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Massive Ascites — Hepatomegaly — Pulmonary hypertension and RVIL.
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sclera, marked engorged neck vein &
pitting edema both legs

Chest : — Dullness at bhase of both
lungs, medivm crepitation of both lungs.

Heart : — Apex beat 5th 1.C.S. lat.
to MCL =2 cm. Bulging of precordial
area. no thrill Pansystolic  mummur
grade IV at 3rd Lt. 1.C.S. & MV.A.
2nd sound at P.V.A. increase and split,
Ist sound at M.V.A. slight increase.

Albdomen :

— Ascitis + ve

—~ Liver 3 F.U. firm, not tender.

ﬂﬁﬁi?ﬁ]gmﬂﬁj

B.P 160/70 mm. Hg. P.R. = 74/min.
R.R. 26/min. Thin patient, toxic
Lab Sept. 70

Rbe 4, 05

Hb 10. 6 gm.

Whe 8750

N 59

L 40

Band form 1

Sept. 24, 70 Sept. 30, 70

8300 10,100
77 75
23 25

Urine : - (15 Sept. 70) W.b.c. 5-10/HD, Bile = + ve, Urobilinogen = + ve

Bl cihemisty 15 Sept. | 25 Sept.
B.U.N. 16
Cr. 0.9
Sugar 30
Albumin 4.3
Globulin 3.4
Na 132 127
K 3.3 2.5
Cl 99 90
co, 14 19

27 Sept. | 30 Sept. | 10Qect. 6 Oct.
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Liver function test

9 Sept. 70

30 Sept. 70

Calture
Glucose

Cl

no growth
105
102

Bilirubin—total 3.0 mg. % 3.2 mg. <
divect 1.05 1.4
CF ot
T 13.4 15.7
yAN 29.2
AP 6 9
GOT 54 24
Ascitic fluid : - 16 Sept. 70 2 Oct. 70
Yellow Yellow
Sp.gr 1014 1012
Protein 1187.5 mg. % 11625 mg. %
cell 19 cell/cu. mm. 9 cell/cu. mm.
Lymphodyte 100 % 100 %
Pop smear neg neg
Smear for AFB neg

no growth
110

Hemoculture (24 Szpt. 70) no growth after 24 hrs.
ASO titer (15 Sept. 70) 625 todd unit. (24 Sept. 70) 333 todd unit

o

15 Sept. 29 Sept. 6 Oct.

Venous pressure 34 cm. H2O 34 cm. Ho0O 32.5 cm. H,0

Tuberculin test (30 Sept. 70) neg.
N-ray: —
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E.K.G. Right ventricular hyper-

trophy
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Final Anatomical Diagnosis

Chronic pulmonary arterial thromboembolism;

Pulmonary arteriosclerosis, advanced,;

Myocardial hypertrophy, right (15 cm.);

Chronic passive congestion of the liver and spleen, advanced

Ascites, 10,000 cc.;
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