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W A H LT R AR & R IE - ARIEHTAARFI L E S5t 1 2016 SR H 9,372 A%
AR 0 AB BT T ARG 5.4% 0 A B R LM BB EEL TR B S~ B
R0 B ERAE 19.7% 0 BAEERILE NTEHSH - IR AMTE N 4RI EN &
R F AT IR ey W HA IR R 0 6 R AR R AR AR R A6 B AR A A AE R A E 3 A F S H LR
VG RO RIE R o VLA ORAT AR 0906 B R RARIE » AR¥R GBI IR G R R BRI RS
G » S ARCHIL s R - F 5 EM B ETRRALREE  ZLEEA
B 2T ERBGLET 0 ARA/ RENGRESR  LR2RERBRERAMA  RER
FART I A FT P o R X R FH BB A - R M0 A& 8 A ey s A 8~ % e i o
T R ACFRBEARAR AR 0 SRR I T R X 0 MBI dm B e AL s
R¥eb o R B RE IR -

RE#EsE © JE/)\HAEAHIE (Non-small cell lung cancer)

{EE/&45& (Chemotherapy)
1ZEL;45% (Targeted therapy)
¥54EBEHR (Precision medicine)

5l

Jilll

T BT A2 A T SR e A A S T
e FEGEWRAEISN - 1974 51 5 8 0 i S
UR B8 A 9.28 A » #2016 38 Ryig+
AL 39.90 A - FEPY-24AFE I 4.3 £5 !

SRS AT BB RE - 85% LA EJB A IR/ N
faiiJaE (non-small cell lung cancer, NSCLC) » H
7N 15% Z/NiEffE (small cell lung cancer,
SCLC) - NSCLC F X & 47k + i (adenocarci-
noma) ~ RIS (squamous cell carcinoma) Ei
AL R AR KA (undifferentiated large cell
carcinoma) °

B it AE T T £ A LR R B Y 5
BIRAE - AL« LoV RHE e 2 A SRR Bl
PG 5 1B 5 i 55 1 i e 9 B T 3R 22 PR 7~8
i > GENIAA 1.8 £5 (E— : 2016 F5EHEM%E
fifEsE CR b 8 A 11509 A » 2otk 28.9
A 5 BRSEER SR 3 85% 2Rt » 4E
I B 50% 5 HEGw T2 - i < MY RE
YL Ry L - ARPE 2012 SFEHfGT - MM
TR 82% 2 - SENE A 49% N
i BRI IR RSB LU B2 A e 26 - FH 2% e
ik B IEEDET -

fid e 9 36 96 2 4K 98 ¢ I A 01 050 (tumor
stage) ~ il 8 B 7 (histology) ~ 47 T FF 1%

WA ATERSR AU 71004 6 i AR 35S 901 S £ AP w AR R A
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— OERFETMELTR  JRERE
KRBt - (BRIZRIR : BEBABHRETE )

(molecular characteristics) B 5 A #5 B8 Jk RE
(performance status) fipiE o FHAR NSCLC ( 25
I ~I0 AHR) DIy E EAE (curative intent) »
RrIBR R 3+ fhr b o BE 43 HASHE DA B MR L5
i (adjuvant chemotherapy or radiotherapy) °
M NSCLC (2510 B~ VI ) HIEEL g - DIE
FIEEHE I £ (palliative intent) » HARAEMIERA:
iy~ MEFFATE LB B A TG R EITER - A8
B —i#F% (solitary metastasis) Jji5 A Al DIEESZ
FHTYIERBARIEMEUE (definitive irradiation) °

SHERERR
— YEEENEER T

3T 4F 2K HH A B B2 35 ] (cytotoxic chemo-
therapy) ~ FEEIIEIE (targeted agents) B G55

(immunotherapy) Y5 & 2 & - FEIIIIR/ NI
i B E % TSI HOERE - VIRRENE &
FSEREAN

[ I 70 B — RS RS R B A BB E - A
IS S 5 B R 3 FSC A e ARSI B » WT SR LA
ISEISEEY G340 PN 53 i) N
TR HE T LA [ -

390 92
ML - BRI CRERZE L BRULMMERTCRIRES

ﬂ=1'8

94 96 98 100 102 104 ¢

A YR8 — 8 7 IR (squamous) B I MR
(nonsquamous) Al fitd - 2 ) ] 75 6 AR S IG
Bt HALREEYEER AT -

i &) [K] 7 2€ % (driver mutation) — 4[] :
x4 E K 1 5% §4% (epidermal growth factor
receptor, EGFR) ~ [t %4 Wk B2 83 8l (anaplastic
lymphoma kinase, ALK) & FE K] ~ c-ros g EE K]
1 (ROS1)---5% » FHRFIRAYHNHIEIMOR ARG

aﬁHEIHEJ&F?&Et—EB‘&g 1 (programmed death
ligand 1, PD-L1) (55— PD-L1 2535 % [ 2
RIS FH SRy ] -

« JE/NHBERHE (NSCLC) HI{LE A

= tHE 2 &L (Platinum-based doublet)
AR R R Z BRED R 1228 - T T &0
Pl SO EHE 4-6 fEHERE - Lk NSCLC %—
FRACTFEIIRRAE o AR FT 8 6 {HFE -
i A B AL AF TG (progression-free surv1va1
PFS) » {H¥#XHETENE (overall survival, OS) 3fi i
ghas - HR bR * -

B iy SR REA B AL BRI R ] LAk

1715 R (1-year survival rate 29% vs. 20%, HR

(—)



Tl 8 2GR PLAT YE 76 I 145

0.77, 95% CI 0.71-0.83) » [L{BELERHE A FE ~ i
AU REAERY ° - 7E55 VI NSCLC [ »
LT SE B R R R PRI 72 5 (A% (Eastern
Cooperative Oncology Group, ECOG) §& fE R RE
(performance status, PS) 883 (0~2 43 ) HYRLR
LT

B S OF B9 25 = AL B R R Y
}5 : gemcitabine, taxanes (docetaxel, paclitaxel),
vinorelbine, pemetrexed, B irinotecan » i fERFFE
SEURAT B R B R (R o (HLBE S8 OF Y &
P15 (combination chemotherapy) % B — %)
(monotherapy) BEEFAK > - Sz - B4i0ES 3 FEL
FEEY) e A $E T SR (response rate, RR) » 4l
REZE SN A& 551 (hematologic toxicity) » H ¥f
AR B - R e (R 3
{LIFEEEY) -

$11 7] H carboplatin 1Y & 55 1 B B L, / @
2% A WK - Ho i FT 8 Ry 758 - B H K
BY X cisplatin = ZF % & $% 8 /R : cisplatin il
carboplatin fff FL#% » cisplatin % i J88 1% 25 #1 |¢
R (ORR) #% =7 (24% vs. 30%, odds ratio [OR]
1.37,95% CI 1.16-1.61) » {HAZAIEZRAG A HHEE S A
carboplatin » BISMT 2 BEANEL R AR TS e E 5 & LA
carboplatin BU{X, cisplatin® o {H7E DIKRIE By B AR
{LEREHE » A0 ot BB EALRE ~ S OFHLIOE
(concurrent chemo-radiotherapy, CCRT) » SEZ &
DASSCR 58 A cisplatin Fy' B o H FijHe 2 f O 22
i A BE ¢ carboplatin [REFDIREAME (CCr <60
ml/min) 584 VE BN LL B UIRR < M i
HEH -

SHEFIEMHIRHIBUITE  pemetrexed/cisplatin
(o) H i 17 VE R {8 A gemcitabine/cisplatin (i
55 12.6 vs. 10.9 months ; A HH I 10.4 vs. 6.7
months) » {E & HR A IR A BT 22 (9.4 vs. 10.8
months) » 54} pemetrexed Y1 IE 3514 B TS 52 51
TERI#RA 7 » [tk pemetrexed B ABEIANIIE
i A RE A -

ffE SR K S 4 W i Je AL B B L T 2 19 3 1
4 —E AR+ H 2 AR A 8 R 1k (weekly,
lower dose regimen) FJ[EAEEI{ER - Paclitaxel (or
docetaxel) / carboplatin (or cisplatin) DLEFE L

AR TR A AR AR K (4.4% vs,
9.1%) M ABGEZEESER (RR 38% vs. 33% » PFS
6.1 vs. 7.2 months » OS 8.9 vs. 9.5 months)® -

(D)bEEHOLEARZEREF (VEGF) Bk

nee

M %& M % 4 £ K T (vascular endothelial
growth factor, VEGF) & 2 17+ £ 1A &% T &
% > VEGF Bl H = #2 /F /& 2 & #r &
(angiogenesis) » 3 — 2 3 i JlE 95 119 ol = Bl
% » fE NSCLC 1 VEGF X Bl /& # 1Y TH & &
7% % o Bevacizumab ‘& A Bl VEGF #E& I E A
FEEE PR PLHE (recombinant humanized monoclonal
antibody) » bevacizumab B & §1 5] 2 & HH{LIE
He [A] BE A7 W6 J01 9 % TR A i NSCLC » W&
RR » %t & PFSEHL1OS'Y« £ ECOG E4599 i,
& i » bevacizumab (15 mg/kg) Il I paclitaxel
/ carboplatin Ed B Hi{b B LLHL - W HE R ORR
(35% vs. 15%) » #4010 PES (6.2 vs. 4.5 months) »
OS (12.3 vs. 10.3 months) » 1 4 Bl 2 & {7 §iF =&
(51% vs. 44%, 23% vs. 15%)'" o 1% 3 () AVAIL
trial & bevacizumab Ei gemcitabine / cisplatin {f
A ZEHEEERY bevacizumab (7.5 mg/kg) B
REEAIRR 12 o Bevacizumab #8% EHIRIE AL
15 ¢ AR ZE (8%) ~ SRR (6%) ~ HAIML (4%)
HEHIR (3%) Bfifi il (1%) - iaR IR s
PEIMLEE » 3675 Y B TS 4R B I 7R V5 I
FEHEEDSE -

Ramucirumab & VEGF receptor 2 HYBEEPT
#8 » 7€ REVEL &{&h » ramucirumab (10 mg/kg
every 21 days) B1ZE — 5 {bJ% docetaxel ffFH » |
#E £ OR (10.5 vs. 9.1 months; HR 0.86, 95% CI
0.75-0.98) Eil PFS (4.5 vs. 3 months; HR 0.76, 95%
CI 0.68-0.86) » & H AiiME—i& & 8 bR oF
MAEAERAFTE I » Bl bevacizumab R[A]HYSZ
ramucirumab w] FIFA SIS - (H &
T I B e R R E R P

G4+ B F IR A e i e e e A e B A
Toes - [HERE PD-L1 RKIF (>50%, #15=
A ZE ) - "I BEEH$T PD-1 #I( 7] pembrolizumab
H—HE - BN R RE TS A E G -
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(=) #5785 (Maintenance therapy)

W6k SO it e 1 00 265 1 1 22 95 98¢ PR 152 4-6 18]
FERE » K9 75% 3R A FEF R UGS (CR/PR) B
FRIE (SD) » i b3 B 28 A {8 7 DU 52
(watch and wait) » {HFJHEE 2-3 &l H & » KEBo>
5 NHIIR 678 E (PD) » JRLIRF ] £ 52 28 —Ria it
BN BET T 38% » H AR A RS S E
T AR REAR DR ZE I A B VAR o BER [
W B S RE R R MR A BUEH - HER
TR ' o MEREIGIE ([ ) RAEW AR
EIR R ER - IR0 - R
BIRFHEIRE - R A GRS ESHAE
B FEDMER (L AEI (PFS) » R BETF
I3 (OS) -

R ANAE S — R AL IR A B F bevacirumab
= pembrolizumab » FIf /5 W] £f #& 5 J5 {5 H
bevacirumab &Y, pembrolizumab J5 # 55 75 #& -
H R B HRAS LR EY
i pemetrexed, gemcitabine 8 docetaxel » HI|
HERF 1R G AT H7 48 5108 B ) S e (L B YY) -
F PARAMOUNT B tf » DL pemetrexed & #ft
Ff 5 $R I n] 88 3% 4 £ PFS (4.1 vs. 2.8 months,
HR 0.62, 95% CI 0.49-0.79) ~ OS (13.9 vs. 11.0
months) Bl 1 E{Z1ER (58% vs. 45%)1° o

&y

i SR 7E SATURN G Barh » SR IR
I AAE 55 — AL 1% (85 ] erlotinib fAE F5 96
$# » PFS (123 vs. 11.1 weeks) B OS (12.0 vs.
11.0 months) #} A Fir 4E £ ' » {H 7 3E A9 ITUNO
B A IR AGE B erlotinib HERFAE R HIER H
EGFR 7€ # B Z 1 #5 7 » [K It 3£ FDA &
1E erlotinib (13 JEAE - ¥ 72 85 42 Y (wild type)
EGFR 5 A ANEEa& (] erlotinib M bAF R AVHERT
1B -

= ERENAFREZIFE AE
(—)REBERRAFSEE (Epidermal growth factor

receptor, EGFR)

[ 98 4F 5= A 8 A IS AL M I 2R 1 32 B
P2 e PN 2R B 3R 3 £ (intra-cellular signal
transduction pathways) » DLEREifI gt & ~ 8
o~ M3~ BEpEIME 4 - REZERK T3
7 (EGFR) ;2 vk (el - —fE E - fF Ry
MM AR K K ¥ (EGF) #y 552 2% - EGFR i
b Rz A R s AL G R R REE M - £
=0 B BEEA EGFR 13 - EGFR
AR B (dimerization) 74 RETH ALK I R L
B (tyrosine kinase, TK) » &l —>R5 YL, - Jifi
RRFEHI N G EGFR 2e88 » RIS R 7 4 K (K7

Historical | First-line treatment Second and
approach Plf]::,l:,:lt::'hgﬂ:?‘].ct “Watch and further lines of
(46 cycles) a C' ”all treatment
o o o> wait — °
Diagnosis CR/PR/SD PD PD
Increased
time to PD
New
approach .
Maintenance
therapy
~—— é—- « °
Diagnosis CR/PR/SD PD PD

B : #5585 (maintenance therapy) : &8 4-6 BEZ20)LEBEBECE  BREEFUEBE ( “watch and wait” )
BRILOEVRATE 2-3BEBRERRIL - EEABERKE - HIT8ERERARCEMERERIBER - UE—1t
B ZHgaRNEFELE  BRATHESESTIRIEE BUIERER(LEEH (PFS)  EEXEREHEEH

(OS) o CR: complete response; PR: partial response; SD: stable disease; PD: progressive disease o
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Extracellular

Intracellular

l Proliferation

l Growth factors

‘l Chemotherapy/
radiotherapy sensitivity

Signalling ¥ (anti-apoptosis)

Antibod

Cell survival

Angiogenesis

Metastasis

A 4

- XRERRFT R -BIZEE A H) I H (EGFR-TKI) 89/ B & I{ - EGF: epidermal growth factor, TGFa:
transforming growth factor-alpha; R: epidermal growth factor receptor; K: epidermal growth factor receptor
tyrosine kinase; EGFR-TKI: epidermal growth factor receptor - tyrosine kinase inhibitors; DNA: deoxyribonucleic

acid o

o - BRI ER BRI HI A (EGFR-TKI) H & fUK
M (B =) » EGFR 22## Bl 45 a] fif F EGFR-TKI
e 1 A A TR - o 78RS M i s 1 9
ARG 15% H EGFR 2€#8# » jfij 75 55 i i & Hi AT
=i 50-60% ([@PY ) » H 23 A 2ok Ba IRkt
%

EGFR-TKI ¥f /A H EGFR Z2 %19 fiffi i I &
# o B A LR LR - T EHERAE K PFS
(HR 0.43, 95% CI 0.38-0.49) » {H¥f OS HifEg2 2
(HR 1.01, 95% CI 0.87-1.18)' » HEJAI A FEE K By
KBTI R —RRALBHR AR R B s &g
X XA (crossover) EGFR-TKI o

% — X EGFR-TKIs & 5 erlotinib EH ge-
fitinib » 7 41 B 79 OPTIMAL & B i » ¥ 1A
H EGFR 228 i i i % J 3 > 28 —#RBEH er-
lotinib FhAL %4 B £ ORR (83% vs. 36%) Bi
PFS (13.1 vs. 4.6 months, HR 0.16, 95% CI 0.10-
0.26)!? o Gefitinib 7F IPASS 8 Esrf » %5 LAY
EGFR ZE## (common EGFR mutations: exon 19
deletion B, the exon 21 L858R substitution muta-

tion, fj >90%) AU RAE & - FHEFLHE AT

EGFR + KRAS, 3
HER2 BRAF Co-m utalions[ EGFR + HERZ, 3
33,1.9% 11,06% , 7,04% KRAS + BRAF, 1

_ Mutation %
Cohort 1 EGFR 55.4
EGFR/KRAS/

KRAS 5.0
HERZIBRAF HERZ2 19

BRAF 0.6
ALK* 938

Cohort 2**: ALK

“ Cohort 1 (n=1,772 lung ad i ): testing of EGF ER2/B
“*Cohert 2 (n=295 EGFR-wt lung adenccarcinoma); lesting of ALK

B : 5EfmiRE5ES R 2% (driver mutation) Zi&
BRESMH -

BHFEFF PFS (12-month progression-free rate 25%
vs. 7%, HR for progression 0.74)*°

Afatinib & 58 — X “f \] 3 (irreversible)
EGFR-TKI » DLRE 8§ A o ¥ 42 HY Lux-Lung 6
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SRt + B8 EGFR 28BNl - %46
gemcitabine/cisplatin [EEZ » B]HET} ORR (67% vs.
23%) ki PFS (11.0 vs. 5.6 months) » FE& /4758
I @ exon 19 deletion ZER 1R A » i FHER —fR
afatinib FHEE ML AT HAZEZER: OS (31.4 vs. 18.4
months, HR 0.64, 95% CI 0.44-0.94)?! - 45865
A~ ¢ ot =##H EGFR-TKIs #1 [ afatinib fY%%
R - AEEERRECK - s 15 (95%)
B (89%) ~ TR (T2%) ~ HHER (57%) il ji
FEHZIE (29%) © T4 » BR TR e AU RE S -
afatinib ¥} A S7681 ~ L861Q ~ B G719X ZFZE
et A TR (HZER exon 20 insertion HI |
it =FH EGFR-TKIs ZF4HERY o

JIES IS 2 i g e S L A RS A7+ EGFR-
TKIs 7] 38 & I & 5F & (blood brain barrier,
BBB) + $1¥1% A BHEHMAOE AR ARG S -
HA EGFR 28 » v NS 71l / 0% - B#
R EGFR-TKIs BIE % - EGFR-TKIs £ 1L
BN A EINAE R PFS » fE G Hgk OS L -
(Rl EGFR-TKIs BiLFHEA]

S P 55— R F EGFR-TKIs o fitig
TR EAL - SEEEE A 8-12 M H e g
BAPTEEME - HOH R PTEER R T I0E ¢

1. EGFR & AL i #2248 » v &2
1E 790 i & b 1Y &k i 1% (threonine) # H H i
/% (methionine) Ff BN X, » 25 & T790M ZE % >
IEHE AL T 28 K PTEEME (acquired resistance) 1Y
50-60% -

2. MET B 7 R 3 5 % B (amplification
of mesenchymal to epithelial transition, MET
oncogene) : 4 A 5-20% i A gefitinib B¢
erlotinib B 9 A » 1 i T ¥ 55 = fCEGFR-
TKI — osimertinib 5§18 4 E 1) 30% o

3. 265K H EGFR 28 88 11y fifi Jix J AU RH
% ##8 2U (histologic transformation) J& /Nl il firfi
Ji (SCLC) B A% A 53 9 A i Ji (large cell
neuroendocrine tumor) - |2 ¥ EGFR-TKIs #Y
Bk

& 25 — #% EGFR-TKIs % 7 4= $1 %
P - KR Y] (re-biopsy) Bl Il K RE 2E
i (liquid biopsy) i HI i B2 I fE A (circulating

LT

tumor cells) # ¥ T790M & K HT & 4 » a] {if
FH osimertinib i By 2 — 5§ FH 8% - B 5 L
J# platinum-based pemetrexed LL#R 7] 15 UL £
PFS (10.1 vs. 4.4 months; HR 0.30, 95% CI 0.23-
0.41) » $55 ORR (71% vs. 31%) » =L Y
SIE I g A (23% vs. 47%)2 » SIS SR s
H9E A » osimertinib HYZRII L AAZAE LI -

7t FLAURA # E& 7 » osimertinib i J E.
EGFR Ze 80 i i fifi IR FE A 25 — KR FH 4 - B ge-
fitinib / erlotinib fig[ti% » FJEHEEAE & PFS (18.9
vs. 10.2 months; HR 0.46, 95% CI 0.37-0.57) Hil)z
JEHIRT (17.2 vs. 8.5 months) » AffIEFERERS AR
B - BITEA R - i Bt A HEHEE S
KA (de novo) TT9OM 24 » [ LEE =Y
osimertinib F U5y 55— HUFELIA R EITE ] -

£ 1025567 3 B > erlotinib fi L beva-
cizumab F A R EGFR 2 %8 vy 6 3 il Jig 3 975
A+ BB erlotinib f ELH » 5 5L {5 A BE AT 4T
# ] HHBAAE £ PFS (16 vs. 9.7 months, HR 0.54,
95% CI 0.36-0.79) » (HAAB=HIEIEN » AL ¢
TR IMRR B FR ©

(Z) &M M B B RES (Anaplastic lymphoma

kinase, ALK) i & &R

NSCLC H—FE ATESE SR Gt lie sk
FZi# (inversion in chromosome 2) » 3& ¢ Bk 7 &)
YIS AR 1 4 ZE[R] (echinoderm microtubule-
associated protein-like 4, EML4 gene) 1Y 5 i Bl
ALK gene /4 3’ Ui il B (juxtaposition) » [t 28"
A#IMd 7 NSCLC 1Y 5% » & By 0% » 245 52
% A e (RH S At i e £ 3 -2 68 %) » A
fil 5% SIS E il 5% (<10 pack-years) - fH i BU &
s B9 (signet ring) 5% i 1 (acinar) 9% » R
& & F EGFR &, KRAS (Kirsten rat sarcoma) 2&
8 o 16718 ALK+ K915 7 B 4 2 EGFR-wt Jfif
NI 8-10% (@ DY ) - ALK LK EHHIN 2 B
JH R B 8 O I AL 4 32 B4 3k (fluorescence in
situ hybridization, FISH) B¢ 5 fH 4% L2 e 13
(immunohistochemistry, IHC) -

Crizotinib & 5 — {f]l ALK-TKI » 5 7]
A ROST B [K 28 BB 9 #] » & crizotinib I %
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B LR R BV G » Bl pemetrexed B4,
docetaxel fif b - 7] B B 2 /5 ORR (65% vs.
20%) Eil PFS (7.7 vs. 3 months; HR 0.49, 95% CI
0.37-0.64)*°  Crizotinib 1, 7] i b 55 — 47 55 A
Bl platinum-based pemetrexed [L#% » ORR (74%
vs. 45%) Eil PFS (10.9 vs. 7 months; HR 0.45, 95%
CI 0.35-0.60) ¥E AL 2 -

Alectinib j& B3 ALK-TKI - £ ALEX %
Esoh > BN ALK+ 55 — #f Eil crizotinib Lk #% »
] 3 F| ¥ £ /Y PFS (25.7 vs. 10.4 months; HR
0.50) » BE 47 #Y JIE A0 A% 22 /il (HR 0.16, 95% CI
0.10-0.28) » B 5 DIy = DL EEITEF (41% vs.
50%)*" » Ceritinib th 255 —fX#J ALK-TKI - [t
crizotinib 5& 20 % » fF ASCEND-4 H Exph »
A ALK+ 25 — #i B platinum-based pemetrexed
i » ORR (72.5% vs. 26.7%) ~ K ERART (23.9
vs. 11.1 months) B PFS (16.6 vs. 8.1 months;
HR 0.55, 95% CI 0.42-0.73) ¥5 B AL 2 - 75
ASCEND-5 & Ei tf » ceritinib [ 2 ¥} crizotinib
KRR - B AL P - TR
I M ORR (39.1% vs. 6.9%) B PFS (5.4 vs. 1.6
months, HR 0.49)%? - Ceritinib [ 55 B & : & Bl
BV — AR R - AT R B & (750 ® 450
mg) > kA G B IER o 534h » brigatinib 1
=8 KB FDA 7] X ALK+ 1989 - (HH
i =Rl (9%) ; lortatinib (PF-06463922) 2
5 =Gy ALK-TKI » "] fJ R S PTEEMERY ALK
GI1202R - {H{EMFEEREER -

& I (Elderly) & §& 8E T 1£ (Poor perfor-

mance status) FJFEHA NSCLC

e BLIL (comorbidity) & 52 i Vo 7
WG T Wil P2 2 S SR e By 68 % - FEW] 2
BTREA 40% i BB TR 70 5% BEREAfE
# (ECOG performance status > 2 B Karnofsky
Performance Status (KPS) <70) 1 30-40% - Z4F
fif g BE = m v A i U4 B At P Agps A AH ] -
V3 R B K722 B R DRy 32 - A EaENX
ToesE R NS SATHETEHRT -

BT 4 40 K B2 ECOG 4 RER BE 2 43 % -
AL s B A P B Bl - 8k B DLE—1k
B yE R Ry AN G A AR - BT R RUR ¢
R A AT LA 2 & s SR EIER - BliG
ORI - e e B IR B 2 A8
) o B —ALEEUB AL © vinorelbine, docetaxel,
gemcitabine Bl pemetrexed » {b & Bl <7 £ 7
HULER » PIREARUE RG] - EETREE
IEanE © Vinorelbine £ AR &Y - W] A E4E
FIEHHIEEMIER A o K] bevacizumab £ AR
HEAFENE - vTREHKSH AR - AR ER
2NN

FE PR AR 95 95 S Y EL B ) [A] - 22 S Y IR
I g R = - BRREEEYIRY &I E R X
RRALER G » & A SRR A2 R
fa o IR IE R0 AN IR E SR iR 5 ECOG #ghE
IRNRE 2 3 DARE A REREH] - AWFSERUR « H2
MK ~ BEREM RIS A - 1
FEIEFR B SR A Ay s 2O -

& i

fide 2 Fr B e L PRI T - £
8 e 55 MR A - IR AR S e FE SRR Y 2 —
A7+ THE A E HIECRIEE T - #iHIE/N
MUt (NSCLC) 15 1 A i B E R K 5%
T8 B A BESREE LG - (HE BB TG ~ i
BEVE R BRI VAT (IREA AL £ A oy BL Ol
AEE - HRNEFREER S - ML HEE
F #E B2 95 [ 1] 1k (individualization of precision
medicine) FY J5 HIl - 4K 3898 A B9 AR ~ fH A% A
RE ~ AR 73 TR ~ SRR REIR DL - 2
SER A RAER - BERRY ~ HEERREDN
Bk o B A BN EHTHY 2017 ARG A NSCLC 2
IBRETAE - RGN EERE T - BEE
BT BE B B SCAN BRI » M vE BRI A 5
PR - BER A BHEIGEREE - AR
gL WRERE TR AREIIEH -
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Treatment Paradigm for NSCLC, 2017

Nonsquamous Cell

Squamous Cell

1
PD-L1
=50% TPS

Lo

PD- L1
149% TPS

I

PD L1
<1%TPS

1
PD-L1
<1% TPS

PD L1
250% TPS

PD L1
149% TPS

{85 ey ey

\v

First-line
treatment [

Pembro + pcma’carho

] Pgmi][ (hemo ] [ Chemo ]

l!il or 2n{l gc?(‘:ratlon l ¢ ¢
- EGFR-TKI
generation [ Pembro ] Chemo + Beva
ALK-TKI
Maintenance Bevacizumab Pemetrexed
(responders only) (if eligible) (if eligible)
one - T790M+ | | T790M- ™ Y Y
"'—‘; A :t?"d'lmte [ ] [ ] vanl.umab Chemo Nivolumab
reatmen Atezolizumab + Ram Atezolizumab
Chemo
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with Advanced Non-small Cell Lung Cancer

Shian-Chin Ko, and Kuo-Chen Cheng

Division of Chest Medicine, Department of Internal Medicine, Chi Mei Medical Center

Lung cancer is the most common cancer globally and is the leading cause of cancer death in both men and
women in Taiwan. About 60% of lung cancer patients belong to advanced non-small cell lung cancer (NSCLC) at
the time of diagnosis. The therapeutic goals of patients with advanced NSCLC are prolonging survival, improving
quality of life, and reducing side effects of treatment. Over the past decade, the treatment of lung cancer has
progressed rapidly, including cytotoxic chemotherapy, targeted therapy and immunotherapy. Due to principles of
precision medicine, the treatment of patients with advanced NSCLC must be individualized according to tumor
stage, histologic morphology, molecular characteristics of the tumor cells, age and performance status. In order
to give the best treatment to the patients, we must cautiously select the appropriate drugs and closely monitor the
response and side effects. (J Intern Med Taiwan 2018; 29: 143-152)



