9 PEALR % 0 G REFE N 72 AR - F6 BURAT & Bk
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AR BESAS A BT 2 B R T OB A R THD
TRy —27 = % —% H 72 RNAseq 12 & 0 f#
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1 MR- FH&

DR MRANA ANV 7 ey v —1d, BIETR
Wt % & L WF e R H O W AR & iz TRk % £ 5k
BLTWD, ABFRICBWTIE, S &8
EREOIFERHICDOWT, D SR E S0 72 B 58 1%
i (T-CReDO) 2 & 2P CREL T2 ([&
e & FEENITEIRIC BT 2N A< — T — D
] (R1-021)).

INA F NV 712G E 7z ACD-RCC (n=3), &
B 61 @ clear cell RCC (n=3), & H7 ] O clear cell
RCC (n=3) OFN<Y YEHE/ST 7 4 YA (for-
malin fixed paraffin embedded; FFPE) &k o HER,
IR FSE F Iy €y 7 Lzob, HifY o &
v A (https://www.rikengenesis.jp) T RNAseq % Jii
17 L 72. Maxwell RSC RNA FFPE Kit (Promega) %
JAWT RNA # it #2, 74 77 Y — I3 TruSeq RNA
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Exome Kit (Illumina), Agilent TapeStation 4200 (Agi-
lent Technologies), KAPA Library Quantification Kit
(Kapa Biosystems) (Z & DB L, ¥ —27 x> A2
[llumina NovaSeq 6000 = fl \7z. 741 574 2 b
T — )b (cutadapt (v1.2.1)1) oD%, 1) — KD
Poly-A/T % PRINSEQ (v0.19.2)"W1Z & » THZ& L 72,
METFRBMMCE, ey 2007700 2R
(GRCh37/hgl19) & TopHat (v2.0.13)2% H w72, <
v ¥ 7 L7z — Fid Cufflinks (v22.1)¥I2X D 7 v
TNV L7z, FBERMAN (differential expression
analysis, DEA, fold change & #t###T) (&, Cuffquant
W& 5T/ =<7 4 X E N7 fragments per kilo base
per million map reads (FPKM) % H \ T Cuffdiff
(Cuffquant and Cuffdiff are programs involved in the
Cufflinks package) 2 & V) JitifT L 7z. Heatmap O1EIX
(2 13 iDEP9.2 (http://bioinformatics.sdstate.edu/
idep/) &H\W7-,

2 # R

EMEH CTHRDZ WV 2HEOMMET TH 5 ACD-
RCC & clear cell RCC ® mRNAseq D#E R4 2 &
3127”9, Heatmap (1231 #f=xT, X 2) TIX, #ik
(cancer; CA) T # 1z 7 % Bl fai 17 ¥ ACD-RCC &
clear cell & THBEIZ/ BT & 72, £ 2 o IERE I
#1 %% (background; BG) ®ZEE iz 7% H o 72 (179
#EAx ¥, X 2). ACD-RCC & & #7 #1 @ clear cell RCC
D FE R O Bl A B E AR 7 (220 {5 T ¢ GlycoGene-
DataBase) O3 Hl % K3 % &, ACD-RCC Tix, ¥
7 VR D542 B b % alpha-N-acetylgalactosaminide
alpha-2,6-sialyltransferase 2 X beta-galactoside al-
pha-2,3-sialyltransferase 6 % I — N3 % ST6GALNAC2
R ST3GAL6, 7 2 — A O 154 (2 B b % galactoside
(3/6/8)-L-Afucosyltransferase (FUT3, FUT6, FUTS) %
HOBEMRTFRANICEL Tz (11 #E T, K3A,
B). DLLEo#fRiE TIA A3 1% LAF%E 2019 Ti7o T W

ESRD cc RCC_BG_2
ESRD cc RCC_BG_3
ESRD cc RCC_BG_1
ACD-RCC_BG_1
ACD-RCC_BG_2
ACD-RCC_BG_3
ESRD ccRCC_CA_3
ESRD cc RCC_CA_2
ESRD cc RCC_CA_1
ACD-RCC__CA_2
ACD-RCC__CA_1

ACD-RCC_CA_3

-20-10 0 10 20

2 FEMEED mRNAseq & FESEREEEIEF DET
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ACD-RCC (n=3). JiB (BG),

HEEE (CA).
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B
Down log2 (fold change) Up log2 (fold change)

GALNTL2 -3.3 *ST3GAL6 2.9
CHST15 2.2 ALG3 2.2
CHST9 -1.9 “FUT3/6 2.1

MGAT3 -1.9 "ST6GALNAC2 2
CHSY1 -1.8 BAGALT4 1.8
“FUT11 -1.8 BAGALT5 1.7
GALNTL4 -1.6 SLC35A2 1.4
“FUTS8 13
GPAA1 1.3
GTDC2 1.3

PIGS 1

TOTIVER, Y7 O— ZDEHICEHET 3BT

3 BNBEOVEHEEBRTT OB
A) BEHBIO clear cell RCC (F#B) & IL#E L7z ACD-RCC (F#R) 2BV 2 HEH B EE =
T-ORBURNT (220 = T-). x il : log2 (fold change), y i : logl0 (q-value),
B) ACD-RCC (J#R) THBEIHIAZEAL L T 2 g Bt 51

L7 F T LA K BHESHN, L2 F 2K BH
Ao RE D EH L MM D). 2B, JE
J# 5 Tld ACD-RCC & & H7 #1 @ clear cell RCC & @[]
HESH BB T RBIO A B AR RO R »ro 72,
F72, WL LTIt o 72EEN B & BB O clear cell
RCC O @ THBUEANT T B VT, #EB (209 & 1x
T) SRL, FEHERR (856 EInT) THHOEREDN X
DEHETH o7z, FRIHEHERFORBICB VT,
W TR A B LR AREIRO RV, ERITTIE 128
R CHERAREZRDI.

3 £ =

ACD-RCC 1 2016 4 WHO 435 (4 B0 12380 S
NWCTLLRE, ZOMEN2HITHA TV S, 2020 4 7
HBUE, il ShTwb NGS AT I3 L 2 7-#ipH
THIBT 2 1LHEORE LRV, SHRITHEIHZ 5
¥ E b, T E T Microarray X FISH #: 72 &
2& 0 3,7,16, 17 F 4R D BH R gain'™17, A A
Wi & YR BEDO—DTH B A ) YA EF F—
Y4 2A (cyclin-dependent kinase inhibitor 2A) % 2
— N9 % CDKN2A/p16 O & OB 3 S h
TWwb, £/, NGS2flio-ikkfromEw iy, b
AN AFVIETI VAT 2 T—E¥D—DTH 5 lysine
N-methyltransferase 2C # I — K9 % KMT2C %, #%
itk {LJE (tuberous sclerosis complex; TSC) @ J5
KR & L CHE S NEIHlEE 7 7 3) —D
—DTHh b TSC2 DFFEH WG SNz, 4Ml, BRL
I B IZBWT, HRTHDTACD-RCC L &N B

® clear cell RCC @ FFPE #fk % Hv>7- RNA seq % Jii
1L, BB TORBMOEREZTRI2L A, ACD-
RCC Tl clear cell RCC IZHRY 7 VgL 73— A D
B4 2B 2 % ORI BIMEMICITHEL T b
ZEhNbhoi,

MMM OBESIE, BEY 328 - BRE % Lo
HGRELTHTEL, MO EEERNOL IR B
REZ ML T\ 5b, BRI ST 2 ¥ 7 VIR,
ML DRk 7% EHEARN DS AR B REZ A TET 52020,
T WVERIBHIRE S A T MR LD Y 2 AT 4 v
JHRANZ AL L DERROTLHED B VIFET 2 & 7
&, BEROEE LY T VEBRBH TN R R,
JEpE R I 72 & O ARTE BB B O FERE I 5T 5
CLEPRINTWE2D BB T, [gAEEL
ST6GALNAC2 X @2, 6-sialyltransferase (ST6GalNAc-
D DR X B ¥ 7 VRIS TR O B 3l S
nNTwa, T, 7 VEEBHE O IgG (& 5% ]
REZ BN S e, HOPURIZY 7IVERIGHI 21T 9 L
ETFNTHORERREDSER SN S Z LAVREND,
Tifi 2 O | CSREER BT T IV RERIRIIZE T b Tw
L. HRIE Y T OVIERNEE 2 RS B ¥ T OVIRAS A0 E
ra7y vy 4 7L F v (sialic acid-binding immu-
noglobulin-type lectins; Siglecs) % fii 2., #AL o #EF
Tk i Siglec 1~14 @ Siglec 7 7 3V — & #2023
572 Siglec I3 FICHIEMMICHEILL THY, immu-
noreceptor tyrosine-based inhibitory motif (ITIM) #f
DOHEREIZ LD, SIEMIIHHR LR R D > 7 v
T S, REF v IRV NZHEARTH S PD1



ACD-RCC ZBF % HESH B (5T D NGS f#HT 677

(programmed death receptor-1) & [A] £ 12, Siglec ®
JE 50 B3 (tumor microenvironment; TMA) 123
I BEENDOWTOWET B P H T WD,

ARWFZE & 2271 L 2019 TR L 72 ACD-RCC TO
T VEEDOSEBIIUHELL, Siglec &4 L7z TMA & 438
THWREMEED Y, 5B OLIRFHORMIED 5.
s, Bz 82 E D7 a3yt (73— A0S
N5) IROEBRLIIEICESG L, MBENTHARS
N72GDP 72— A% TN IVEEIZERT ¥ AK—
¥ —ORBEOMGPIRHINTVEY, 72, IR
WHEINTWAENRL A —H—ZVE b —TDEL LY
TIVEER 7 32— A % & &, CA19-9, Tn/SiaTn, CEA,
AFP (AFP-L3) 7% & O W% ~ — # —, Stage Specific
Embryonic Antigens (SSEA) 7 & D545t~ — 7
—REDORETH S, WM LS EZ N 4 ~—
7 —BAFICRIE S 5121, BMEROZEBIEF TO
HGSRAT L Z OO X v ) 75 X7 HoRE (8
WONT) HLETH Y, TIA2FIiE L 2020 T, #r
TSRt 2 i L 72, 5%, EMERo%
WHiZfZ oA < — A — 0% (EY >~ 7k
E) ZHIEL TN 2 ED L TFETH 5.

4 #E

E

BTG O FE 2 HMARAITH 5, ACD-RCC & clear
cell RCC @ FFPE #fk 2> & RNA i 2Ty L 72, &k
G S — A > % — % H v 72 RNAseq 12 & ) BESE &
B - FESEAS A BT 5 220 OFEE BT 2 AT L,
ACD-RCC T ¥ 7 IV 7 2 — A D56 12 b 5§
FOBIETRBDPTTELTVWE L2 R L7, AF
7e L HHII I HED T 2 BEGURAT (TIA 2201 LAFZE
2019) Ti&, V2 F U T VAN, L7 FogmIck
% RUKREFG 72 L2 & D, ACD-RCC #likfkh o > 7
VIR, 73— A% ZUHEHOMMEHEL TS, £
T ARZE DRk R HD &, ACD-RCC (25 511 70 88
G e TN a3 5L 2 F 0, WHEBWICEHT
HDHDEMGEL, #ice% fistFmATZE (TIA 251
LHEZE 2020) Z B L T\ 5, 4k, WL 72hEey
WEOX X ) 7o FORELZITV, EMEE IS
ACD-RCC DS H BB 22 N A o~ — 1 — D%
Z HIET.
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