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Tumor mutation burden and immunological, genomic, and clinicopathological
factors as biomarkers for checkpoint inhibitor treatment of patients with
ALER 84 | non-small-cell lung cancer.
GE/ NIRRT X 20 T = v 7 R A > FREEONE TR 1 2 HEF I AT,
JEIEE DGR L L S50 - R 71 - BRIRAVIR - & OB )

[lEUDIC] T = v 7R A > MRERKIC L DR NA<ATbhD L)tk oTz, ELEOZRIX
IREWTHDZEbIBND L IITRoTc, £ THRETT DD DA F~— 0 —DHFFEH R
THEAMZED SN THDE L OO, RIEHFITHL STV R, ifEIcBiT 24 F~—h—L LT
Programmed cell death ligand 1 (PD-L1) | EEMIAEAN O+ %% (Tumor mutation burden; TMB)
BILOMESRE Y > 7Bk (Tumor infiltrating lymphocytes; TILs) 237 H S TWD M, Z ORI K
& B WITREFI R ERB LI OBEMEI T E 72+ I SN TO R VWORBIRTH D, £ 2
T, AlEFx 3R 235 1F D TMB & ERIKHY « 502 1R 1 & OREME 4 5 202 L TMB
LEBIIAA =T =RV ELRFIZONTREF LT,

(5 & J5ik] 2018 4F 5 2016 4FIZ 1@ & RS E R R FRER AR SAVEHZ 35 W TRITEIERIT 2 1 7T S 2u 72 3/
et 92 il 2 kb5 & Ui, TN Chi U 7o i slkds X OVER ik 2 v, wittfRe—4 o
—Z AW X Y — AENT 24TV TMB 2 FH L7=, EGFR « TP53 « KRAS 72 & 0 3= 570 BB s 1
BTN T SN —5r o 2% FV, PD-L1 OB TILs O aFAlIZ 1 X EIBREEA O S ik b Y
i1 o7,

[F5R] TMB @ i1 d 60(10-502) T o7z, HAERMHT CIEAME (p<0.0001), MBLFEEED & 2 fEH]
(p<0.0001), AEMAA R LR (p<0.0001), MEEEEAH 2.8cm LU | (p=0.0196), EGFR &z AR E2H
X720 (p<0.0001), TP53 #{nTARAZ AT 5 (p<0.0001) JEFIT TMB @&l & OREM A B T=, Z4&
BT Clx EGFR Ein AR 272 < (p=0.0111), TP53 Ein AR 2H9 5 (p=0.0425) = L2, HEIC
TMB @i & B L Tz, — 5 TMB OfEIZ 2 E TS F~— I — L LTHELEZ LN TWS, TILs
X PD-L1 #BLE OBEMERZ LW E LB E 5T,

[$578] TMB B EF = v 7 KA MHEFEERO NS A~ —— & LT S iuE, ZAUCBEE L7,
L0 EHIZET TE 5 EGFR X° TP53 72 E DR+ %5l 5 Z & T, TMB 2+ 25 L 0 & EfHEH)> X
B—TF o —ICE T = v 7 ARA v MELEFEEORZ TR 2 2 LR TE D AMREMEN IR ST,

KHAAGETHHTHZE, 1200FUNICEEDDHZ &,
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PERDGER : Tumor mutation burden and immunological, genomic, and
clinicopathological factors as biomarkers for checkpoint inhibitor
treatment of patients with non-small-cell lung cancer

GE/NaE T 20T = > 7 KA v MEERODR T
A7 2 B I AN T2, BB OB T4 R L E 7 - Bia T
)« ERIRHIR - & D BeEEE)

AL, FE/ANRBR AR 3 1 2 IEE M NS 728 S48 (TMB) & BRI - 70
RN - & ORGEMEZ B S 02 L, TMB &b A A~ —h— L0 55K+
IZOWTHRE LIz L TH 5,

FE /N B B A O BRART S A T 92 S5 & KT G AT L7z, HZS BT OFES. 5
P A WERE | R bR ORARTY 2.8cm LA O EEES . ¥ EGFR B s 4R,
A TP53 BinFARDFERFI T, TMB HiEE DA BREEM LR, 24 EfiftT
DOFER. HE EGFR BIn AR T, 2>2F TP53 Ein FEEDJER]A TMB =iifEis
DA BB ZRO T, — 77, TMB fEEEE IR 8k (TILs) <° PD-L1 &1
EDREMENZ LN & BB L7z, Bl EDORERICESE, HFEE 1L TMB 3%
BT o 7 IRA v NEEHEDO NS, A~ —T— L LTS LE, SRl e
D BIEMED RO B, L0 BB FEEDFENT AIRE72 EGFR X° TP53 72 & %
T 5 2 L TRET =y 7 ARA YV MEEEODREN LY A 4+ —F I TH
TE 5 A[REMEDS R ST & ffam LT,

FEHEERSCICR LT, BF2ET H 1 6 BATE | KRS TR
SRR EDPME S, TILs ° PD-L1 ORIBUCEE L 5 2 H R0, AR
ROBEREA 2 EIZOWTHEERISEN e Shiz, FEOBR, KFELZBOH
SR TR L Clt) 2[4 03538 BTz Ll S, ARFZERR ST LT, &
Nz 5CET 2 &l STz,
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