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ABSTRACT —— Background. Gefitinib shows response rates of 10-20% in non-small cell lung cancer (NSCLC). Re-
sponse to gefitinib is closely correlated with the presence of somatic mutations in the epidermal growth factor re-
ceptor gene. However, even in patients who respond initially to gefitinib, acquired resistance can develop. If gefit-
inib treatment fails, there is no established strategy for NSCLC. We describe a patient with advanced lung adeno-
carcinoma who relapsed after gefitinib treatment, but subsequently achieved partial response to gemcitabine
plus vinorelbine. Case. A 61-year-old woman with lung adenocarcinoma received induction chemotherapy. Thora-
cotomy was halted after an exploratory operation because of pleural dissemination. After intrapleural cisplatin
administration and another course of chemotherapy, gefitinib treatment was started in October 2002. A partial re-
sponse was achieved at that time, but gefitinib was discontinued after 66 months of treatment due to regrowth of
the tumor. Since March 2008, the patient has been treated with gemcitabine plus vinorelbine, and a partial re-
sponse has been achieved. Conclusion. We report a case of gemcitabine plus vinorelbine response in a long-

surviving patient with advanced NSCLC who had acquired resistance to gefitinib.
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EEr L v Thbat: BE FEBEE L v R
WCRRE L728121E, KD BVRHERL/RT. 4 Ll
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7z. Gefitinib (=% L, 5 FELL LIChz Do sy b o—
VI HE T3 - 7245, 2008 4 3 HMER X B CTHEEF DR A%
BNz, WECT #ifT L7z 25, o5 7% PD
(progressive disease) & HIWr L, Gefitinib Z k& L,
GEM 800 mg/body + VNR 20 mg/body FEE¥ 512 & %
SLRALSREE & Biaa L 7.
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Figure 1. Chest X-ray film shows a tumor
shadow in the right upper lung field (arrow).

PIBREFE X MREE - WIS 2002 45 5 H o X Tl
A5 0 P SRV R 52 & 3R 72 (Figure 1).

Mg &R CT i R oo R« W35 WA il B 38 S8 31 <29
mm DIER R = 2o 72 (Figure 2a). MERESM T
B, /EETY YNHIiOME K Z D, ¢ T2N2MO stage IITA
LW L7z, RERBMIE © CDDP+ VNR 12 & % fb4:5%
BT %0 2002 459 H o CT TLIIES i/ % 3B 72
(Figure 2b). L2>L 745, 2002 4F 10 H o CT THEE;
DOFIKZRD /2728, Gefitinib % BE, 2003 4E 4 HD
CT Tl o/ % 380 72 (Figure 2¢, 2d). LIMEIEE:
DFHIRIZ % <, Gefitinib 2 Mk L 72, A HFHGII M
HHEERDT, ARGl 2RDLZDATH 7.

2008 4F- 3 H Mm% HL : 2008 4E 3 H @k X kR A5 il
MR OIER O & ¥ K2R 72720, CT xik
L7z, CT THRERICH 3OS O S H K% G2
& PD & #ZWr L7 (Figure 3a, 3b).

Gefitinib ML DB REMR : T E TORKHED S
Gefitinib DM LDS# Z - 72 @ & HWr L, Gefitinib
% ik, 2008 4E 3 HEK £ Y GEM 800 mg/body + VNR 20
mg/body K FL 512 & 2 HPRACEFRPNTZE T L 72, 2008
455 H o Mg X R C IR R AR, 2009 4E 1 H o CT
IZBWT LA SSONEEIII S 2 i/ % 728, PR (par-
tial response) & ¥J5E L7z (Figure 4a, 4b). AEHGIX
Mgk, FRMERTE & 2D, 2009 45 3 A £ TH
a2 L TWiz2s, BEFRAIRESSLDENALNS X
2% Y, W CT =T, MKICEFET % NiEk % 20
7z, &MNEESS A 1T L7212, 2009 45 H 25 GEM 1000
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Figure 2. a.Chest CT in May 2002 shows a tumor shadow 31 mm in diameter in the upper lobe of the
right lung. b. Chest CT in September 2002 reveals a partial response after chemotherapy. ¢. Chest CT in
October 2002. The tumor shadow progressed again before treatment with gefitinib. d. Chest CT in April
2003. A significant response was achieved after initiating gefitinib treatment.
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Figure 3. a. Chest X-ray film in March 2008. Progressive disease was observed 66 months after initia-
tion of gefitinib treatment. b. Chest CT in March 2008. The tumor shadow remarkably progressed 66
months after initiation of gefitinib treatment.

B

Figure 4. a. Chest X-ray film in May 2008. Significant tumor regression was obtained after chemother-
apy with gemcitabine plus vinorelbine. b. Chest CT in January 2009 shows a significant decrease in the
size of the tumor after chemotherapy with gemcitabine plus vinorelbine.

L. g, 7TVT7T ANOIFERE B X OB o IR PRI B ERME TR E N2 T SR, 29 LR
FHIEBNC RT3 2 WA EE L LT, Gefitinib & CBDCA + RSN T 5283 2RI LT, 325wt EGFR #1Z
PTX P bt (LA #ERE) % i L 72 IPASS TERZAT HIEFNIH LT, Gefitinib O FIEIHEREE L
(IRESSA® Pan-Asia Study) X80 5 AR BRI 57 TOBEBRMVHERINDL I LIRS .8 BAEIZ 2 RIGH
T SN, WEALE NI BT S Gefitinib D1k DIBEDWEHRE LT, -4 PMEE S LT fEs
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& 72 b Gefitinib TdH 5 25, W NIZE K Z O b
T & 2 G O PR, EATHEE 2 5 TL 5. Gefit-
inib I MEALE DEFIZOWTIIBAD & 2 A3 7%
W, HLREREOHEEBTCOHESIERTH L7 —
AL DDA, M FIEH5TEZEMIPEVEEZEZ SN
b. F7z, $TICIT I FFEA 2 ELABNEEI;ITHOI
TWBIERIHNE L, 7IFFOrEEZ EEE#IRT 2 2
LIEHEL WS EDBH B, —FH, GEM+VNR IXIET T F 5
PEHBEZOMRTRNMA G LETH Y, METIE/NTEGRE
WX L TR 17~25%, 1 4EAFFEE 31~43% & BEHERY
7T F R EBOO L WRIERSEIRES N, D
WL Wz OIZ, HiEmE R PSAROBEITHKS§
52 EMNTE S.56 RIEHIZ CDDP+ VNR IZ X 5 )]
D%, Gefitinib & 2 RiGHFE & L THY, EHIIZH
HIHET 2 PO — VAU RET D - 7245, K 5 %R IE
BOMIRERLIZESTH S, KEFIIHT L THRA 1
3WEHE LT GEM + VNR & Hl W 72855, JEEE oM/
PRZBBHIEDTE, LB OGHOREIEH b BT
HY, EMFHOERICO RV 57z FE/NHREiRED 2
WHEFEE L Tld GEM + VNR ff I ERE IR AE R Cld 2
W—T, DOC (Ft% Ft)) HHER PEM (. X kL
FL V) HAOFGHEIHESINTEY, Ths &4
DU E DELIIAPHTH 5. 12 Fujiwara b 1,
Gefitinib 2528 L, € DRZICHMHEILIC L D PD & %272,
JE/NRIR IR RE B 8 B> 5 B 5 B3 L CRAMMBaEDLRE
HNZ X BALFFE AT o 7o 8, BFHiliAGED 1 B % Bk &
4 BICHEEE DM/ A S, Gefitinib $% 512 & D fb525
BT 2 EZESIY RSN LW 5MENH L L LTn»
5. 18 F72, 4B 3BNEAIE L H L GEM+VNR Z& &
D VNR % & b HE LT > TV b, A THRIER D
£ 9 R RIBHEIEFICBVWTH, GEM+ VNR IZZ42 412
HIHTEZILFRBEL VA THY, REACBVTIZ
[E]3# 1527 Gefitinib IH AL OWHBE E L THERITH - 7-.
AREFNIFR & 7225 EGFR #Ia FERMRELZIT->TH
57, FoMIERONEEERTEROBE bIToTw
72\, it Gefitinib 225574 O PR LER OF IO W T
R 2 A TEH Y, EGFR @ T790M second mutation
X MET HiEAERMPEICEG- LT Z & 6N T
W5, 1415 ST EEFEROME bITo /2 LT
GEFDOEREZ 1TV, Gefitinib i1 L O WG FR R 2 FfE 37
THLULENRDHLLEEZ LN

xED

F& % 1 Gefitinib BRI 52 1CTHVE & 2 o 72 AT il
JEITXF LT GEM + VNR O 5217 W\WZezh L7 1 5% #t
HL7-.
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