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BRMEE 40 A/ H x30 4 (50 % ¥ T).

WL EE - 75 i R IS KB T3N2MO, stage IIIb @ %
Wr T RS s VI Bty & AT, s byiie LTh5- 70
FuZ ¥V (5fluorouracil) % BHIA L7205 FHI D72
2 FCHIWTR, WERS - JERENDY VOSEIKE £ RO,
2010 4£ 2 A 7*5 mFOLFOX-6 [5-fluorouracil +leucovo-
rin (0 4 3K ¥) +oxaliplatin (X FH%V 75F )]+
bevacizumab (NNY X< 7) % 16 I — A HidT L 7-.
HEps ) > NEIR R LR Bl 720, 2011 4F 4
H % & FOLFIRI [5-fluorouracil + leucovorin + irinotecan
AV 2 F7Hh )] +8=2Y AT % 23— REfTL, [
7 123 a— 2B T B TARRIZ, BE CT TH
B R ORT L % 52 72

ABEREBURE @ RiR 37.1°C, ME 110/68 mmHg, NRHA
94 [Ml/min, Sp0:93% (FEFEH I =2—L 3LWATF),
TR il TR AR W R 0 fine crackles 2 BEEX L 7.

A BERE AR AT AT AL - IR ML 7 A 947 Cld (MR R i A
= a2—V3LWAT) pH 7408, PaO. 55 Torr, PaCO:
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Fig. 1 Case 1. Chest CT scan on admission shows dif-
fuse ground-glass opacities, interlobular septum thick-
ening, consolidation, and pleural effusion.

28.7 Torr & 8 3% MLIE % 52, WBC 7,000/ul, Hb 84
mg/dl, CRP 120mg/dl, LDH 528IU/L &, #JE Kt
BLOLDH O EHSA LN, I~ — 7 —1% SP-D 64.9
ng/ml, KL-6 202U/ml, B-D 7 )V % » 64pg/ml & IE%&
WThotz, MiE~A 377 A< IgM kR RP L Y
T A PR - M REREPUSIZRBETH D, WEIREEETD

BRTRZRDLh o 7. JE X 85 C e
WHEIR - MIRBESE s A o, W CT (Fig. 1) TIERWY
FAMT DA T AR, /ANGEHBEEE O LR R — B air
bronchogram % 9 EH & P ROMK ZBD7-.
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F >~ (imipenem/cilastatin : IPM/CS) 21z A5 a4
K2V AP - AF V7L F=v' 1~ [methylpredniso-
lone (mPSL) 1g/H, 3HM] ZBAt BEREIIL
F = 1w » (prednisolone : PSL) 60mg/H & L 7-.
LDH & CRP Z#R 2 L, BRFHT X AL D 5
HZ2—LT3L/min 258 6 HIZIEH TIEEE 225
7o, HMEORKRED O BRIIEIITEMEE 2. F 8K
HOBE CT TIEd 0 4T AIEFICYE L 24 9% 0
WZIEH R L7z, PSL il L 30 mg/ H CTIFULIREE 0%
ExER LB E Rodz. ZORKEME) ¥ 7 EEDOMAT
WX ABBEZ#EDETEHICRD, ILDRIED S 47
Az L.
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B 73, B PSO.

TR VR R, SRk,

WEAERE © ififse% (23 7)), MlL, MRESLHEE.

B - 40 A/ H x50 4E.

BUBIE © 7Lk e 12 SRR e - 28I isH - e
v oSHigERE (T3N2M1, stage IV) ®O#Wi<, Haltmann
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Fig. 2 Case 2. Chest CT on admission shows diffuse
ground-glass opacities and consolidation.

Fig. 3 Autopsy findings showed alveolar wall thicken-
ing caused by formation of a hyaline membrane (ar-
row) and a fibroblast proliferation (arrowhead),
which are consistent with the proliferative phase of

diffuse alveolar damage (hematoxylin and eosin stain-
ing, x20).

Filids L O TR & el & 5f7. Mifa sl & L
FOLFIRI 2 2— XA, FOLFIRI+ XNV X~ 7% 12 32—
A NEfT. W oMK EERE < — 7 — O LA %2380,
2011 £ 4 H 25 mFOLFOX-6+ /8= A TI\ZEH. 7
I — 2 HEH 2 Oz ek & IR EE, SSRGS L 72
720 8 HHIZ%Z#, Ml CT TR R 5D ALE
Lol

ABEEEELAE © A 37.7°C, IMLF 128/74 mmHg, HRA
111 [Ml/min, SpO: 92% (|HNZWAT), W FAli<A M
BERLW R IZEE B O fine crackles & B L 7-.

ABERFRAT AT /L - MR ENIR 7 A 04T Tl (BRI AT)
pH 7400, PaO, 56.1 Torr, PaCO, 25.6 Torr & {1l
IE & #®, WBC 2400/ul, Hb 119 mg/dl, CRP 114mg/
dl, LDH 5431U/L &AbL##E D8 THIMEkIZ A L
TV 7278, CRPR°LDHIZ L5, 1~ — 4 — & SP-D 1,680
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Table 1 Reported cases of panitumumab-induced interstitial lung disease

Combination Onse.:t Administration Brinkman  KL-6 SP-D
Age/sex duration . Treatment Outcome
therapy (times) Index (U/ml)  (ng/ml)
(days)

Inada et al.” 78/M FOLFOX 54 3 2,280 397 120 mPSL pulse X 4 died
76/M FOLFOX 15 1 300 326 ND mPSL pulse X2 improved
64/F (no) 15 1 0 ND ND discontinuation  improved
Yamamoto et al.”’ 58/M FOLFIRI 3 1 300 997 348.7 mPSL pulse X1  improved
Case 1 79/M FOLFIRI 85 2 1,200 202 64.9 mPSL pulse X1  improved

Case 2 73/M FOLFOX 190 7 2,000 1,130 1,680 mPSL pulse X 2, died

IVCY, PMX-DHP

ND, not described; IVCY, intravenous administration of cyclophosphamide.

ng/ml, KL-6 1,130U/ml & LA L, BD 7 v ~ ik 64
pg/ml EIEEMTH o7z, M~ A4 375 A< IgM it
WRRP L VA 2 Z PR - il ERW PR, & Crypio-
coccus PUFENIEYE T, WM& Chlamydophila prneumoniae
IgM - GHUM D B2 EAEA SN o7z R X
A MR - HIREE R LR 2320, W CT
(Fig.2) TIXMMOF AT ) 7T ZAEIEBAEL, —
R 2 RO 7.

ABEFREd % & W2 5 A D ILD % kv,
MEFEWA L AT a4 N7V 29 (mPSL 1g/H, 3 HEE)
B4 L, PSL 60mg/H % #kfe L7z, MM ZO A
b #Ez2, €7 Y 7%V Y (ceftriaxone : CTRX) &
N A7 a ¥ v (pazufloxacin : PZFX) Z O L7225,
HREOREREL ) EPEITEENTH 72, CRP &
LDH (&34 U7z, WIRCIRTE & mi{Rpr REAL D720,
HBIWHHIWC2BHDORATOL F2OVAHER, $8mH
NHRY IF T BEERMEILS T A1 X B EE MK
HEGE 1 (direct hemoperfusion using a polymyxin B
immobilized fiber column : PMX-DHP) (1 H 6 FEfE x 2
HiE) #%Jiif7 L7z. PMX-DHP iifraife < (B3 ¥—
N—10L ¥ A2 F) Pa0. 66.8 Torr #* & 81.9 Torr & &
FALIE—BCss L7225, FROIPIRIRER S AL L 2E 10 9%
HIZIFRER LR 2 3G, XL A Y v b (siveles-
tat) #BFH L72. mPSL 120 mg/H #fkHFE L, %5 12 9%
HicvZ7ax A7 7 3 F (cyclophosphamide) 7%V A
WE (500mg) FAT - 72 DR IX G L e o 72,
IR 2 & SRR L A N B REGERE 2 A PEL, ha R
£V 2 Yo (thrombomodulin o) % Bt L7225 H13
AT, NEAENETLE 2 HWHICE L. K
RO & 15 TR 217 - 7. MR (Fig. 3)
T, T B R ME e O B A4 2 18 5 il BE o I
J2 &I SR AL o T & fRe, OV FE ANk
% (diffuse alveolar damage : DAD) D45l % Fk &
L, Somic 2t ogR g i £o%d b o724

B AR Z R L Cnie, & S 280 il i ifin o>
BIZ—FICEDENT2DATH 5 72,

zZ ¥

I A L, N=v AT EOREERSEDNT:
ILD % 2 BfEER L7z, JER 1 T30 4T ARRRIZIAH
PIZH 720, ARERFIMSE % > Tw7z25, KL-6 % SP-D
R EDIME~ — 7 — I EWHTAT a4 K230 2
L) e ITEP L. JER 2 T, MRAEO2HE S
AT & KL-6, SP-D @ L5 & MEHTROMENDH Y, %
FBEREAT PR T LI ENTET, HKRT
DADDHi A% B 72, HAIEDDADIZFHEARTH D,
i KL6, SP-A, SPDEAS LA T A I AL nE &
N AY. Eisner 512 X, ICU o &MEitE L 2% T,
Fih L SP-A, SP-D & otk % Miat L7# %, SP-D
DO EFIT X DIRTERD LA N TIPS T TOHK
PN EAVREINTE DY, FEFIMED ILD T FH%D
TRELE e BN S D B RPN LR E LT, ¥ 71
Fo TR F =7 EDOEFYE DAD TIEHIHOK
HOBESHINDE END DY, FER 2 TIIEMEM &%
BALMOGsHELTBY, AT LR TH-
7z.

PMX-DHP &, FFMEMEEM KOS EZ I LD
&5 MEAMMEEISH LA TD 5 L oz 3 h
TBY, flt TUESEFIPEMIRE E 20 2 Rf T Bl O s
RN, SEoER 2 Tid, PMX-DHP 2 X )&
W FME D —FEIY 22 LB 13 A S N2 PR OUGEICIEE
Lotz FRAERTIIRAER 8 H HIZ PMX-DHP
AT L7225, ILD BEERFMORMATT, X0 &Euviki
RREZWFFTE LRI RINTE DY, HITREIC
DVWTIRHT 2 LENHLEEZOLNS.

HERBITIE/8= Y A= 72X B ILD %5k 7225, BF
JH L7z FOLFOX % FOLFIRI #%&i:12 & % 3#11%: ILD @
FIEMEIL 15% EDWHE D H DY, THHAILD DJE
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HEEHTH LRI EETE RV, S SIER 1 THE
L7240 77 H 2, i 3GE TR MM 20 TR 1%
09% ERENTWD, WEROWE CIEPHBETO
ILD BEAFETH Y, HEGIT D IR IEH OFF A (LR
Tdh5HH, HEk» FOLFOX/FOLFIRI #1285 = v 4
X7 EMEHTH LT, BIMWARILD 25T 5 16
D HZ L2 LERET LI EPELELEERZ LN
5.

INZY LTI X B ILD O, 45 & 1 R
H0H 2 LR (2010456 H 15 H~2011 4510 H
31 H) 12k 5 & 39/3005 61 (1.3%) C, SET-HIE 19/39
Bl (48%) TH A", FlZKEHEIHILHFRD b9
EGFR €/ 7 a0 —F WPk TH LY F <7 (cetux-
imab) Ti%, RRBEBRIEETELWET S ILD D%
JEIX 2008 4E 9 A 19 HOFFEH, 5 2011 4E 10 H2 HE T
DOHEFHT 86/4,603 61 (1.8%) H 0, 9 HLILTHIZ 31/86
Bl (36%) THAH?. —F, #HTIEINN=Y LA TICL
AHILD OREIF T E Sh, 2/1467 (068%) TY, *
VE I TIZL B ILD OFAEE 3/774 B (038%) & #k
H3INTWAEY, HUEGFR # BN ET 7574 F =7
RIuF =7 LR, BKkE R THEDETO ILD
DFSTEMEH T D W REED D 5.

ENTHONR=y A~ 7 & OGN ILD O
Hix, WS OWmE LIRS OB I ARG % &b
To6Hl A%y (Table1). il 5 OFME THOLEHT
3=y A= 7T ORE-BMGHTNIINE CT T I EREE
DHIR - TV HF 2RO TVDEY, HERBITIE 2 6
DGR O CT IS THEMERERIE w2 & 2R
LTWwa., BMAEOMEET 2 EDITCICELEER
ILD #5HES A WREMAH 5 2 EAVRIEE NG, JELHI
LYEER O LR TIE, JELCHIT BL 2,000 2L Lo HBRE
R, e G-BIA2 S ILD BE F TORKBEPRRENI & (&
BENBSRZ )RR AZHTFELTELONS.
774 F =TI B ILD OFIE XSG S 4 HRY
DN INE AR 2 S/ b SV N N X e )% o G B
IN=Y A TN B ILD TIESERER I — 2 o i 1%
%<, 107 AU LoESFITHIHREFAEAL LY. B
JEREIZ ) R 7 T & LTORBEN TV DIERE T
ILD 12X BFETHIA D 0, FEEZE R Y& GHTH -
T ILD OFIEIER 20 ) LENRH 5.

L1k, MR AL A & b EHE L C, KL-6/SP-D
HETOT+u—7T v T7OLEWNER, ILD OFIED ) A
TR FHBRHTICOWTEL R IRFPLELEZ S
ns.

AREFIOFEE L, 45 199 [0 H AN 2527 23 Bl 5 4% (2012
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Abstract
Two cases suspected of panitumumab-induced interstitial lung disease

Noriko Hayama?, Shinji Sakaguchi?, Keishi Tsuzuki? Hideki Yuki?
Satoshi Kurita® and Morio Nakamura®
*Department of Respiratory Medicie, Eiju General Hospital
®Department of Gastrointestinal Medicie, Eiju General Hospital

Panitumumab is a human monoclonal antibody against epidermal growth factor receptor (EGFR), which
was approved for advanced or recurrent KRAS wild-type colorectal carcinoma. Two of 11 patients who received
panitumumab-containing chemotherapy in our hospital developed interstitial lung disease (ILD), and these on-
sets were supposed to be associated with panitumumab. Case 1, a 79-year-old man: After two courses of panitu-
mumab and FOLFIRI therapy for recurrent colon cancer, he developed ILD and recovered by steroid pulse ther-
apy after discontinuation of the drug. Case 2, a 76-year-old man: After seven courses of panitumumab and
FOLFOX therapy as postoperative adjuvant chemotherapy, he developed ILD. Although he had steroid pulse
therapy, cyclophosphamide pulse therapy, and direct hemoperfusion using a polymyxin B immobilized fiber col-
umn (PMX-DHP) therapy, he died 22 days after admission. Autopsy findings showed a pattern of diffuse alveo-
lar damage. Panitumumab may cause life-threatening ILD; therefore we must recognize and pay careful atten-
tion to this potential pulmonary toxicity.



