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WINTUWUNN inguinal lymph nodes 1n valalNsl murmur
(] . .
unzlanlan crepitations

. . e w tC bauvik
Investigations d1AY 9] IuATMUTNM

P
Lab: SGOT/SGPT x 3 159 = Unavua

- EKG : Sinus rhythm, LVH Li§¢non-specific

ST-T wave changes
Chest x—ray : moderate cardiomegaly
Inguinal lymph node biopsy : granulomatous lesion
M350 : Digoxin (0.25 mg) 1 tab OD; lasix
1 tab OD, INH (100 mg) 2 x 2;
PAS (1 gm) Ix3

Y v o o LA v A v
WTuTnlulamenem 1 wuasmsemasses vy
o T ¥ ¢
U  B. fragilis septicemia Iae hemoculture TUNIAN
. LY} t v & [}
i ] ‘Smﬂ'lf]%ll 20 unwalnev source infection Lauwy
A t b o X
Investigations 84 9 lUATIUU U3 nguaaIU
Lab SGOT/SGPT = 1nfi FBS = 104—140 mg%
1 T a a4 ‘) .
EKG : A73uLUSEUINIANADN poor progression of R
waves across right precordial leads, borderline
LVH

Chest x-ray : minimal infiltration of both upper lobes
N135AK ; Antibiotic for treatment of sepsis

Digoxin (0.25 mg) 1x1; Lasix (40 mg). 1x%
INH (100 mg) 2x2; PAS (1 gm) 3x3"
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i‘iJL‘n'ﬁs"nmluTsowa'\umjww 9 e mEanasI s
WeLIaN aTavsumenuales PMI NuAsuminifvae
Lﬁuﬂéﬁ s'h 1S asomn 61 ICS UsY 2 cms lateral to
MCL, \hjﬁ murmur, liver 5—6 FB below RCM, Edema
199997 = 1 +, Investigations

Lab : SGOT/SGPT = 1lnfi ; FBS 96 mg% Alb/

 Gb = 4.0/1.5
Echocardiogrom : Increased size of the heart with
pericardial effusion
Chest x—ray : Infiltration of both upper lobes, much
improved since 22/10/18. Increased
size of the cardiac silhouette
L o & 1 ¥

A133A wmﬂumaﬂglu‘[sowammﬂnmm
wiriane i lsame ey - TaTITiA B MNLUTL o
VBLIN 2 REULASIUANINN 10 T3 A329T9mealen
PMI inun¥ \lﬁﬁ murmur ¥ fine crepitation of both bases,
183910 distended abdomen WOSH ascites MlAAA7 liver
Li'ln
Investigations

Lab CBC: Hgb 11.5 gm% Wbc 7000/cumm with

normal differential count

FBS 90 mg%, Na/K = 133—141/3.2-4.8
CO, = 20-23 mM/L

LFT Bilirubin 0.45, 2.0, SGOT/PT 46/36
Alk phos = 22 U : Alb/Gib = 3.65/2.20
Prothrombin time 14.8 seconds (control

12.8 sec)
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EKG : NSR; poor progression of R waves in
precordial leads, prolonged A-V
conduction, non specific ST-T wave
changes, low voltage in limb leads

Chest x-ray . (3 ﬂi%'lmzaz 10 )
increased size of the heart when
compared to the film about 8 days ago
(17 Jan 77-25 Jun 77)

Echocardiogram : LVH, minimal amount of

pericardial effusion

Upper GI series (Jan 27, 77)

Early varices of esophagus was
suspected
M133041 Digoxin (0.25 mg)1/2 tab OD ; BEAUANAY
L'Mﬁﬂ%ﬂi%‘?]' 3
(meng : Lﬁaéﬂaﬂﬂéhowmum 4 ATONOYU BP 90110/

70-80 mmHg)
ilszIansauas? UAINUUAIAYNT 4 A
l323Ad A2 Lafave? quqm?a”umz 2 789
A3293719N1BUINTY
GA Drowsiness, no respiratory distress
BP 90/60 mmHg PR 84/min PR 20/min Temp 36 C
HEENT Unremarkable
Heart PMI at 7th ICS and anterior axillary line S, galiop
present

Lungs Crepitation at Rt base
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Liver 3 FB,
No edema

No localizing signs

[ 74 oy oy (v
mmnmmmﬂgmmiums bl

CBC
UA

Chemistry :

LP

EKG

Chest x—-ray

N1IINHI

[} "y
Msanuulsalulsingina

Hct 45% Whbc 11800/cumm, N = 91 % L = 9%

Alb, sugar = Negative, Rbc & Wbc = 0

FBS 114 mg% BUN/Cr 11.5/1.2

Na/K = 106/3.4 CO, = 31 mM/L

opening pressare 110 mmH, O

CSF : clear + colorless, protein 63 mg %, sugar 110 mg%
LAH, LVH '

Generalized cardiac enlargement, minimal infiltration of
both upper lobe (unchanged since 29/3/2 = 18 months ago)
VRI9INLANE arterial blood gas Lﬁﬂl‘l';i O, ngi nasal canula
8 L/min, paO, 41-56 mHg 3916 intubate une assisted
ventilation Iﬂil‘l‘;f Bird's respirator with air mixed Lﬁﬂm
Electrolytes ﬂﬂVUN'IW‘l.I'J"I Na = 106 mmEg/ Lla drip 3%
Na-Cl 30 drops/min U3sa10h 1/2 . n’amu}ﬂfmuﬂumn
%0\1511; lasix 5 Amps (V)

a1l P t <&
szmmmﬂag"lu‘[sawmmmmmunnsm 52 ¥1IN9 IS
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N33 HNMULOALHANTIIMIMBIJUAMT UOSMTINHNAIN
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& ' v X XM 4 -~ ° v A
m‘[umamhnmuumqmunamum 38.8 C WIuNsns
ﬂifm'wmuwu coarse crepitation at Rt. lower anterior
74 ] ﬁ
chest wall Chest x-ray 3u§omuwu RML infiltration

I8¢ sputum 37N endotracheal tube WL  numerous
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white cell and gram positive diplococci, both extra and
& re L R . .
intracellular mmsm‘lﬂmm‘lﬂlw morphine, cedilanid
1 = i a
0.4 mg (V) mnﬁ‘ln‘ﬁmmm:nummm'lwnqm:az 30
o v & v . v . .
ﬁéﬂm YHINNNUNINDI maintain NIY isuprel (v) drip

v awn A
raasIanevanlguanisay
cBC (3un 1-2) Het 50 % Wbc 13000/cumm N = 91% L = 9%
Chemistry Na = 107—122 mEg/ L K = 2.8—5.5 mEg/ L

H. QWJJWF....

Co2 content 24— 12—22.5 mM/L
LFT : (a%mﬂw”w) Bilirubin 1:0, 2.3 mg%
SGOT/SGPT = 480/150 Alk phos = 27 u

871 protocol %ﬂmﬂuma‘lmmq 58 11 AUTTINTBIMTIHAUAETEY
wiagviey, U wausw e ummamBaLm“‘131'5"un155"nu11u154wmma
VIMUARAENG 5 A9 IWTLESIA M AT IR 33 DRasnu AUTWEN)
%Lﬁu‘lmwﬁﬁfmmuuﬂsnﬂmmnumﬂmﬂv] uSaedear Tnvans

“S?,U‘]Jﬂ’lﬂﬂu L‘Ifu %U‘UWJI"’B an, ﬂiﬁLW%’ﬂ'lWliLLﬂ:’,U%‘mﬂWNIiﬂﬂﬂ&l

neanswnae Lﬁuﬁfwmalwﬁﬂﬂm;mﬁumoﬂ{mmmn e ls
nmal o WA AU wmm'mu Hywndey e iiun ssuowalsannn
ToUuAu N;JMmanﬂswmmnmimm\muumhﬂau
RALT mu‘lmmmﬂuﬂiwmﬂma ° fUANI Right sided heart
failure U2 lcft sided heart failure WIBY I n Tﬂﬂnmuﬂamuummmm
Lag WRET DML UV TEN BNRBAIAMLIEIMNTIN SAIUNNTTY HIUMT
nravrmelinues lsfissuanliismsuIal evidence 989 valvular heart
disease LW‘iiﬂs\iLﬂﬂWU’iWﬁ murmur LNg uﬂﬂﬁnﬂﬁ heartfailure ﬁﬂmms
ianaTen 9 wnTensnunnssnlumen clinical vesmulEduumut 19
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LTI EKG novanlail Q wave UANITMISAMMLII myocardial necrosis da9
Lﬂum’?m%‘ﬂﬂﬁmn‘smfhﬁ;ﬂqmmﬁﬂ myocardial infarction wnow untiisulanns
TARNBMULYBY enlargement 489 heart \iBunn chamber AluueuAfAe LAH sz LVH

g =S A . o M
UBNMNUN poor propagation 9893 R v, 0 V, %3 poor propagation BUULNAU

1
A (A 1 o Al - -3
MIBINANNIN septal pathology U uaxibl 1962 mulApLIn®1 EKG LUUWNL Dr.

& ve 2 1 o A a . 1 a |
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I. Congenital heart disease
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1.1 Atrial septal defect (ASD)

ﬂ'ﬁsgﬂas‘mﬁl.ﬂu ASD L3WM2TNTINLIW systolic ejection murmur ﬂg'
uIm 2@ left intercostal space Wo2n T4 fixed second splitting sound 391078 EKG
ﬂ')i"ﬁzﬁ complete Mgﬂ incomplete right bundle branch block (R.B.B.B.) W82 Chest
X -ray ﬁmiﬁ increased lung vascular marking LL‘LnJﬁ shunt,
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1.2 Ventricular Septal Defect (v.s.D.)
> o + . e rd th
0UUU V.S.D. AICWLN pansystolic murmur ﬂg‘l.lil,’ml ald y3p 4
Intercostal space u?nmmw'ﬁwmmzqn sternum EKG mu L.V.H. usg
-l
Chest X—ray fi773 evidence 994 shunt
A 0o ] iq ! 1
NN LEAuUAL LY V.S.D. uu
1.3 Patent Ductus Arteriosis (PDA»)

Ay v o
'lm']smm PDA murmur ‘n‘lmuu continuous murmur 'ElEllJSL’Jm 29-(-i

left intercostal space I.Lﬂ'muﬂ“wﬂ‘:‘i‘lﬂﬂél,l.ﬂ?’] 1ﬁm:qn clavicle EKG 3
L.V.H. W82 chest X-ray NONHMIVDI shunt (HWAeINU
mwummmmmwum‘lnhr PDA
mamnwnmnmnNuwa’nmmnmm heart failure luéﬁaﬂmﬁ‘lﬂﬁ
4197N congenital heart diseare LLu !

II Rheumatic heart disease

Y] Ky 1 o 2 ' -

anmwu‘luuﬂimmmmimﬂmmamnﬂmmz uﬂnﬁnnumsma‘a
11oman‘lu‘lﬂmm murmur (R8¢ 1uNU’JUYILL|u rheumatic heart disease LLﬂ"’N
heart failure ‘lmJLﬂEN murmur ‘mau murmur Lmmen LWﬂi‘lﬁmﬁmﬂ

IUNTIND heart failure AIULNT 1310779 WEWAES murmur A99% weilu
Y| Yy wra A . -]
t;jmmmu‘lu‘lﬂﬂumm murmur ORBANLAE Lm:uanmnu 9N chest X—ray
oy 1 o . ° v v
AluwuN calcified 989 valve A8 INTIZAUHALIETY o lainT9sti heart
failuré ¥71%97N rheumatic heart disease
m Coyronary artery disease
;« [l Ha - a - . v on
QUQHSWUHNIﬂﬂ1ﬁﬂﬂ:Lﬂﬂ coronary artery disease lnwseandssin
A [] P~ ] o A S v ]
mwauﬂmmamtmlmjmznag‘[iowmum FUN 3 09 28 AU 2518 WUN
o | 1 1 -l A [ | 2 o
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Myocarditis
Viral : Coxsackie B, Coxsackie A; Echo virus, influenza virus;
infectious mononucleosis
Rheumatic
Septic (including bacterial endocarditis)
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ANATOMICAL DIAGNOSES
: Primary :
Cardiomyopathy, congestive or dilated type. (Idiopathic cardiac hypertrophy)
Mural thrombus of left ventricle, 1X 2 cm.
Congestive fibrosis of liver.
Chronic passive congestion of spleen and lungs.
Hydroperitoneum, 200 ml.
Hydrothorax. (rt. 200 ml., It. 100 ml.)
Hydropericardium, 50 ml.
Granular cell degeneration of cerebellum.
Central hemorrhagic necrosis of liver.
Haemorrhagic necrosis of ileum, superficial.
Bronchopneumonia, slight, lower lobes.
Icterus, slight

: Accessory :

Fibrous and fibrocaseous granulomas, both apicies.
Islet cell adenoma of pancrease, microscopic.



4

-
un 24 ayun 1

. 3
- 4= f -
antsignauns NS 97

unInMy 2628

Y
DNN

1.

Abelman, W.H. : The .cardioinyopathies, in Brauwald, E.,: The Myocardium :
Failure and Infarction. New York, H.P. Publishing Company, 1974.

2. Abidskov. J.A. Personal communication _
3. Evan W.: Alcoholic cardiomyopathy Am. Heart. J. 61:556, 1961

10.
11.
12.
13.
14.

15.

Fowler, N.O.; Gueron, M., and Rowlands, D.T.; Jr.: Primary ﬁnyocardial disease,
Circulation 23 : 498, 1961.

. Goodwin, J.F., Gordon, H, Hollman A, and Bishop, M.B.: Clinical aspects of

cardiomyopathy. Br. Med. J. 1:69, 1961. _
Harvey, W.P., Perloff, J.K.: The auscultatory findings in primary myocardial
disease Am Heart J. 61 : 199, 1961. '

. Mattingly, T.W.:Clinical features and diagnosis of primary myocardial disease.

Mod. Concepts Cardiovase. Dis. 30 :677, 1961.

Mattingly, T.W. : Primary myocardial disease in middle age and older, Geriatrics
22:135, 1967.

Ming S: Hemorrhagic necrosis of the gastrointestinal tract and its relation to
cardiovascular status Circulation 32 :332, 1965.
Oakley CM : Clinical' definition and classification of cardiomyopathies Postgrad
© Med J 48:703, 1972, -
Olsen EGJ: Pathological recognition of cardiomyopathy Postgrad Med J 51:
227,1975 |
Regan, T.J. Moschs, C.B. énd Hellems, H.K : Ethanol induced  alteration of
myocardial metabolism and function Circulation 28 : 788, 1963.
Segal, J.P., Harvey, W.P. :Diagr;dsis “and treatmeént of primary myocardial
disease. Circulation 32 : 837, 1965.
Spodick DM, Littman D: Idiopathic myocardial hypertrophy. Am J Cardiol
 1:610, 1958.
Wilson R, Qualheim RE: A form of acute hemorrhagic enterocolitis affecting

chronically ill individual. A description of twenty cases. Gastroenterology
27 :431, 1954.

16. White PD: Case Records of the Massachusette General Hospital (Case 49-1967).

N Engl J Med 277:1193, 1967.



	อภิปรายคลีนิคร่วมพยาธิ เหนื่อยหอบ, นอนราบไม่ได้
	Recommended Citation

	อภิปรายคลีนิคร่วมพยาธิ เหนื่อยหอบ, นอนราบไม่ได้
	tmp.1673503922.pdf.jygWC

