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The Clinical Report on the Amiodarone-induced Pulmonary Toxicity

Do-Hyoung Lee, Yun-Jung Son, Young Cho, Jac-Hwan Lew

Department of East west integrated Medicine, Kyung Hee University Medical Center, Kyung Hee University

Amiodarone is an effective antiarthythmic agent because of its vasodilator actions. Nowadays it is mostly used to treat
patients with severe cardiomyopathy or coronary artery disease complicated by disturbances in the supraventricular or
ventricular thythm.

But, some doctors are reluctant to prescribe it because of its many side effects. These include impairment of liver and thyroid
fuction and, rarely, damage to the lungs. Most of all, its most serious side effect is amiodarone-induced pulmonary toxicity,
which can occur in up to 10% of patients, with mortality rates as high as 50%.

We recently experienced one case of the patient with the Amiodarone-induced pulmonary toxicity. The clinical
manifestations of the patient was cough, painful breathing, fever, presence of rales, decreased breath sounds, and sputum.

We report the change of the patient s symptoms through both western medical treatment and oriental medical treatment.

Key Words: Amiodarone, pulmonary toxicity, fulmonary fibrosis
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Table 1. Changes of the Chest X-Ray fim

Date Reading
2003.07.03 Pneumonic consolidations, left lower lung field. Suggested Underlyng IPF(Idiopathic Pulmonary Fibrosis),
: Both lower lung field(Fig. 1 %)
2003.07.05 Aggravation of pulmonary infiltration and left upper lung field since 2002.7.3 Aggravation of pulmonary edema is
suggested. R/O super infosed pneumonia in both upper lung field.
2003.07.07 Possible exacerbation of IPF. R/O associated infection.
2003.07.11 No change of possible acute exacerbation of IPF. Fig. 2 3%)
2003.07.18 No interval change of possible exacerbation of IPF.
2003.07.29 No interval change of diffuse IPF. (Fig. 4 2%)
2003.09.04 Improved acute exacerbation of IPF as compared with 2002.07.29. (Fig. 5 &%)
2003.11.01 No interval change of underlying IPF (Fig. 6 33%)

Table 2. Complete Blood Count and Differential Count
(CBC DC)

Date CBCDC

2002.07.03  WBC 17, 500 Hgb 12.6 Het 36.2 PLT 291K
2002.07.10  WBC 12,300 Hgb 9.1 Het 26.0 PLT 382K
2002.07.22  WBC 10, 800 Hgb 9.2 Het 26.5 PLT 421K

‘WBC(White Blood Cell), Hgb(Hemoglobin;g/dl), Het (Hematocrit; %),
PLT(Platelet) K (10F)
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. 1) Chest AP

Sl# A3t 31CU & A3
7. F 844
Table 1. &=
2) HRCT(7/15)

(1) Suggested acute exacerbation state of IPF with
und-erline emphysema. R/O underlyng emphy-
sematous change with pulmonary edema.R/O
combined secondaryinfection.

(2) Pleural effusion, both (left>right) (Fig. 3. %)

3) Complete Blood Count and Differential Count

(CBCDC) Table 2. &2

4) Blood Chemistry (BC) Table 3. 2%
5) FBS/PP2hr (7/5) 167/226 (7/8) 156/297 (7/10)
2547281 (7/13) 174/221
(7/15) 141/240 (7/18) 114/134 (7/22)
111/141
6) ABGA(7/3): 7.482-28.8-40.0-21.1 79.9%

ABGA(7/10): 7.473-30.8-71.9-22.1 95.6%

ABGA(7/20): 7.496-43.2-83.4-32.6 96.9%

ABGA(7/31): 7.486-28.9-93.1-21.3 97.7%

7)HbAILC (7/5) :6.5%

8) EKG (7/3) Atrial Fibrillation HR:1073}
(7/12) Atrial Fibrillation HR:803]
(7/17) Atrial Fibrillation HR:963]
(7/24) Atrial Fibrillation HR:723]
(7/30) Atrial Fibrillation HR:733]



Table 3. Blood Chemistry (BC)
Date Blood Chemistry

2002.07.04 T-Profalb : 6.7/2.2 AST/ALT 36/40, Glucose : 152 BUN/Cr : 21/1.6, Na/K : 137/4.4
2002.07.08 T-Profalb : 6.3/1.9 AST/ALT 56/37, Glucose : 156 BUN/Cr : 22/1.3, No/K : 132/3.7
2002.07.15 T-Pro/alb : 6.6/1.9 AST/ALT 29/21, Glucose : 141 BUN/Cr: 11/1.2, No/K : 134/2.7
2002.07.22 T-Pro/alb : 7.0/1.9 AST/ALT 52/31, Glucose : 111 BUN/Cr: 23/1.1, Na/K : 136/3.6
2002.07.29 T-Pro/alb : 7.1/2.2 AST/ALT 76/87, Glucose : 180 BUN/Cr: 19/1.0, Na/K : 132/3.9

T-Profalb (Total Protein/Albumin;g/dl) AST/ALT(Aspartate aminotransferase/Alanine aminotrasferase;JU/L), Glucose(mg/dl), BUN/Cr(Blood Urea
Nitrogen/Creatinine;mg/dl) Na/K (Sodium/Potassium;mmol/L)

9) Sputum Culture for Bacteria, AFB
(7/6):Many of K. pneumoniae
(7/6,7, 8):AFB Direct Smear — Negative
(7/9):Growth of Alpha Streptococci
(7715, 16, 17):AFB Direct Smear — Negative
10) Blood Culture (7/9)
No Aerobic Bacteria isolated
No Anaerobic Bacteria isolated
11) Brain-MRI (1/25/2001): infarction at Lt. fron-
toparietal lobe, Rt. Cerebellum, multiple small
infarction at both PYWM, mild hydrocephallus
(10/11/2002): 200134 1¥ 259 film#} z}o|gl&
8. &7tk Idiopathic pulmonary Fibrosis (Amio-
darone pulmonary toxicity)
Seq. of CVA
DM
AF
9. X]
g
PR X 5(715-7129)
7% 6g, HhF 5z, PubE, #M4
MG, B 7} 3g
FIRHEEKLD), B, HE K
K 7} 6g
234 3T AW FoF
DAAE
KE8, RIE, A7, =k2%e, Wf, 5k, WiE, B =
B, Dra, SRR, KR, TER-KA, KR, 25,
G

ftt

—1534

A8

, |t 7} 4g,

7t 2g, HHE,

3) Antibiotics
- Ceftezole sod. 1.0g ivs q 8hrs (7/3-7/5)
- Netilmicin sulfate 2 ample(200mg) cNormal
Saline 100cc (7/5-7/9)
- Clindamycin Phosphate 2 ample(600mg) ivs q
8hrs (7/3-7/9)
- Cefotetan 1.0g ivs q 8hrs (7/5-7/26)
- Isepamicin sulfate 1 ample(200mg) cNormal
Saline 100cc ivs q 12hr (7/9-7/26)
- Metronidazole 1 ample (500mg/100ml) ivs q
12hrs (7/9-7/21)
- Tosufloxacin tosylate 150mg/tab 1T tid (7/26-
7/31)
- Septrin 1T tid (7/26-7/31)
4) DM Management
- Metformin HC1 250mg/tab 1T bid (7/5-7/31)
- Voglibose 0.3mg/tab 1T bid (7/8-7/31)
- Glimepiride 2mg/tab 1T qd (7/9-7/11)
- Glimepiride 3mg/tab 1.5T qd (7/11-7/31)
5) AF Management
- Warfarin 2mg/Tab 1T qd (7/4-7/14)
- Diltiazem HCI 90mg/cap 1T qd (7/18-7/31)
- Amiodarone HC1 200mg/tab 1T qd (7/18-7/23)
- Propafencne HC1 150mg/tab 1T qd (7/23-7/31)

I1l. BEARAEE

FNEARE T5A1e] FAE 2002. 6. 28.9] &
2, 713, A, il Z49lo) 2002.7.3 A3 g
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FAYRY das 5ol ABFRALL Qs
2]9l ZA] Chest AP(P)7/3) A4 Pneumonic consol-
idations, LLLF(Left lower lung field) Suggested under-
lying TPF(idiopathic pulmonary fibrosis), BLLF(both
lower lung field) 27 vigkown, (Fig. 1 3x) A%
both lower lobe o) crackle & E% 1L, 34} & &2 a3
A A ez s, AgwiE 9 Fever
39°C 7}A| Check 5} 2., ABGA %} Oz torr 40.0 (7.48-
28.840.0-21.1 79.9%)2. 2 & +A& Bt} CBC
Aol WBC count &= 175007 2 A58t th.
AollA EAG A dA Hrb FAG 8RS F
roz ekl 2 W, 4718 AY94 304 7}
QeggolA 4 v glo] AL AL IPF
Uehd Ao AFgor, Bee AYoz I
oz 245l Yue PN AL =
}93 t}.(Ceftezole sod, Netilmicin sulfate) =3+ =}
EKG % 2A¥AE & BA1, dHiolX e ATAE
o g Foko] gl 2 E Warfarin®] Fol 2
Management 2 2| 28153 T}
o} & 79 59 0] 23k Chest X-ray %+ Aggravation
of pulmonary infiltration in right and left upper lung

oS HIE o o

[«

field since 2002-7-3. Aggravation of pulmonary edema
is suggested.R/O super infosed pneumoina in both
upper lung field. 273 1}¢} both lower lobe 2]
infilration o] o 3= 274 & HAR, 4 3
< HEgle] SFZAFH TEFAVE ASHA A
A wA 81, (Cefotetan 1.0g ivs q 8hrs )74 6
ol 5F=d A &= o] bronchodilator ¢ Ami-
nophilline A A& mix 7% d4ch 7€ 12¢+=
312} Chest X-ray(7/11) 4+ No change of possible acute
exacerbation of IPF. 271 v}skai(Fig. 2 #H=), Sputum
culture % (7/9) 77 “ZAITo] VikaL, 7133 Ao
7+Aa8hs ABGA 4 Oz torr 57.8 7A] Check & $1
t}.(7.49-37.0-57.8-28.0 92.3%) 7€ 14¥<]= P-time
o] INR 6.127HA] Q4% o] Warfarin & hold 3}%].2.
™, Fever 7} subside 7] A|Z5litt 79 1540 &
9 HRCT(FHF 3% ©5E9) 234= 1.
Suggested acute exacerbation state of IPF with
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underlying emphysema. R/O underlyng emphysema-
tous change with pulmonary edema. R/O combined
secondary infection. 2. Pleural effusion, both (left
>right) 27 vhgkon, (Fig. 3 #2) 74 169 A
us Zlehe 47 o 323 uAA Diltiazem
3} Amiodarone & oI} 22} A 49573
o] ZA A ¥} HolA ¢k, Chest X-ray (7/18) &
o= oJ @3] IPF ol sle Fol2Aeh(No interval
change of possible acute exacerbation of IPF.)

oo 78 23Yd|E Amiodarone 2 pulmonary
toxicity 2] 71's4< 1A181A o] Amiodarone T4l
Propafencne HCI 150mg/tab 1T qd2 mA3HA =3
ok 79 299 &3 Chest X-ray4 No interval
change of diffuse idiopathic pulmonary fibrosis. 2~7
el Edg walgleR ez UstovkFig 4 35),
AEEL 224 Yol 2 lol, 713, 71 &3]
23 ZTFPEE FEEHAT 74 319 ABGA %
ABGA(7/31): 7.486-28.9-93.1-21.3 97.7% 2.2 ZA3}
Uk, 324 crackle & 333 Ao vital
sign & stable 3}, General condition 3] 5-3}A =31
om Bo) BEA st Fo HAAT: 94 4
d 9]#| 2 HMEA o= Breathing sound = clear 3.
™, General Condition ©) "} 4335w, 2&d &
o33} Chest X-ray 4 Improved acute exacerbation of
IPF as compared with 2002-7-29. & ZA¥KFig. 5 ¥x)
o 433 adgeS 298 5 AUk

1g 1¢ gz IR e e e zFIH
o] giglout, U¥kAQl conditiond FTF Aol 1L,
2o #38 Chest X-ray 4 No interval change of
underlying IPF.A7 vsko H(Fig. 6 Z2), L84
9 F4E0] BF AU

el JAFA 24, V1A AR, 25
o] Fo] ien, rojstH o R Phk K,
K, MR, BT, NSl R ks Adehe
ke XigEd slgdtia Ko}, mskkEE AW
Atk EF ERMEABS T, WK E, i
FEEC) 29 B Tl e FANA 383,
@A oz 718, A4, A2, F49 Tl &

L
B 5 on
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R

S £3& 499 A% 270 600mg < 810
Uzt TR S0, 2499 whe} 800-1000mg 0
Z3E 4 Uk fAFE 19 200400mg o) 15
of 5Uz Folae, Aol wet A FUG >
ATk $AHES 3%, P, Y, A, 5717
S Bl ek 4 glok $44€ e 9
F A 4L BT 200me o)5h2 AFH 3 Yok,

Amiodarone &) #HEA-& 1 ARt QoA =
7 IAHA g Hel Sl i E ST Ado]

golalA g At S wd AR, A, A
A9 4o 99 & glo] ZPHAYS a3
o HES AgFor 2dold i Hxjo]
1 &2 Tl 400mg o] 39| §3Fo2 vjdzel
2g5)e gAd A9 ASYL oAle £ 5 9
€ Aoz Holvk. a8y o= Amiodarone
o] H54e] %7 Tt EE BAGle] vE
Ues oz AF BuHn el &3 AgZy
e T & Yehd & Qe AeR uu
dr}. 58] 712 Adgo] sle T0M 0149 aFHx}
T A FEEHA kel AR delA Tk
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2E g Bgd o8] Azel &4 sk
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= Ao Al Cytotoxic T Cell o] 7] HX|#H L A
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= UIA Az AXBY A& s, HE-
AT 2o APAez AXEAN IS/
t}. H]E Amiodarone®] & Z5%o] vldsle] F2hg
o A= VIR H7ME A A B S 2este
YFee €A 9A €t} Amiodarone ¥ E4] 9]
A9Re BEEEY JLEF Hrke 334830
o #A7E Sivka g A e

Amiodarone?] ¥ E40] FLE IxE BE 73,
e v:w?/l Hled | A 27k So] u]Eo]A ol AL 1}

El

R0t AFSe 347 3 Bshol

_4FF

_‘vu. o
N o
N
R
EI
§2
g
e o
fr oX

zﬂl ©
2284 @A}@J}oﬂ E}ED}. %%3‘ 2 °ﬂ-‘E
}\

X-
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S et} restrictive patterng Ho|7|% gt} 225}
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&) = 32, t}3] 8l 3t (polymorphonuclear cells), £ o]
2] 4] 3( foamy macrophages) & F7taAE B F
out, ol duAel BuA H4F32 (dio-
pathic Pulmonary Fibrosis)2] 27 < a1, E84
B.olx) (Lamellar inclusion bodies) & &7}
Amiodarone #1549 £HA 2ty &7
ol
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siepe
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BRI ABCE RPN g 3l o3 7]
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