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Fig. 1

Thoracic CT on admission.

Laboratory findings on admission

Hematology

WBC
Neutro
Lympho
Mono
Eosino
Baso

RBC

Hb

Hct

Plt

Coagulation
PT
PT-INR
APTT

Coombs tests
Direct
Indirect

DLST
Abemaciclib

Table 1
Biochemistry
3,100 /uL TP
88.4 % Alb
6.6 % T-bil
25% D-bil
11% AST
14 % ALT
208 x 10* /uL. ALP
94 ¢g/dL LDH
26.7 % v-GTP
2.3x10*/uL ChE
CK
BUN
14.2sec Cre
1.19 UA
274 sec Na
K
Cl
(=) Ca
(=) BS
HbAlc
CRP
S.1.100 %

69¢g/dL
2.1g/dL
2.7mg/dL
14mg/dL
32U/L
25U/L
290U/L
398U/L
125U0/L
80U/L
721U/L
16.4mg/dL
0.59mg/dL
1.3mg/dL
130 mmol/L
3.5mmol/L
98 mmol/L
89mg/dL
119mg/dL
4.3 %
6.59mg/dL

Serology
KL-6
SP-A
SP-D
RF
ANA
MPO-ANCA
PR3-ANCA
Anti-ARS Ab
NT-proBNP
B-D-glucan

Pathogen antigens

Influenza
Legionella
Mycoplasma

Pneumococcus

A (-

4,359.8 U/mL
69.2ng/mL
313ng/mL
<5IU/mL

Speckled X80
<1.0U/mL
<10U/mL
(=)

134.1pg/mL
=800pg/mL

(=)

) B
(=)
(=)
(=)

Blood gas analysis (room air)

pH
PaCO:
PaOq
HCOs~
BE
Sa0:

7484
36.1 Torr
60.5 Torr
26.8 mmol/L
3.7mmol/L
91.8%

Abnormal values are underlined. DLST: drug-induced lymphocyte stimulation tests, S.I.: stimulation

index.

D, TR ) THRIEPIEL, BRFRE QL) &
B4 L72. Disseminated intravascular coagulation (DIC)
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R E LB RIIIThRWZ &l -7, HilsHimo
TREED D& E 2 72 A 2 ERGERER (drug-
induced lymphocyte stimulation test : DLST) ®7:&12
RIL%E, A7aA4F - 2SVRHRE (A F VT L F=VH
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Fig. 2 Thoracic CT 4 weeks after steroid pulse therapy.

~ (methylprednisolone) 1,000mgx3 H M1 % Bk 4
HHXV#OZ7L F=v'a ¥ (prednisolone) 45mg/H
WCBAT L7, —I, BRFEHGEZIL/5IIHE LD,
FOATaA FRBITHIAB (ABEFEI10%H) 1221/
SZIiETE .

W EDYEERALN, TV F=V0 Y %40mglli
mL7z SHICEB (ABRSE1THH) 1TEME1L/57,
7L F=vu i3 35mglliia. MRKREEOTRZ 127% <
%0, 4HBRIIIMEBRAZHIETE 7.

ABE4 BHOWMECT (Fig. 2) TRAMBEMICA SR
TV MM LB oS EI R TE 7 KL6E
1,8220U/mL & ABEREDOF40% IZALT LTHB Y, SP-Di
489ng/mL & IEFAL LTz, LA L, MIEARIEHEmL,
B2 TR S AT L T 7.

ZDt%, WRKEEDFRZ R M FBm RET OBALIE 2 h >
72285, A EDHESFT L CABE34 HH TRIRE N &b,
TR Y7 ) T3 5 DLST O R IZBHETH - 7-.

zZ =

TR Y 7 ) TR0 [ I R 6 T B OR R
(MONARCH 2", MONARCH 3#E#?) 128\,
HERL L L Co BT EEGR R ICRkI N T
Wy, ME— MONARCH 33# %% ® appendix & L T
Table A21Z “pneumonitis” 12 & B 3ET1H1 (327 iy,
#03%) HEMENTVWDLDATH 5.

T2, BIOEHY T, CDK4/6 FHEZITINE O
WAL - A EARICERL, ST
WERAS RSN Tw 5.

Lo L, 20184E11 H30 H Db A ETHIRIELLEK, &K
AN T % & # 2 SN L0 EH % & & 2 Y
PEHRDHIR D THUE S, 2019485 H 17 B AT T A 5718
BERSE - ARG A R R e R IR R A R S b
IZE o7z, TR, 20194E9 HCiE TRN—3Y =448
BIEEHAA N fiE — R R — Y 25F T Sz

FEoeeld IR HRAZ VAERICER L (2018411 H
30 H~20194F 11 H29H), FRASHRMES 2 L Tw
A, TOHHFIZINET R 7 ) THEE R 3.800
Bl H, 82618514 (#2.2%) 12 H- MM 7% B g 5
PRAELTVS., 95, [EHE] 3EC136 (&hof
0.3%, FEEES2BIDILILHIIF16%) % &ird6H1491: &
oTwh., L2, SEHEELIEGIE AR - %
BHa2LEELTEY, [EE] LHBrshsds, 84N
WARRY, ZOREOLEMIUTETNTOR WV,

b ROARARE Y 1 X AL, FSRERR P SRR
W& BR{B7THD D HA5B] (#79%) H3208LIN & 7% 5
TWwa, oL, NEFD X HITHEHE300mg 2 i L
721212200mg \C 2 L 7281%, B85 5 200mg AV
SNBbHL2E LT, RERGEEOBEIZAH
TH5b.

BHEE L TRERTTRY Y2 7ORE TN, A
TuA FEGE82HI T 44 B THERE SN TWA. AT uA
FEBEZ L1ITHB XA T a4 FIBEAH 21 6d 25 1%
FECHI DG 7%, FEEMEr-2b 0L Bbhs.

AT HA K - 2OV AFFELEP AT E GO T 23HNAT
b, FBEHISILE (R48%), WP - A B (3
39%), KREEDS3BIE e TWAD., AFTA K - 7L A
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BEANOBITH e D> 7216610 5 6 12BN - ME L
TW525 2FNIEELTEB Y, RESAT T/ OV A
BCBATT B RSB I o 2D E 2 b A,

W R TR T0STAER - EES - SECH & b RS
Lo TWDA, TRIYY ) TOHRLE%2ZT T B4
W OBBSAWTH L 0T, MEABMEREOFIRL R
TWERYD 200 IAHTH 5. Fns AT 5120
NT, BEZFDOI L TEEMOHD ZEEGIHEML TH
D, 90fCTIEIIESI 3BIAT R TEIEHIT2HIHIET L
TWb. LI E % 5 FiEOFZERPLETH S .

JWEB CT L, HB=FaFli ik CTariiasse T L7216
BlH]5E T diffuse alveolar damage (DAD) /8% —, or-
ganizing pneumonia (OP) %%, faint ground-glass opacity,
non-specific interstitial pneumoniakf, Z A () i R 3
&) Lo TBYY, MFRIBARFEEA %85 — VI1EIF
ETETWRW, CTHERZIF 28T 45146125 DAD
Ny = (IBNIOPRRAT LB IRTE) & %o Tn5b. K4
DOREBR L 72EBNE, FRLOSEITHTIZH S L DAD %
BEbEBH/NY — Y E OPHITRMRAEL TWD L9 1A
RBH, AFaA R - 2V A BRI RS 2R L7z,

BIEB DD MBEN. TH - 722 &%, AFLFITH
T2 BORE R L B L TV AR H 5. IRt
WW8EMITHAHZ L, MPHFLIEI—K LI ERD
radiation recall pneumonitis &% 2 12 { V. PSS H%
2 TSGR O A I T 2 EE50rbhiCn i
WS, BREVEOMIIEELRFEEEZ OND.

H 70 AASE I PE A R, ALK L 160 %
Wi SN TRV, e ORER T BHIRES X 03 H#
R OB b RELERELHIT T ENTER
Polz TREEZHOPIIT L7201, EFNEME L 72
FITIITRE R B ) KA g, A7 & &AMl
HEEEITT A ENLEENS.

DLST 25T S M7z D b RIEBIAMDTD L H TH 5.
FERIIBEMNETH o 7288, — I DLST OkatEa13 40% 2
EEEINTEY, EHEOMEL B ET HRIIET RS
v, REORECTHERDFEE 2 L 0L L5525,
WARMAE S D AT a4 F - 7OV ZFE % T L72AR
JEBI CIRAEMAII AR TH - 72.

%8B, FEETE b ETOMEAMMREAE L 2T,
MONARCH 2, 3Bt ((tNER 2 &) 217o
TWVBYH, AbETI68BD TR~y 7 ) 7T HEET2]
Bl (K927%) OREEMEREHEREEHY; IO > T
. TIWARANT b HABETIZ 260 B1H 16 (%0.4%)
DHRTH 5.

T2, TRV ) TR LZEARNER TOHESB
X101 BH 460 (F74.0%) TIEHARNER (667 B 17
B, #525%) LAHBLRAETALNTHR N,

H 7% AT, CDK4/6 FHESRIZ, M5 25 o flE iz
MboiEHES S & THESEEZ R HEATH
L. BPETIE TR 7)) TIZHERITLTOVR Y
2 1) 7 (palbociclib) 235 I N TV A, HE D HH
BATON, FET 36 % & o HAE 2 [ PRI 30 B 2%
RWZENTnEY, Wb ERFETOME TRV, %
B, CDK4/6 HEIED M EEMELELZAEL S A =X 4
BHRENTAHTSH 5.

L) R E 2T, CDK4/6 BLESER 5 MG
PR B X AR - CT TREFTADFED 5 7z oIk
TREMEIHAET 2 2 RSN TR %5, SETH
DY HLBVIFETH ), ZOMETEATGTEERZD
No. BHHMERNCIFREREMEOBHEE 2, MR
Jili 9& % DAMIFIR 25 B DO PEE D B CIXIEAE, BGTHRIRSS
DM, PR T FOITEERE, KL6ZIEZLols s
M~ = —7% &% 5l L7z ) 2 TORBAE T h
5. B5-FiER b MRS FIR A E M I RSB %
CLOMEATRETHAS .

ERR B CEN - AR IR R AVR ST B 384T
Y, FURSVFIE &P EE T M E 0% 2, S 5121
HREHE - SEHIRG - BRI 72 & B O
T AT OWENZTHETH 5.
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Abstract
Interstitial pneumonia caused by the cyclin-dependent kinase 4/6 inhibitor abemaciclib

Naohito Suzuki? Haruhiko Nakajima? and Takashi Nakaguma®
4Department of Respiratory Medicine, Ageo Central General Hospital
bDepartment of Breast Surgery, Ageo Central General Hospital

Abemaciclib, a cyclin-dependent kinase (CDK) 4/6 inhibitor, is an anti-breast cancer drug. Cases of severe in-
terstitial pneumonia, including fatal cases, supposedly induced by this drug, have occurred in Japan. However, to
date, no case has been reported in the medical journals. We present the case of a 53-year-old female who was
treated for right breast cancer for 8 years; initial treatment included radiation therapy. Abemaciclib therapy was
initiated 6 months ago because of uncontrolled metastases. The patient subsequently developed dyspnea and
was taken to the emergency room. Thoracic imaging revealed right lung-dominant ground-glass opacities,
patchy shadows, and traction bronchiectasis. Furthermore, serum KL-6 levels were markedly elevated. Abemaci-
clib therapy was discontinued after admission, and steroid-pulse therapy was initiated. Thereafter, dyspnea con-
siderably improved, pulmonary shadowing resolved, and KL-6 levels decreased markedly. However, the patient
died from progression of hepatic metastases. Thus, close collaboration between breast surgeons and pulmonolo-
gists is necessary when using CDK4/6 inhibitors.



