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Clinicopathological Conference

A 72-year-old woman with palpitation, short breath,

oliguria, edema and melena
(The 22nd case)
Institute of Geriatric Cardiology ,Chinese PLA General Hospital

Case presentation

The patient, a 72-year-old female, retired
teacher, married, was admitted to the hospital be-
cause of palpitation and short breath after exertion
for 40 years, oliguria and edema of lower limbs for
2 years and melena for 1 month. In 1966 the symp-
toms of palpitation and short breath after exertion
occurred and were diagnosed as rheumatic heart
disease. In 1997 she received valve replacement of
aortic valve and bicuspid valve in Fuwai Hospital
and then turned to be better and took warfarin as
routine for anticoagulation. Two years ago palpita-
tion and short breath were aggravated and tricuspid
regurgitation was found. One year ago severe ane-
mia (the lowest hemoglobin level was 42 g/L) was
showed by laboratory examination. The cause of it
was not identified at that time and was suspected
as hemolytic anemia in Hematologic Department of
Beijing University Hospital. The treatment with
washed red blood cells was given monthly and he-
moglobin could rise to 70 —80g/L. Right pleural
effusion and seroperitoneum occurred half a year
ago and she received thoracentesis and abdominal
paracentesis prior to admission. The pleural effu-
sion was light red and peritoneal effusion was light
yellow, both were transudate. One month ago
stool was tarry like,1 to 3 times a day. However,

she did not undergo gastrointestinal endoscopy be-
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cause of poor heart function, The patient was ad-
mitted for further treatment on December 22, -
2006. She had no history of hypertension, coro-
nary heart disease, diabetes, chronic bronchitis,
asthma and drug hypersensitivity.

On physical examination, the temperature was
36.8°C, the blood pressure 120/80mmHg, the pulse
90 beats/min, and the respiration 20 /min. The
Skin had no

No swelling of superficial

patient was conscious and anemic.
rash and petechiae.
lymph nodes was found, conjunctiva color was
pale, pupils were equal in size, round and reactive
to light. Jugular veins were engorged, trachea was
centrally located, thyroids were not enlarged, lips
showed no cyanosis and an old operation scar was
seen at anterior chest wall. Respiratory movement
of two lungs was symmetrical, and dull percussion
note, weakened vocal fremitus and suppressed res-
piration sound were found at right lower lung. The
heart was enlarged to both sides on percussion,
heart rate was 90/min and regular, and systolic
murmur of grade 3/6 at tricuspid area was detected
on auscultation. The abdomen was inflated, no
tender and no rebound tenderness were found.
Liver was palpable 10cm under right costal mar-
gin. The spleen was not palpable. Shifting dull-
ness was present. Bowel sounds were normal.
Backbones and limbs had no abnormalities and ten-
derness. Both lower extremities and lumbosacral

area had pitting edema. Arterial pulsation of both

dorsum pedis was normal. Physiological reflexes
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existed, pathologic reflex was absent. Laboratory
examinations;: WBC 9. 9X10°/L, N 0. 96,RBC 2. 64
xX10%/L,HB 75 g/L, PLT 194X 10°/L, INR 2. 17,
pro-BNP 2408 ng/L, TP 56.8 g/L,A 33.5 g/L,BUN
8. 81 mmol/L, UA 613. 0 umol/L, Cr 87. 6 pmol/L,
TBil 24. 7 pmol/L, DBil 10. Opmol/L,LDH 485U/L,
Ca 1. 94 mmol/L. Heart ultrasound found: @ left
atrial diameter 71mm, right atrial diameter 54
mm,right ventricle diameter 44 mm, left ventricle
diameter was normal; @ pulmonary arterial pres-
sure 50mmHg; @ severe tricuspid regurgitation
and doubtful left atrial thrombus; @ EF 54%.
Chest X-ray: pulmonary congestion. Abdomen ul-
trasound ; congestion of liver and ascites.

After admission, the patient received diuret-
ics, anticoagulants, blood transfusion, sympto-
matic and supportive therapy. The patient’s condi-
tion improved and she was transferred to general
ward on December 30, 2006, Dyspnea aggravation,
oliguresis,acute left heart failure and type-2 respir-
atory failure occurred because of pulmonary infec-
tion. On January 6, blood gas analysis showed:
pH 7. 06, PO, 69. 8 mmHg,PCO, 66.0 mmHg,AB
18. 3 mmol/L,BE—10. 3mmol/L. Heart beat and
breath suddenly stopped at 17:35. The patient re-
ceived cardiopulmonary resuscitation, intermittent
administration of respiratory stimulant, adrenalin
and bolus intravenous injection of sodium bicarbon-
ate, tracheal intubation and respirator-assisted res-
piration immediately. The resuscitation was suc-
cessful. Targocid and mepem were given for trea-
ting pulmonary infection. Urine volume increased
to 2000 ml per day. Stool occult bloud was positive
intermittently. On January 19, 2007 the respirator
was removed successfully. Thoracentesis and chest
drainage were given because of considerable pleural
effusion. Bloody pleural effusion 600 —700ml could
be drawn every other day and tumor marker CA,;
in it increased obviously. Chest X-ray did not find
tumor. Computerized tomographic scanning could
not be done because of the patient’s poor condition.

After removing the respirator, the patient’s condi-

”

tion was stable for several days,but later dyspnea
was aggravated and oliguria emerged. Blood rou-
tine examination showed total WBC count and neu-
trophils increased. Sputum culture showed
stenotrophomonas maltophilia and ticarcillin was
given according to susceptibility test. Diuretic was
given every day. Dopamine and nitroprusside
sodium were pumped into vein to improve heart
function. Initially urine volume increased, but diu-
retic resistance appeared gradually. Dropsy became
more serious day by day and extended to all over
the body, and dilutional hyponatremia occurred.
Warfarin dosage was adjusted to 1. 5-3mg/day ac-
conding to INR value, which fluctuated at 1. 51—
6. 23. On January 22, gross hematuria appeared
and INR was 4. 87 at that time. On January 28,
INR was 1. 85 and urine routine examination still
found the visual field full of RBC. On February 1,
INR was 3. 51, the gross hematuria disappeared
and urine routine examination found RBC 7-10/
HP. But urine volume decreased further. On Feb-
ruary 3, urine volume was merely 300ml whole day
and did not respond to diuretics. In the morning on
February 4,the patient’s BP decreased, heart rate
decreased to zero. After cardiopulmonary resusci-
tation and respirator-assisted respiration, her
heart-beat and BP recovered. But spontaneous
breathing and consciousness did not return. The
urine volume was 20ml whole day. Bloody liquid
effused from oral cavity. The tracheoscopy found pneu-
monedema. Laboratory examinations: pH 7. 318, PO,
177. 9mmHg,PCO, 50. 7 mmHg, BE—0. 6 mmol/L,
BUN 9. 96 mmol/L, Cr 88 pmol/L, serum kalium
4. 77 mmol/L, serum natrium 123. 7 mmol/L, WBC
11.1X10°/L,N 0. 90, HB 60 g/L,RBC 2. 14X 10**/
L,PLT 251 X10°/L, INR 3. 28,D-Dimer 4. 68 mg/L.
Continuous bedside hemofiltration by nephrology
department was arranged in next day morning.
However, at 8:40 on February 5, the patient’s
heart rate began to decrease, BP descended again

and nasal cavity bleeding occurred. Dopamine, ad-

nephrin, anisodamine, sodium bicarbonate were
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given to raise BP, strengthen heart function, im-
prove circulation and correct acidosis and continu-
ous closed cardiac massage was applied. The pa-
tient did not show any sign of resuscitation and
died at 9:43.

Clinical discussion

Dr. WANG Xinhua : The clinical characteris-
tics of this case were as follows: Drheumatic heart
disease had existed for 40 years and 9 years ago re-
placement of aortic valve and bicuspid valve were
given; @ warfarin for anticoagulant therapy was
given for long time; ) one year ago anemia was
found and treated with blood transfusion intermit-
tently; @ the patient was admitted because of short
breath, oliguria, edema and melena;®after receiv-
ing diuretics, anti-infective, symptomatic and sup-
portive treatment, the patient’s condition was sta-
ble. Later on pulmonary infection induced acute
exacerbation of congestive heart failure, stagnation
of blood in lung, oxygen diffusion disorder, respir-
atory tract spasm,carbon dioxide retention, respir-
atory failure and acidosis. The functions of all or-
gans further decreased on the basis of long-term
stagnation of blood and hypoxia. The outstanding
manifestation of kidney dysfunction was oliguria to
anuria. According to the history of the patient, di-
agnosis of rheumatic heart disease and heart failure
could be established. But the cause of anuresis was
not clear, Referring to this patient, the choice of
the right moment for hemofiltration in the cases of
multi-organ failure needs to be studied and dis-
cussed further.

Dr. XU Qiang : The diagnosis of the patient is
clear, After admission she received diuretic, anti-
inflammatory, symptomatic and supportive treat-
ment, her condition improved for a time. After-
wards pulmonary infection was aggravated, respir-
atory failure appeared and resulted in breath and
cardiac arrest. First rescue was successful. After
removing the respirator, she had refractory asth-

ma,diuretic was more and more ineffective and lig-

>

uid was retained. Oliguria and anuresis occurred
which aggravated heart failure. Breath and cardiac
arrest emerged again. Cardiopulmonary resuscita-
tion was successful, but brain recovery was unsuc-
cessful. Rescue was ineffective and the patient
died.

Dr. GAO Wei ; The patient state of illness was
protracted with multi-organ insufficiency. The pa-
tient's condition improved for a time. Then infec-
tion of lung was aggravated and breath and cardiac
arrest appeared. The first rescue was successful.
INR fluctuated significantly and hematuria ap-
peared intermittently. Then anuresis appeared. 1
think that the causes of asthma is multifactorial.
Cardiac insufficiency is the principal one,combined
with pulmonary infection. Chest X-ray showed en-
larged heart, and the pleural fluid was transudate,
which indicates that heart failure is severe. The
patient had edema of the whole body. After taking
diuretic, urine volume increased initially, then diu-
retic was ineffective, and anuresis appeared. These
factors aggravated heart failure and pulmonary in-
fection could not be easily controlled. The patient
died of respiratory failure and cardiac failure. The
cause of anuresis may be as follows: @ haematuria
repeatedly appeared and thrombosis may occur in
collecting duct of kidney; @blood stagnated in ve-
nous system and organs were in ischemia and hy-
poxia, so the function of glomerulus was influ-
enced. Therapeutic measure for oliguria and choice
of right moment for hemofiltration were worthy to

be studied further.

Pathological discussion

Dr. LI Jiayue:. The major pathological {ind-
ings were as follows: () rheumatic myocarditis;
rheumatic valvular disease; @) mitral-aortic valve
replacement; @ aortic valvular mixed thrombus;
@aortic atherosclerosis with fibrous plaques; @ bi-
lateral pulmonary emphysema, pulmonary edema,
lung hemorrhage, acute and chronic inflammation

of lung; ®bilateral pleural effusion (500ml at left
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side , 200ml at right side); @hemorrhagic ascites
(about 1 500ml); ® congestive cirrhosis of liver;
© chronic congestion of all organs, especially the
spleen and liver. From the pathological findings,
we can consider that the cause of death was circula-
tory and respiratory failure as the result of pulmo-
nary infection on the basis of chronic heart failure.

Dr. ZHAQO Yusheng : 1 agree with the above
opinions, Because of long-term rheumatic heart
disease, enlarged heart and heart failure,
pulmonary infection occurred repeatedly. The effi-
cacy of diuretic was not good and there were pleu-
ral effusion and ascites, these were related to in-
crease in venous pressure due to chronic heart fail-
ure. The patient suffered from heart disease of ter-
minal stage and had respiratory muscle failure. Af-
ter successful resuscitation at the first time and re-
moving the respirator, carbon dioxide retention
gradually appeared. In the case of metabolic and
respiratory acidosis, hypoxia was aggravated and
renal function was hard to improve, water and so-
dium retention were aggravated further, resulting
in oliguria and anuria. Liver congestion resulted in
congestive cirrhosis. Both heart failure and liver
cirrhosis can cause profuse ascites. Autopsy
showed that chordae tendineae of tricuspid valve
thickened and the root of valve was calcified, but
the valves did not thicken and fuse obviously. So

obvious tricuspid regurgitation was mainly func-

tional. There was mixed thrombus on the ventricu-
lar surface of aortic valve, so thrombo-embolism
could not be ruled out, The thrombo-embolism is
most commonly seen as cerebral embolism. Since
cranial dissection was not done for the patient, so
this possibility can not be fully ruled out. Erosion
of gastric mucous membrane and dilatation of mu-
cosal vessels could be seen under microscope. It is
considered that this was stress erosion and hemor-
rhage resulting from hypoxia. Finally multi-organ
failure (MOF) appeared. MOF was related to in-
fection and hypoxia. Warfarin can increase the risk
of hemorrhage. Furthermore, many factors can in-
fluence the effect of it. The dose of warfarin taken
by the patient was not large, but INR fluctuated
considerably. Hemorrhage coexisted with aortic
valvular thrombus. Later on hemorrhage of many
sites appeared and was considered to be related to
warfarin and infection. Evidence of diagnosis of
DIC was not enough, because of no thrombocyto-
penia. So the dose of warfarin should be individu-
alized and closely monitored. Besides, CA,,; in-
creased but tumor was not found in this case. It is
considered that increase in CA,;; was related to
nerve - endocrine activation and reflected aggrava-
tion of heart function. Previous study has demon-
strated that there was relationship between heart
function of heart failure patient and CA,;;.
(Translator: WANG Xinhua)
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