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1.EE

T : CD3 & X 1 CD8 Gt T Ml o EEZE L. MSBEE(CRC) B3 0 RiF = P T
Ml~w—A—t L CHEINTESR, 2D, CRCICHIF3 CD4 5 X 1 FOXP3 1% T #
fa D JEENEE O FIC G 2 2 BEEHL 21T 5,

B BRI %2 72 342 A@ CRC BE o ffkiEA2 5, CD3 ., CD8 ., CD4 XU
FOXP3 Btk T Ml % fyE e (THC) L. 1mm2 7= Y o JfsE Pl 2 & 81 L 7,
~A7a¥ 774 PARREEMSD B 322 MR TR L. EEARRIEEWK T B X CAEER
ZENT L 720

it © CD3. CD4 3 X O FOXP3 [ T Ml o wnzifitid . MEf AR (RFS) D% &
B L7z, CD8. CD4 35 X U FOXP3 [k T i o mnziffe i, AR 73 (DSS)
DYE L BE L 72, CD4 & X O FOXP3 [51E T Mg 2 3 & L CaEo 2 fEflid. I
WICTHBARE o7-, FEE. IRERM. X0 CD4 [5G T Hllu%E X, DSS ofliaz L
e PRRF72 272, CD4 3 X ' FOXP3 [51%: T fifldiziHE X, CD3 & X U8 CD8 514 T A
il e R, BHE~A 2 aY T 74 PRLEREBE AR R o T,

ke c EEN CD4 Btk T MiEERE & CD4 3 X O FOXP3 [tk T MiluEhE o o &b
iZ. M DERARIRE AR AT & R L ) e P RRTF 72 o . 2 b ofiRiE. CRC O
LW hth~—7—& L CRERIE OO —BI & 7 2 AlREMED 5 5,

258

CRC ¥, HATIFHICH VEETH S, BEEXCOFRE L4 FHL R FE
RIRETH Y, ER/ 500,000 ALALEDET T 5(1,2), EEDIEIHECLAREDORE
Ch2rbbd, BED 20~25%ICEMm e R 2 ERERL, BEOEMEIXKA L LT
T+HTh5(3),

TNM 53#8(UICC) 13, BEOFHEZTHEIT 2 ECHIL2Z L AREINTEZA5), Li
L. FRRERIFIZFE U Stage DEEMTE LK B AR[EELH Y, 20T Fv—F72FT
X, FPHRTHEIRT & LCTHDTIERw(6), fBMLEEERIL. 1990 F£{RFITEA & Stagelll &
BOFEREL L UASHREINTW 5 (7), 2 CHAETIE, High-risk Stagell &
FICHLTHHfTEND LIICRmoTW5(8), ZAtvb Y IV VEMD LA F9)Y
TI7FvEDPRRE DLV AVYHIFEL, £ OREEEIIRIIC X o> Tl o T
w59, Lo T, Wil AhoR KO BEEZ 2T 2 EEE2 T 572010, Hikls
AFd~—h—DFFEBLETH 5 (9-11),

MYV R 7 %2FT 25 LT, BRERCELERLR FORIICHE S B, AMAELR
9 BREGIA IR b T 5 (12-14), T, HEE~ O G2, RiFa T LR T 2
LEN2% L DEREEED 5(15-17), HEERIE Y v~ ER(TIL), Ffic CD3 3 X U CD8 [
P T M, BB IS0 3 218 ERIEISE OIEIE & R 2 AR B 0 . B X Al
flicE BN PR T &0 5 5(17,18), & Hic, fEENO CD3 XU CD8 [ T



HlEEE L Z2oRE~—Y itk WY HFE X5 Immunoscore &I EZ 2aT ) v 7y R
7 40, CRC H£# R KRIGIE O PRI D 2 & 25K I Tw 5 (19,20),

WHERIC. CD4 Btk T #iigi CRC o P~ — 1 — ¢ LCEFTFOICERINTE LT,
CD4 [tk T iz & AR oMicH ERBR 2 L 2i9Eidiz & A &7 n(21,22),
Ioic, BE7+—27~v VK vy 22 P3(FOXP3)Ftkailgiz, —ifzFr& % < ojmiEc
SPENHIPE I < &5 2 ST 5(23-26),

C offfFECclE. RIBHIVIER % 321 7= R A R B o VIBRisA 2> & CD3 | CD8 7217
T7: < CD4 5 X W FOXP3 [5G T Alifid & P& FHIK T & L CoRMtEZI L 203~ G
HlL7, 2O, HTADHBEY EEA CD4 3 X 1 FOXP3 FPEMIIEEE 2 CRC BE D
ROIAENEFHRTFTH 2 LEYIO TR,

3751

(B &y v 7]

1993 20 & 2012 42 22 1 TR PR ZHEH L aslEEs /R ¢ CRC OMRIBYIFR % 5217 72
342 JEGI O MAIEAR % v 7o, THEEAEGE. IATIAE & L CHTAT(L 2 (RUR ) 3k
RT3 2203 Y. Zofho CRC & 135k 2 72 DICW9Ed LRI L 72(27), 5 F[ED
DSS 3 X O'RFS #7132 LT, YIERER 5 4 LAN O MURSE 2 T ERABPES IZBRI L 72, &
BEERER 1IN L, e bEiE 1L, FEIC Stagelll 35 X U8 High-risk Stagell 8%
X LCEML 72, WBEEEZRZ T 72BEDOEIGIL, Stagel, II, III BEHETENZTH 11%,
64%. 87%72 5 7=(FF S1), ¥y, ERY. 2 E L, LORREHHEEZE S HIT-
83, H23-135)IC X o THZ I N, & COF v TN, BEDA Vv I+ —LFaviy b
X o THIG I N,

(IHC & TIL ® 4]

G L THO) I ART O RE ICHE U TIT 2 72(17,28), fHRICE~ 2 & FERD
NP F LY v DAYV TRAINIZRATA FRBEENICEHE L 722, sr~= ) VE
By X7 7 4 vEBEARD2DL dum DYIRFZEML 72, THC $flk, Ventana Discovery
XT g 25 L (Ventana, Tucson, AZ. USA)#{ERAL TEITL 7z, TIL A4 37~
DIT, KD 4 2DOHAE%ZHEH L 7= ¢ anti-CD3 (rabbit monoclonal, 518110079 (CD3);
Ventana), anti-CD8 (mouse monoclonal, 1:50, IR623; Dako, Foster City, CA, USA), anti-
CD4, (mouse monoclonal, 518108816 (CD4); Ventana) . anti-FOXP3 (mouse monoclonal,
1:100, ab20034; Abcam, Cambridge, MA, USA), =~ b @ — L & L C, anti-mouse IgG1
antibody(1 : 100, ab91353; Abcam) % fiif L 7z,

BMEE T 2V AT 4 FZ2F ¥ F—(NanoZoomer-XR C12000; Hamamatsu Photonics.
Hamamatsu, Japan)iC X Y 274 F%& 2 ¥+ v L, WEMHEN > & 7 L (Tissue Studio;
Definienis, Munich, Germany)IC X » T4 T DIEERZ % BN ICENT L 72, PSR 1
mm2 b 7= Y OGPEMBEE A IE L, fidkl 72 (X 1la), CRC fHFkICIZ, W D2D ) vo¥



FHAR. BOCHAR. R L 28BS EEh 2 56085 5, Zofffsecld, EERMY v

NERIRE S X OHEEAN Y VoS BRIEIE R & E R RN A DO A EIRL 2 (K 1b), ML 72+
7y a vy DhIYEIL, 3L AERTDIERIT 1 2757, K4 DDRELZHREL 72,
[MSI D 43#7]

QIAamp DNA FFPE Tissue Kit(Qiagen. Hilden, Germany) % F\>C., YIBREEA D> 5
DNA #iti L7z, MSI i3, 5 2DE/ X7 L4 F F~—75—D Promega panel(BAT25,
BAT26. NR-21, NR-24, MONO-27) %\ CTHHrL7ze A —71—DIERICHE > T, MSI
Analysis System(Promega, Madison, WI, USA)Z{fIL CfT-7z, 5 DD~—h—D >
B 2 DL EBANUETH - 7256, MSI-high(MSI-HDEE. 0 7213 1 DD~ — 71 —HBAL
ExRRLIEGA. 4703774 PREMSS)H#EL L, CRC E& % 2 DORFICHTEL 7=,

et figdr]

BRI, HA 2H|RET T 7 4 v ¥ ¥ — DIEHEWNIE % Tl L 72, DSS X U
RFS X, FiiH2 SR, 3L MEHHEOZHHE L LTERL, v/ 7V 7IRE
ZEHAL T, EFERE 09T 2 ki L 72, DSS & RFES 13 Kaplan—Meier #i#f % > CHERC
L7zo Cox il —FEFTVEMEH L C. HERD X OLERMEN 2 EITL 7=, el
Bricix JMP 14(SAS Institute Inc.. Cary, NC, USA)% 7z, P {l<0.05 Z a1 =
=YL L,

45ER
[IHC & TIL DfiE#r]

ZNZ oMo P RIEICE U CERBE 2 1HEREO 2 BHcafEL 72, (REMZRE
e LT CD3 BiAiEo &R (K 10 s X WMERERE(K 1d)2RL, 2Fho TIL
D Imm2 H7z Y OFEMAEE %K 2 1SR L 7z,

FEROEVERD GEREBORELEZHL 2 ICT 2701, W ORI & REDF
G E DB Z2 T 72, 2001 FLIAT & 2002 FELIFEO CD3, CD8., X U CD4 5
AR O OMICHEBEZ XD 1 d o 72, 2002 FELIFE & HE L T 2001 FELLFETI
FOXP3 [GIEMII O R/MER 2 RO 7225, Th o DEWIIAMEDOHERICHEL 5 2 o
LT L 7= (4 S1),

JEEN A — 1% 94 2 7z»ic, 15 5EFIT 1mm2 o> CD3 MRS % FFm L 7=,
Z DN T, CD3 AR MR, TGRSR 0 fER 2> & 2 e 5 FER 3
DEFERL 72, 1mm2 &7- Y CD3 [thmifasis, K, HEERE, SRMoGacx
NZ 4 0-205, 0-1479, 0-5070(HIfE/ mm2) 7= - 7z (X S2),

[%& TIL ic 1) 2 T1£])

Ric, zhZno TIL & 7L OBAGRZ I L 72, JRWSEE 80T 37 AL B33 75 A7
272, Kaplan-Meier E17R#t % Z 12 1LIX 3a-h ICRd, v 7 v 7afric kb, CD8 &
EEEE(P = 0.0234), CD4 EiEHMEE(P <0.0001) 3 X O FOXP3 &idi##E(P = 0.0003) 28



DSS D e ICBhE L 72, [FEkIC, CD3 midiM#e(P = 0.0215), CD4 i (P = 0.0015)
F X O FOXP3 & i2i## (P = 0.0003) 1% RFS ek ic B L 72 (K 3),

B R& Lo, CD4 &igi & FOXP3 gz offlAf bRk d IEMEIC Fi4% FHlL
72 (K 3i. j). CD4 {XiZi# & FOXP3 {KiZH oM AL b %2 H T 2AERIZ. CD4 &zt
F X O FOXP3 {KiZiE#E. CD4{KiiE#Es X O FOXP3 iziit, %7213 CD4 @ikt s
X UF FOXP3 St o 35 L ik L 284, RFS(P <0.0001) 3 X O° DSS(P <0.0001) &
FEHICTPHRARTH - 72,

[DSS o #Z & I X W% 2 B fiEfi]

DSS o i & s X WS AT id. A ORI T2 MSI 27— 2 2k &0 F
BT BELO TIL ZHWT To 72 (K 2), HARMITIL. FHEL. MR, IRE R,
CD8. CD4 # X I\ FOXP3 %543 & b E v DSS LB 32 & & 2B S 20 L7z, MSI
2F— 2RI FPRINTTH D R EINAED -1, SEBITICE T, LT
RIT-E. RERE. IRERIE. B X O CDAMIEEE - 72(F 3). & Hic. CD4 @ik
THRIF2 R T RO IEVET7 5 72(P = 0.0004),

[MSI 25— 2 & T fllfiEE]

MSI 27— & 2% 322 JEFICHIEATRETH - 72, MSI-H & MSS o TIL % Hiig
L. R3ICnT, MSI-H #iX. MSSHEL i L 72354, CD3 & X U CD8 BhAfifa o % 5
BEDP o2 (FNFNP = 0.0212F LU P = 0.0153), HBEZFEWZ &ic, MSI-H & & MSS
T CD4 5 X U FOXP3 MM DB E O SR ICE Tk d o (2T P = 08287 &
L O°P =0.8287),

555

CRC #£# T3, MlEERGERIED~—/7—TH % CD3 I L X CD8 DEFETEH BIF /&
FHEBEEST 3 BHEINT W 3(15-20,26), MURTOWME & FREIC. RFETDH T
¥ & LT CD3 &L CD8 G T Mifa®E 0B A% L 72 (X 3a-d),

KIFFED ERFHHRMEIZUT O@EY Th 5, CD4 BHEMIREE X, $EBMITICHT 20
L 72 PR T2 572, FOXP3 BBEMAZEE X, VIFRATRE CRC O TFHl~— /71— Th
52 L%l L7z, K CD4 L{X FOXP3 [GEAllaE M 04 A2 1k, CRC BEEDOEMH
BYBARKNT o7z, 2L T, MSI 257 —% 2k, CD3 ¥ X * CDS8 Bi:AifwiEE & B
MRS 7223, CD4 ¥ 7213 FOXP3 [ P:ilaati & 13 B 2 386 72 22 5 72,

B)ic, CDARIET MO EEEEES, CRCOMYL 2TV ERFCTHE I LERLE,
FOEED LY voNHiIEE X 0 b FERRT L L TENL T (K 2), A DHIBIRY .,
YRR ATRE A CRC iIC 1) 2 G F& I+ & L <. @SN CD4 Btk T filaziE o a6
PEZHEICR L 2l OMETH 5, AKX, T 2l & iz SRR WG & Rk
V7 o7 BfERL T, SREEHIAE O SR A KB 2 0 BIEEHE 2 AlRg e L 72
(20,28), Z D ki, MFEHEIC X o GEIRE N B O D A% 50 L 7z fth D fiff5E & 1%



Wi otz BIEERTOMTIE. BRED A4 T 2% L. REBiiro iRt icronf
MRS 2, X010, RAIEERHO Y v o2 s L IZESN Y v o s 2 &% 7
WIEEIRZ D A& ER L 72 (K 1b), L7225 T, U v SER JlI5 PR O 1L 72 07 23
AHETH - 7=,

CD4 Pt T Ml Bk, fthoodfi, Fl 2 3, B, Wiz, sk, PHRAR
KT &G TN TWB(28-31), ZDFEROA—FDOIEIZIS 2 Tldr s, BN
FiN® CD4 Btk T Mifldotie. 2% 0 REINE 2 Gt £ 72 130063~ 2 2013, f@ffic X b
WA 2R D B, A DR L —F L. CD4 BHEMIIC X 2 FHIAHEAE L w5 A 3.
gD CDS8 [t T Ml A iE L, =7 =2 2 —T flgicZfIngzn 2 L ARE I n
TWw5(32,33), 2oz tid, CD4 Gk T MG sHEE S DFRATIC 35\ THULIY 75
FEHIER L T2 HEKL TV 5, EUNREET T, 74 —7 T filgix. 4 A
A VRS X ORHEESRE T icEovwc, Thl, Th2, Thl7, 3 X OHlEME T #lE(Treg)
& H 4 DD FE MM~ L FRETH 5 (34,35), LARTOMZEIC X b, Thl i CD8 5
PET M % A Ll E % (et s 2 2 &£ (36). Thl ¥ X OHIREREEE T Ml RiFA 7
BEBhET 2 2 2 (17), Thl7 #BoEw CRC BEITHARRTH L Z LRI NTW 2,
T2 E TN DM X 1 = X L5, JEUNERER IC B W CEInE i L. CRC D7
KHGT 2 EE 2T,

xic, FOXP3 GtiiaizEo G FERFCcH 5 2 & 2R L 72(K 3g,h), FOXP3 iz
BERT %% T 5 CD4 51 T Ml IE Treg & LCHEBE L. MR IC XT3 3 Sy IGE 1 1
WICHER 3 % (37,38), R4 RIEECTHAL N FPEARZ N TERGERIZ. BE% FOXP3
IS EAAE O fEE A~ DR L BIE L T\ 5(24), L2L. CRC Ik W Tk FOXP3 [5G
FRZICRE T 2 FE L 2R AME SN TEHE Y, W22 D% <it FOXP3 G T fifdo
EEEERY BIERIA, FHERFCTH B EAHE TN TV 3(25,2639), bic,
FOXP3 Gt CD4 [tk T #ifEiZ, FOXP3 ¥ X 18 CD45RA OFEHL ~ Ao\ T,
FOXP3low / CD45RA 51D #ME X F 4 — 7 Treg. FOXP3high / CD45RA &t DMz X
T 7 x2 & —Treg., ¥ X FOXP3low / CD45RA &tk Dififgid. hEimflikeexH X 3,
RIEET A F 14 v ORMWeex A S 2 IEHIEME T #ilg s vwo 7z 3 DofifdicpEiEh, %
NENEBEMIC R 2 L v 5 D H 2 (38,40,41), CRC #HLY & IHHME 2 B8 ic s
CREWUNEREL NI 35T BB~ O FFE O I N o R S S IEHIEPE T Mikg & B L,
FRic, 2y "250vn - x2L 72 00FERBEEOEEELZRL Cn/z(42), Lz
- T, FOXP3low T Ml 23 8 5 2 fiEH 13, FOXP3high T MBRME 2 & WAEHR] & 0 P4
RIFCH 2 LRI NT(42), Fox DR Clx, FOXP3 [GHANIE D EE# 2 714 Dk
LA D 72, AEDORAD 1213, FOXP3 ML DR D & 03 Egfic X - <
Emfb ., JEREE T ldoB&GEAHOoOFETCH o7, 35 1 DoifllRE L T,
FOXP3 [GHANIEAS 2002 4ELIE & Hlk LT 2001 4ELARTICIEAD 3 2{HE 2D b . BFFEH
Mok Y1c 1) 2 FOXP3 51 T fllfad o h v fitizs, HificsiF 2 b v 7 25%DHiIlE &



F%ETH-72(K S1), L72do T, KBEHEOAETFROK I IE, —HBOMERTED FEA
R FEGNC R T 2 vlHEE2 H 5,

¥ 7z, Ak, CD4 BGiEAE e FOXP3 BEMIE DA G DA, FHRICH L TRDAE
HTds R L7(X31)), CORREIZ. HOBERLDL WEMUNREICIE, 1 ED
GPEINE. 37 b b CD4 B PEMINE £ 72 12 FOXP3 A D &6 & 2034 S E 45
THDLZLERLZ, TULDIERDOBERICH ZRANA N =X L OFIICIZE &7 20
FDRREH, A2 DHIEIEX, CRC ICHETAEERZEDH LT AT T L R#~DZ 52
FIZ7 502 Litizv,

Fteic, MSSEEL Y % MSI-H #7728 CD3 ¥ X U8 CDS8 [5Gl 234 23, CD4
B X O FOXP3 [G MR L85 > MSTRREICHZE R Z T w2 L 3b o 72(£K 3 ),
IRy FEEHEE T ORI E 72132 bic L > T3l 2 Z 2 h 2 MSI-H JEfid. CRC 4
BDH] 6-16% ICHATE L. RBIF At X it o etk oK & BiE 3~ % (43,44), CD3
B XU CD8 B0z, chE TOMEDMRE L KL Tz, CD4 HI W
FOXP3 FHtElE DAE I —E L x> 72o MSI-H & X, 247 vF 7 v 2@+ 2 2
LT 5 CD3 B XU CDS G T Mifid o B E 7 ISRk~ 0= & Bi# L T 5 (45,46),
CD4 FGERAE & MSI DR IC DWW D iZ Z g TicfiE L . FOXP3 BIEMINE & MSI @
BERICBE T 2 LT O & 13RSI —3 L 2o 72, AIFFE & FIEEIC, Salama & (%,
FOXP3 [l & MSI ORICEZE R BRIZED - 72 L5 L (25), Le Gouvello & i3,
MSI-H fEE ki 3517 2 FOXP3 ® mRNA FIHL X ABEWZ & 2R LT3 (47), CRC
ICEBWTiE, CD4 3 X O FOXP3 G 0REIL, A4 7 v 57 v Tldk A ERMERE
DEELRZITTCOLAREELEZ ONDE, 2D, SHROMIETIE, CD4BE T Mifa e
e % 7z & CRMUNRIE DBAR 2 sRll ICTR N 2 LB D B,

(##%:E]

CRC B#&ICH\WT, CD4 1 XU FOXP3 51 T filgREOMAE DR IC X 5 FHRINE
BICOWTHE L 2DE, KRB WD CTH %, Stagell I X U Stagelll © CRC FEH]IC
2. ML EEES R I N, Tatur ) IV VEREZRAFFI T IF LD
HRAPHERE I NS, Lo T, INLOFH L FE~Y—7—DFHKRIX, HEVRI
CRC HBF DML i EHIc L o CTEETH B, CD4 I XU FOXP3 51 T Ml % S
T LItk 5% CRCOH LW TFEKT B X VRIS HETZ X 2 A[REMED B 5,

6.3EE

AWFEICH 720, THREM O KEEHER ICGFEE R s EEZR L E T, T, EHED
820 F L2 B8RO X VSR L EF 3, MR EZ L vzt n
T ZWNEF X ACEHR LT T,
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Table 1. Demographics and baseline charactenistics (n— 342}
Charactesistic Nao. (%)
Age, years (range)

Median G
Range 27-95
< B5 124 [36)
Sex

Male 179 (52}
Female 163 (48)
Prirmary fumour focaficen

Ascending colon o4 (27)
Transverse colbon 36 (11)
Descending and sigmaid colon 135 (39)
Upper rectum® 77 (23)
Disease stage af diognosis

1 B8 (26)
L[} 142 (41)
n 112 {(33)
T stage

m 54 16)
T2 48 14)
3 211 (62}
T4 29 (8)
N stage

1] 230 (67)
Ny 112 {33)
Histalogic grade

Wl differentiated 922N
Maoderately differentiated 223 (65)
Poorly differentiated 16 (5)
Mucinousfundifferentiated 11 {3}
Vascular emboli and lymphatic invasion

Present 172 (51}
Absent 170 (49)
Perforation

Present™* B(2)
Absent 334 (98}
*Above the peritoneal reflection. **Four patients out of eight cases with
perforation experienced relapses within 3 years
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1 KB (CRO)IC 31 2 CD3 BHEE AR U v o< ER(TIL) D Sy et (THC),

a ik Z 1 mm2 o & 4 e L, Mgk E JRcimdfil L. 208 L7z,

b SRR, BN BH Y~ oS BRI (1 ) 3 X OISR U v oS BRRE (L) & B <l | o Sk
(KHD & LTGRIRL 72,

c @\ CD3 kAR 4 R 33K 7 THC,

d & CD3 Btk % R 5 R 72 THC

104

10°

T T T T
CD3 CDs CD4 FOXP3
Medsan 339.1 722 64.6 75.3
(Range) (13.8-59026).  (0.7-2061.5) (0.9-2204.3) (2.0-510.4).

2 TEGEREARC B AR Y v o ER(TIL) o FE3a AL,
Imm2 79 @ TIL o#ld. $_XCoBEFicn L CD3. CD8., CD4, ¥ X FOXP3 ¥ifkx{HHAL 7~
TG X W HIE I Nz, ol (cells/ mm2) & i b R,
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Log-rank P - 0.0215

0 1 2 3 4 5 0 1 2 3 4 5
Follow-up (years) No. at risk Follow-up (years)

146 142 CD3High 171 17 167 163 160 158

17 169 163 156 152 147

CD3 Low

m 164 153 149
125

CD3 Low m 154 1358 152 m

Logank P= 00234

Log-rank P = 01528

Follow-up (years) No. af fisk Follow-up (years)
139 CDB High 171 171 167 163 162 159
169 163 156 150 146

150 146 143
154 128 CDB Low m

No. at nisk
163

CDB High 171
CD8 Low m 155 4 135

FOXP3 Low 171

FOEP3 Low 171
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B3 S EGR U v oS ER(TIL) O R & AR IC X 2 i /A,

a
b
c
d
e

f

h
1

j

AT L AR A E 2 X F 3 720D A v F A 7{EiE, CD3. CDS.

CD3 BN G U 7= TR AR A7 (RES),

CD3 I A= 1 i U 72 58 ERr B AL A7 (DSS)

CD8 Bl S I L 72 RES,

CD8 [N i< bt U 72 DSS,

CD4 [N IR I G L 72 RFES,

CD4 AN G U 72 DSS,

FOXP3 [l a1 JE L 72 RES,

FOXP3 Btk it L 7= DSS,

CD4 3 X O FOXP3 [k oMl & i< Jik U 72 RES,

CD4 5% X 1 FOXP3 1 o i /7 D MHE % B i< U 72 DSS,

.339.1. 72.2. 64.6, B X 75.3(cells/ mm2),
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#£2 CRCEHFICEITSDSSIcL28EEE X UI%EE Cox Ll — Foatr

Table 2. Univariate and multivariate Cox proportional hazard analysis
for D55 among patients with CRC

DSS

Univariate Multivariate

HR 95% Cl P HR 95% Cl [
Sex 1.29 068-249 04363
Age 105 054-2.12 0.8BG6o
Location 088 046-1.73 07118
T stage 189 083432 <00001 072 031-1.67 00181
N stage 182 094-347 00747

Histologicgrade 15 036-4.19 0008
Vascular emboli 018 0.07-041 <00001 03 012-073 0.0029

:am;l Ilymphatic

Invason

CD3 density 052 026-1.01 0053

CD4 density 022 009047 <00001 027 0.12-061 00004
CD8 density 046 022090 00227

FOXP3 density 026 011054 0.0002

M5l status 081 0.33-265 07587

Adjuvant therapy 136 0.70-275 03674

D55 disease-specific survival, CRC colorectal cancer, HR hazard ratio, CJ
confidence interval, M5/ microsatellite instability, MS-H microsatellite
instability-high, M55 microsatellite stable, FOXP3 forkhead box P3
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#3 CRCHEFICHT2 TIL & MSI 0B f%(n =322)

# S1 IS U 7z CRC B OB L ik

Table S1. Adjuvant therapy in CRC patients according to disease stage

b
arit thera
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Table 3. Density of TiLs in CRC patients according to MSI status (n =
322)
M5l status
Fatients with Patients with P
M5I-H tumours M55 tumours
n—23 n =299
No. % No. %
D3 density 0.0212
High 18 783 148 495
Low 5 217 151 505
CD8 density 0.0153
High 17 739 144 48.2
Low 6 26.1 155 51.8
CD4 density 0.8287
High 12 522 149 49.8
Low n 478 150 50.2
FOXP3 0.8287
density
High 1 478 150 50.2
Low 12 522 149 498
fis tumour-infiltrating lymphocytes, CRC colorectal cancer, MSIHFH micro-
lite instabilibebiah. MSS i : . p3




co3 cos - CD4 _ FOXP3
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= 2001 z 2002 < 2001 = 2002 < 2001 2 2002 5 2001 > 2002
in=8&7) (n = 275) (n=87) in = 275) in=&T) (m=3T5) (n = 8T) {n=275)

ST WigEIt il & %1 ol 0 42 T D~ — 71 — DAL

2001 4ELART & 2002 4ELAR @ 1 mm2 OMIFERI T, CD3, CD8. I X O CD4 B i o T8 fi %
FiRo 7o 72, 2002 4ELABE & I L T 2001 4ELAHT D FOXP3 Bt IR AMETA % 20 7228, 2 hb
DI I DRI GEHE 2 1 2 700 &N L 72,

w
w0 I wal: -
E ) ‘ 4 ol Y
§ & 1 I b —
E HEAHHHE  + 1
B w ? 1 ; ~
s . | ' H
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gl@ E 2 ) ! ’
W :
i 2—3—8 8§ i 2 3 4 8 1 23 & «
Low Mose oh

S2 1 mm2 kR D CD3 B D47,

[EIE N ORI — % T 2 201, 15 EHIT 1 mm2 OMBEMTh O CD3 GHMIEEZ 3l L 72, <
DoHTIX. CD3 Ml o KZE, PSR, B X OEBEOER D S 5 EH T 2ER L 72z, 1 mm2
HlzvicEEns CD3 HHEMEEL. KRE, FRE, SREcZzhZh 0~205, 0~1479, 0~
5070(cells/ mm2) 7 > 7=,
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