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BIEFERHY, 771 F=7 (gefitinib) AEICTREREIMIL, MORMERIIEELE 256458
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WZ/NETHI B RE & SV A RO AR I & Ol T/
KA RO, W) CSEENPELTNDLEDEEZ D
Nz (K1), REEHFEMRAICT, ARSI EE IR &
BN B UM, RS THE PREs X O M
OPMLE RS, B X ) OEMB X OB TR &2
WiL7:. RYburxz3vya vy (PET) B&
O a2 MRI s & A4, ¢T2aN3Mla : Stage IV &
ZWrL, LB AR L 7.

ABEWREEUE © & & 153 cm, AE 45kg. IfiLE 122/61
mmHg, WRIA 77 [A1/min - 3, BIRI0EEFZEAIE 95%.
FAE) VOSEHNERZ L. AEBCEIN - EE 2 L. KR
ZICTTHE S L. BEETIE - %k, TR, 7
VEIE. K95 - BIEHEIR - FER L.

A BEIRE M A A .« R SR [Ib 507 mg/dl,
HbAlc (JDS) 115%J, LDH (293U/L) & ALP (494
U/L) k&, Ef~—»—&fi (CEA 882ng/ml, NSE
12ng/ml, SLX51U/ml) %7

HEW A YA TR Y ba— vk, PS2TH
HZ B HIVKRT T F ¥ [carboplatin (CBDCA), AUC
=45, day 1] + 74> % €~ [gemcitabine (GEM), 900
mg/m’, day 1, 8] IZX A {bEEEAMG Lz (X 2).
Grade 4 D MV/MGEA B X O M AR A4 U, BESS
Mi/NIRARD 201 23— ATHRT L7, EGFR #{5+
ZEH (exon 19KJE) BV, 74 F=7 (gefitinib) %
BlIA L7z, BRSO N, 40 ARIEHE T IEONER I35
FHNL, ENUNDOBHIEZIETRTHEL TW:
(X 3A). RRIERIG 2 4F 6 BIRICAT RS H 72 2 R e
wERo (K3B), A TFHEDAMIHRITEAI o722
Enn, A FEEGIERAN & RiAT L7z, WL A kB
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B 1 JWEHEACT (W), A FHIC 42 mm KO TR, il 5%
ERTROWNKEHGE, A LEOSRINE R ) 77 A5, WY
YSEIOERIER DT A, W IS/ B EE & S S A KO AR
NI B & DMl /w5 2 52D, HEIEY) Y XEHENE L TWw A b D EE

Zbhz.

kB 14 B 2574 B# 25104 FB#

S48 AR sE94 Bg
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CBDCA+GEM  gefitinib CBDCA+PEM

2 R

¥, ypT2aNOMO, Lyl, V1, pl0 : Stage IB. 3 D D#&Hi
HREA L7 42 x 38 X 15 mm O FFE ML <, ML
L CHEWERGYTARZ 2 LTS, EBZ2EYI LI %
T TSR AR L Tz (X 4). #ML L 7z5Em T
&, NEVFY U ERARLACDS DY a7 7 — VN
B, £HELTEY, BRI 7 ESMkEE 25
N7z, EEMIE s u~F v 85T, BAEEBXOKN
AEEAHAN S, BREMASHE Th - 72, BEENIZIE
FLR T, BHROMER S %A L, BEIROF.OIZE
M Y, ZOFREIESLAES Lg% 2L
Tz, fEgefa Tl Ki67 25 B L Tz,
Exon 19 R 4% 82 2, W4k fz 7 @ exon 20
T790M % #7272, CBDCA (AUC=45) +XX kL
¥+t F [pemetrexed (PEM), 500 mg/m’] & & Aili#
b2t m 4 a— Attt L7z, PSO Tldd o 7228, W

43— A

CBDCA+PEM+Bev 43— A
— PEM+Bev 81— A

gefitinib,
erlotinib

L2473 1L C grade 4 D M/MRIRDBE L2 &2 D
CBDCA @ AUC X 45 & L7z, itk 2 4E 2 HiZ O
Y CT I CYIBRIMIRICH 727 2 D Of5i Gmm & 9
mm) xR, D9y HZICHEEZ L S 12mm (23
KU7z7280, AL EHRM L7 BERAPHNIRET
DI EREEHEL, TR X 255 PO
gefitinib 4% 5- CH IR R 2 1472 L T 2HED»DH 5
Z b, gefitinib & G- L7z BHAME TR AL,

I aF =7 (erlotinib) IZZE L THHEH L7720, i
BEDLET Iy ATHIL L7z oo PATEA CREL
HBBARO BN KT L T &, EEIme
EREME L72EHRS RN T 2R E2 % 2, CBDCA
(AUC=45) +PEM (500mg/m?) + XN Y X = 7
[bevacizmab (Bev), 15mg/m?] (2 & e bapi:
ZRMG L7z 4 23— AR TRISHEZ ML, TO%
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3 JWEBHALCT. (A) Gefitinib B 44 H k. A TREOMERIIE IH/NL, Th DStk
HIET_THA LTz (B) Gefitinib HHEHHAG 2 4F 67 A%, A FEISH L LREE 2RO 72

et AL SR

4 FRAEEROMIESE. 3 DOMHIAEE LB 4238 x 15 mm O FEEENES T, #AEbL
THWEGARERE 2 LTV, RBEE) L) 2 CHEEHERHE L Cniz. ML
TR, ANEYFY VEARALLZCDS DYy a7 7y —IUNEHER, £HELTBY,
FEAZRf - BB ALRR & & 2 Sz, ML 2 o~ F v BEc, RAME X KA
Hiih, BEEM 2SS TH - 72, MEICERLER, BEIROMEks %4 L, Bkt
MBS 25 Y, 2 ORI NEEPEATRS] L 71§ % 2 LTz, St T Ki6T 256
FIZRBLTW, A7 —)L : §mm.
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@ PEM + Bev (2 & A#ERpRE 4 2 — A TIERITWHIR L2
E 524 3= AT L7z CTH{E EoZEbIEA LT,
BRBOBEREIE L e o272 0RRER T L. iGE
BIAGEREDS 6 4E 9 A, PSO CTRGML T 5.

zZ =

EGFR & {n 2 btk o MiliE x4 % EGFR 71 ¥
¥ F—YHEE (EGFR-TKD) #%5T, BEWZ 5
TN % % S RBRT A28, 1T L A X ORERITHRICIEANT
T2 MRS 5. TTOOM Z 5388 b N 7= H 1213 EGFR-
TKIDHEFNRIIIFETE R E ENTW %, itk
PEARIZ X B8 5Pt OG- CH ORI R 21372 L
T HHEVR, T790M Z2 A I L & 0 BEAF 3
EHEICHET 2 L0850 H 5.

IV 51 IE/ N il 9 D B 15 36 13 LA T B
P, WRLOD X 9 TEEMESER 2R LG E, IR
WHORKEBRERPELNDL. H1 K54 v Rk, [E
o MkEi L, progressive disease (PD) & 7 o 72 & g
W77 =274 MALEREZRT) SEPHERES T
B0, FEBNC X o TEFM &) B H 2O TidA
W kEZ DL, ALY, MitkE5RE LIV o EGFR
IR T RGBT L, CBDCA+/827 1) % X&)
(paclitaxel) 2 X 2 b5 #4412 gefitinib ZE A L, il
AR RO MMIRE L7225, 0%t 451
TeTe DIV — VT4 & AT L 72 RER & i LT\ B
Witk 4 HCTHEFE L7278, gefitinib 5 CTHEL, £
OB VAEMBBIREIZE T TV RWv. MRS, Tkl
BE2MES IV Mo EGFR SR T2 S MM 1t L
R E, gefitinib 1 X ) RIAHIEDE S 12050
PRAL L 72720, VR — VRl T L, itk 14
8r AMHREZED TV WEMZHELTnE. Wi
NOWED, EEMMETAARE LT b545 121354
WEEEETRERMAH L LEREL TV,

PNNR—= TV FMBOCFREII OV T E T ¥ R
Z LS, ARREFITIE 2 4 64 H K gefitinib 25%5- 3 v
TWeZ b T I VVBRENEER (TS) OFBMKT
LTwaYbnE#z, TSEAOMKWIENIRIERF
BT 268808 HE SN TS PEM 2 &HE L
VAV EBEIRL 72 Park 513, 1 IGH T EGFR-TKI
B 2T 72 ST PSS L 72 EGFR & fn -4 2 b Ve 1
VaF L, 2KiGH O PEM Hj & GEM 2% %4 ~ (taxane)
EEGT I T IRREOBRRM R L LB L, PEM H
HICOMBEAAF B AERICREr o722 2 2 G LT
Wb, RIEGNIIRE LD OMBEHIEE L T72205, PR
ROFFHLME 225, FDBOILFHEICH SR 158
BB I ETET. B LML L 728 5 535
5 & ITHHE LA L, RS R EmE cbN
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Twiz (K4). K67 BB EETH 72120 0b b
¥, WBRERIBRIECTHo B EEZ LN L
N— VP12 CBDCA + PEM IC X A b a 4 0 —
AWEAT L7285 T I L2 bl Th DA%, REEN
Mt h 5 Bev O FRERTFE I N2 L2 s, KD
{b2ff#P: L ¥ 2 & LCCBDCA +PEM +Bev I2 & % %%
#EA L PEM + Bev I & 2 #MERpis 2 @I L, (21T
Ra{G. EFMMAEERL 2722 & T, T7T90M %
BRI O A WIS BLE T 5 45 3 4t o EGFR-
TKI ARG RERIRIIATEEL TN TEL. 4%
b LIS LA, FEAZG T2 FETH 5.
IIIB/TIV W3/ Nl DL 73 CTlE, AR FtH
DT EGFR-TKI & Ml EEPUEA O W ) % ffiv)
LN, ROAFHMMOERICES TV I TY
B0, AFEFITIEE SIHFHIIBRE M /-2 & T, #
BEAAYMB X0 PS RIFIH 2 EIX L, BEOER)
YRR OZ RS L 2 0, BEMAGE S S W
IIIB/IV BAMIRE AT 2 VN — O P O B3 130 L
TV, LA L7245 HIZBWT, FiiiR
BEMBNONT VA0 B 2 \ZTEEE IS % BN
X, BFERO—DO ORI D ) 2D TIE eV
EERD.

HHEE P E LT 72720 2o BB SRR 200 B 2 A4 R
O WG IEAE, HEEIIRRETC SHE 72 7250 7 [6] e 2
Y Sl ool W e <3 Al D=
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A case of stage IV non-small cell lung cancer having long-term
survival by means of multimodality treatment

Yumika Seki? Hideya Iijima? Ryou Horaguchi? Yuji Suda? Yuriko Shindoh? and Takashi Sawai®
*Department of Respiratory Medicine, Sendai Open Hospital
> Department of Pathology, Sendai Open Hospital

A 65-year-old woman was found to have a 42-mm-diameter mass in the right inferior lobe on chest computed
tomography. She was diagnosed as having pulmonary adenocarcinoma (cT2aN3M1la, Stage IV) with epidermal
growth factor receptor mutation (exon 19 deletion). Gefitinib was administered, which significantly reduced tu-
mor size and eliminated metastatic lesions. A new mass shadow was recognized in the right inferior lobe 2 years
and 6 months after initiation of treatment. She underwent salvage surgery, followed by platinum-based adjuvant
chemotherapy. Local recurrence was noted 2 years 2 months after surgery, and the tumor obviously increased in
size 9 months after recurrence was first noted. Pathological examination of the resected tissue showed weak tu-
mor-feeding vessels, and chemotherapy, including bevacizumab, was administered, which resulted in complete
remission. Six years 9 months since the start of therapy, she is alive with a performance status of 0.



