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Systematic Diagnosis and Long-term Care of
Cardiopulmonary Disease
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Abstract
K14 patient with chronic dyspnea, who is senile female, early had suffered from radical mastectomy,
radiotherapy, autoplastic transplantation, and knee arthritis. Abnormalities of cardiopulmonary function
such as obesita, hypertension, mild left ventricular hypertrophy, and chronic pulmonary disease were
found from K14 patient’s clinical datas, which based on medical history and diagnosis, as well as evalu-
ation of blood pressure, obesity, clinical diagnosis, chest PA, electrocardiogram, ultrasonocardiograph,
and spirometery test. Diagnostic results were exactly analyzed, also long-term cares of K14 patient were

discussed with related to the clinical literatures.

Key words : mastectomy, radiotherapy, transplantation, arthritis, chronic pulmonary disease, chest

PA, electrocardiogram, spirometery.
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Table 1. Clinical examinations from K14 with dyspnea

Blood Chemical Analysis Urinary Analysis

Substance Normal range Result Substance Result
Calcium 8.0~ 10.5 8.4mg /dL
Inorganic p 25~ 45 3.1mg /dL sG 20
Glucose 70.0~110.0 98.0mg /dL H 6‘0
BUN 5.0~ 25.0 38.0mg /dL ‘li o -
Creatinine 0.5~ 1.4 1.2mg /dL Gio em ~
Uric acid 2.5~ 175 7.9mg /dL ot -
T. cholesterol 100.0~220.0 240.0mg /dL Bfo(f;e -

) i 6.0~ 8. 1g/dL
Lb‘fﬁ:m 3 g~ 2 g Z ;g j oy Urobilinogen 0.1EU /dL
T. bilirubin 0.2~ 12 0.3mg /dL Bilirubin -
Alk. phosphatase 30.0~115.0 122.0IU /L Col ;
AST(GOT) 8.0~ 30.0 18.0IU /L TO ‘;r, dit s lfaw
ALT(GPT) 8.0~ 30.0 20.0IU /L uroidity clear
Triglyceride 44.0~166.0 160.0mg /dL
HDL.-cholesterol 30.0~ 80.0 47.0mg /dL
Na 135.0~145.0 143.0mM /L X];é: 103+20
K 3.5~ 55 4.1mM /L Bacteriol -
cl 98.0~110.0 110.0mM /L actenology
tCOs content 24.0~ 30.0 18mM /L
Protrombin time 10 155(100%)

FHA don Femlag AT Qo).

5) H7Z|=(PFT) ZAL

Spirometry® el 3 K149 #H7)% AA d3e
Fig. 2¢} 7t}

K14 $2k= 5719 fAF A2 2F5F2a350] 9l
A& W &8 FVC(76.1%), FEV1(87.5%) 9] 3k
< mildg T A H23 FelE vehygle,

7132 GAAE FAste A7 13 Fol A
é 3t FVC(85.1%), FEV1(75.6%) 2] 3t mild
T A HAE FeE v, 277
‘?J Al FAR "ee Fdew 4R o
Lo A &43 FVC(90.5%), FEV1(83.0%)
o] 2k small 7| = Fgo 2 BA =T} 812

Spirometry¥ ol €% Flow-Volume A& 7|8
SEo} 7IFEHS XE5H YEHO = dlo AF/EA2
Bate] o &) - 2A B7) 5 BE 87)9 flow

gk r°“ J!)l-

Fig. 1. Chest PA view of K14 patient.
Both lung show diffuse interstitial markings and

senile change ; Lymph node calcification in Rt, hil-

ar area(l) ; Inactive pulmonary tuberculosis, fib-
rostreaky density in Rt. suprahilar area(2) ; Vas-
cular frames of arteriovena(3) ; Slightly elevated
hemidiaphragm(4) ; Dilated aorta, hypertensive
heart(5) ; Cardiac configuration shows LVH(6) ;
Bronchia(B).

9} volume Y38 23817 ol oJ&71A] ¥

o W IFITUFTE = B8] Aok =
A HEF(FVCO)9 123
pred(%; pre-bronchodilator) gte] 25
gold Ao A, FVC>80%0)x FEV,
<80%-°13 #H A4 # 23 (obstructive pattern) o
EFetL, FVC<80%°|A%r FEV;>80%0°]%

]213:]_

HE&F(FEV)) Y %
>80% o)
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Fig. 2. Flow-Volume curve of K14 patient by
spirometery.

FVC, 76.3, 85.1, 90.5% obs /p ; FEV, 87.5, 75.
6, 83.0% obs /p ; FEFss, 87.3, 40.2, 35.7% obs /p
FEFs, 59.9, 34.3, 33.9% obs /p : FEFs, 61.3, 40.8,
59.2% obs /p.

While pharmacologic long-term therapy, chronic
dyspnea of K14 patient was diagnosed as a mild
pulm. insufficiency of restrictive pattern, obstruc-
tive pattern, and of small airway disease, respect-
ively.

)84 # A3 (restrictive pattern) &2 E{F3ic}.
azy FVCs FEV, #ho] 2% <80% olatyd wi=
A A HASo] EFE Ao ERH,
FEF., FEFs, FEF;9 714571 BA0] 34 =
B2 flow-volume A9 Z7], Y& WHFPLRE

7

s FRAEYAIA

& FEV,¢] % pred 3kel 65~85%°|" mild, 50~
65%0°]% moderate, 35~50%% severe, <35%
o3}l w) very severe® T A Hrt.

6) AT, MEST A

K14 3kate] AA = A} Ad3be Fig. 33 2ok ¥
A O, W, Vel A Jdefs Pokg &
olFuls Vit Veoli, #44E HI e #k
(Vs, Ve)olldl Rub7t E3, QRSHE Y Fo] He
w, ST Tve] wae) gtk vl fF=(Vy,
Vo)ole Pots B oldAde] B, Repr) 2}
on] QRSE HH S} vl ARV, Vy,
Vi), 28 EE K14 8o 4Ax 2748 244 v
] (LVH) 2 #5531k

a4 v E Holy A%e ¥t ol e
ol gieby 2rake] FEFol HaAFdE, 2Eal
AaZ| M T3] FAFRE o2& &Xs}7] ¢
Blod AlZS-uk ZAE A8

M-mode /2D &34} Doppler £3& 3 & 43
7 2D echoollA] FA14A wlt)Fo] AU A4
sZ7)%= LVEF = 79%%3 A3uete 4o
W @arzo} WA Ze] flom AU o
AF 29 A&t vk AF K4 A=
mildat 2414 vlthel Hade] wAGH o1zt
fo| #AAEEY o)A YA HAA HtiF S
2 waEglen, due] FRgouy HaRel o
Q1A gl &84 ARAZo|FE} T AEEFT &
A opeh, 3 AAE ZaleA @Ag ST}
o) A mE 37, ol Qut, Taprt ddshes ¥4
T} BAEA e How Hol 584 A<
&A1= (angina pectoris) o]u Al 2721 (myocar-
dial infraction)-& ¢JA1Ex] ¥k,

1~

)

3T 4
:
= = +-
e T
T T
I —t P ~ . -
o N e 1
—t ol
=
E I' ¥ o o
H 3. : =
- o ¥
s il o3 11 jne
adad b o B
E 1 =
= : — - =
{
3 ++ o =
] e — o =
= T =
e SRS T T e
| == == T s HE
: v 7 s ==
=t T ! Sre i =1
T
= = *
=

Fig. 3. Electrocardiogram of K14 patient.

Mild concentric left ventricular hypertrophy(LVH) cannot be excluded.
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