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Clinicopathological Conference

A 60 year old man with chest upset, breathholding, lower extremity

edema and nocturnal dyspnea
(the eighth case)

Case presentation

Department of Nephrology, First Hospital , Peking University
Depariment of Coronary Heart Disease, Fuwai Cardiovascular Disease Hospital , Chinese Academy of Medical Science

The patient, a 60-year-old male, was admitied to
CCU of Fuwal Cardiovascular Hospital, Chinese Academy
of Medical Science, on Dec 22, 2002, for intermittent
chest upsel for 10 years, breathholding and edema of lower
extremities for | year, and nocturnal dyspnea for 2 months.

Ten years ago, he began to suffer from precordial
discomfort after exciling and exertion and was suspected to
have angina pectoris. The sympiom was not alleviated af-
ter taking aspirin and traditional Chinese medicine. One
year ago, he was diagnosed as old myocardial infarction,
anterior, in local hospital and began to take nitrates.
Meanwhile, proteinuria { + + to + + + ) was discov-
ered and edema occurred on the lower extremities. Two
months ago, the symptom of breathholding became more
severe and nocturnal dyspnea oceurred. The total volume
of 24-hour urine decreased to 1L. He had ne history of
hypertension, diabetic mellitus, tuberculosis and connec-
tive tssue diseases.

Physical examination:; BP 100/60 mmHg, clear-minded-
ness, no conjunctiva pallor, and no macroglossia. His jug-
ular veins could be seen engorged. There was dull percus-
sion on both lower lungs with decreased vesicular breath
sound. No rales and pleural friction rub were detected.
His left heart realm was a litile increased. The heart rate
was 88/min with regular rhythm, His heart sound was
low, P, < A;, and no cardiac mumurs were heard. His
enlarged liver was touched without tendemess. Liver-jug-
ular vein reflux was positive. Shifting dullness was doubt-
fully positive. There was pitting edema on his lower ex-
tremities. No abnormality was found in his nervous sys-

tem.
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Laboratory examinations: blood rouline analysis:
normal; 24-hour urinaty protein: 4.2 g3 Alb: 23 g/L;
urinary RBC: O-1/HP; SCr: 103 umol/I.; serum urea:
5.7 mmol/L; Glu: 5.3 mmol/L; ALT: 18 IU/L; AST:
29 IU/L; TG and Chol: normal; CK-MB: normal; plas-
mapheresis: no monoclonal globulin; serum caleium:
2.26 mmol/L; phosphorus: 1.15 mmol/l.; HBsAg(-),
ANA(-); ESR: 23 mm/h; CRP: 4.6 mg/L; ECG: sinus
thythm with [[* AVB, Mobitz type I, QS wave was
showed on [l , Il , aVF, and V,-V, leads. Chest X-ray
showed mild pleural eflusion on both sides and heart en-
largement . Echocardiography revealed enlargement of both
left and right atrium, mild thickness of left ventricular
wall and interventricular septum, and mild to moderate
amount of pericardial effusion. The left ventricular end
diastolic diameter(LVEDD)was 5.3 cm, ,and left veniric-
ular ejection fraction (INVEF) was 53.6% . Abdominal
ultrasonography showed enlargement of liver and both kid-
neys and ascites .

The patient was diagnosed as biventricular heart fail-
ure, nephrotic syndrome and was treated with positive in-
otropic agenls, diuretics, nitrales and anticoagulants. The
symptom of breathholding and edema were alleviated, but
refractory hypotension persisted. High dosage of intrave-
nous dopamine of 10 pg/{kg-min) was needed to main-
tain the blood pressure at the level of 30/60 mmHg, and
massive protein was consistently present in his urine. No
significant change was detected in ECG, however, in-
creased thickness and uneven resonance of ventricular wall
were found in UCG 15 days later. The amount of pericar-

dial effusion was decreased.

R 0004 T, LEA¥E -ERTARNAD  YEEFF IR RAChERERACHFREGE)
EEFHA AN, B 19685102 L EHA ESX M B2 HER. K-mal:gl853 @sina. com



FHEETHRTRRANE 2004 F 3 3% F 18 Chin J Mult Ogan Dis Elderly Mar 2004 Vol 3 No 1 .+ 53 .

Clinicopathological Discussion

Dr. Qi Zhe (from CCU of Fuwei Cardiovascular
Disease Hospital, Chinese Academy of Medical Science )
This is an old patient with intermittent non-specific chest
upset for 10 years, and began to receive nommal treatment
1 year ago because of his breathhalding and edema. Ac-
cording to his symptoms, physical examination and labo-
ratory tests, we lend 1o believe that the etiology of his
biventricular heart failure (mainly rightside) was a spe-
cial kind of cardiomyopathy. The reasons for excluding
the diagnosis of coronary heart disease (CHD) were as
@ No typical angina pectosis. @ No ST-T
changes in ECG. (3 Nitrates could not alleviate his chest
upset. @ If the QS wave showed on lead I, I, aVF,

V,-Vs was a manifestation of an old myocardial infarc-

follows :

tion, his left ventricular funetion should be worse than
present. Also, abnormal movement of his left venlricular
wall was not found in UCG. Therefore, cardiomyopathy
may be more suitable to explain his ECG. &) Right heart
faiture is hard to be explained by CHD if the patient did
not have a history of right ventricular infarction. So, I
would think it was a kind of cardiomyopathy that caused
his cardiac hypertrophy. Typical hypertrophic cardiomy-
opathy could be excluded because of the age of onset,
the symmetric hypertrophy of the right ventricle. Consid-
ering his refractory hypotension in combination with nor-
mal LVEF and plasma volume, I suspect that the etiology
of the heart disease was amyloidosis. But how can it be
definitely diagnosed and is amyloidosis the same cause of
kidney disease?

Dr. L Gang  from Department of Nephrology ,
First Hospital , Peking University ) : The renal manifesta-
tion of the patient is nephrotic syndrome (NS). Several
common causes of NS in the elderly should be consid-
ered, including diabetic nephropathy, renal amyloidosis,
and renal injury due to neoplasm and multiple myeloma.
Among them, only the diagnosis of renal amyloidosis
could not be excluded: (D) it is a high prevalent disease
in the elderly, @) myocandial hypertrophy, biventricular
heart failure and atrioventricular block are common mani-
festations of amyloidosis’"’ , with definite exclusion of hy-
pertensive heart disease and hypertrophic myocardiopa-
thy, @ refractory hypotension persisted after improve-

ment of left-side heart function, indicating the influence
of amyloidosis on blood vessels, and @) massive protein-
uria without hematuria, and enlarpement of liver and
both kidneys are characteristics of renal and liver amy-
loidosis. The next step is how to give a definite diagno-
sis. Amyloidosis needs Lo be testified by staining the tis-
sue with Congo red to demonstrate the presence of amy-
loid deposition. Renal biopsy in the hypotension patient
is dangerous because severe bleeding is a common com-
plication. Lingual biopsy may not be positive for Congo
ted stain without macroglossia. Biopsy by proctoscope
may not be sensitive without abnommal defecation. It was
reported'” that skin biopsy is sensitive (979 ) in finding
amyloid in patients with amyloidosis and it is a simple,
safe procedure. Refractory hypotension of the patient in-
dicates extensive involvement of his blood vessels, so [
believe that amyloid may be found in subcutanecus blood
vessels.

Dr. Zou Wanzhong ( from Department of Pathola-
gy, First Hospisal, Peking University) : Congo red stain
is positive in basement membrane of sweat glands and ar-
terioles of the patient. Coupled with clinical data, diag-
nosis of amyloidosis in this patient can be confirmed.

Dr. Qi Zhe : Amyloidosis is nol g common cause of
heart disease and has poor prognosis and poor response 1o
therapy. The median survival time for patients with con-
gestive heart failure is 5 months, Although heart function
has been improved in this patient, his blood pressure is
still hard to maintain at a safe level. 1t would be approp-
riate to give him colloid infusion and to stop using diuret-
ies.,

Dr. Wang Haiyan (from Department of Nephrolo-
gy, First Hospital , Peking University ) ; 1 agree with the
diagnosis of amyloidosis. Next step is to make it clear
whether it was primary or secondary. The patient has no
history of chronic infection and connective tissue disease.
The laboratory data showed a mild elevation of ESR, nor-
mat CRP and nommal serum immunoglobulin, so we can
exclude the possibility of secondary amyloidosis induced
by chronic inflammation and multiple myeloma-associated
amyloidosis. At present, I prefer the diagnosis of primary
amyloidesis, which can be confirmed by potassium per-
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manganate oxidation test for skin specimen. It needs to
be mentioned that the prognosis of this disease is very
poor. The median survival time of diagnosed patients is 17
months. Moreover, for those with congestive heart failure
the median survival time is 5 months, and less than 5%
of all the patients survive 10 years or longer from the time
of diagnosis. At present, there is no satisfactory therapy
for these patients. Recently, several studies have showed
that stem cell transplantation can improve significantly the
prognosis of patients in early stage, but for the patients
with heart involved, especially with heant failure, stem
cell transplantation may increase their momality““'ﬂ .
Therefore, it is not appropriate for the patient to receive
this therapy . Since the patient is in late stage of amyloid-
osis, the therapy with melphalan combined with pred-
nisone will not take effect. Also, the patient may not tol-
erate it well. In this situation, the only thing we can do is
to alleviate his symptom, to stop using diuretics, and to

* *

*

maintain his blood pressure at a safe lovel.
( Translator: Liu Gang, Li Jianping)
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F.600 %, HEMELLHTXAE 10 RE, K
S IUFEKS 1 &, mMEARRIAEEE 24,
F 2002 £ 12 A 20 HIEABRSHC MR CCU MR
Fro BET 1992 FHEEER. FRELALHEK
FER, T, 08, SR AR/, S EN
FLAFE SRR, BHATRE2~3 K, 4t
BB K ml O SR, B 7 B ST PR AR T
T, 2000 4R 11 A, ERCS L UR oK, 7 it
BEBe 2 O B4R /R “WhiH MR B8 DIBESE " R B H
++ B+, [R] O AR Y R R IS 25 4 B BT I AR
2002 47 11 A FRlf, BRI e, G 3ha SR,
T A RERE,, RBRAES H 4 1L, 903, KEN
FH. MHE—SLBRAR, BEXERRA. S
. SR RGBSR, F D TR LRRE

ABE 2 BP 100/60 mm/Hg, HiiE, 1 S5BER
HH, BARK, BRI TR, BT B0 i, o0 B
&, KRB ERMEERE, ZLCARMA, LESS
W/min, B, LB MR, P, < A,, SR B RS BN
EROOERE, BT, FFWT 4 om ATRER, X

RS , R AE B , BB B PR 3 T BE PR,
T PRI MK Beb , SR sh Bk i sl B3, W& R
HRERLRN.

HORE DEMEN; REQEER 4.2 gd,
Alb 23 g/L; RITEFERLLHM 0 ~ 1/Hp; SCr 103
pmol/L, Urea 5.7 mmol/L; 25 B [fL ¥ Glu 5.3 mmol/L,
ALT 18 [U/L, AST 29 TU/L, Ifi §§ IF ¥ ; 1k .0 L ES
¥ MEECBECRL M4, HF2.26 mmol/L,
IMFEBE 1. 15 mmol/L; Z PR B ML iH ¥R (- ),
ANA( - ) ;ESR 23mm/%F 1 /MBF, CRP 4.6 mg/Ls: JLoHL
B b o, QRS JE A T L T .aVF .V, ~ Vs B QS
RO A B T B T M S X 20
R R B BOR, R K R L A
D FEK, EZFRABRNGS.3 om, EZRERZEE
bR, 2o BEE B X B, LVEF 53.6% , ST
EEREE, CEEVRLOCEE. BB AN
B A K,

ABEREAHT 2 DTIRER 15, B RS,

BHEABT , &30 FIR BRI R E
T UK AR, (B I KR B R LE , £ B
BRFARTE 10 pg/(kge min) LA b A BEHE I 6 44575 90/
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60 wmbg, I N KR BE AR, B AL 5 LIRT
SR A B A, 4 A IS O gl SRR LA Y
ZEACH ERERR L E R 1.0 om, EEBE RS HR
JE 1.4 om, [EIFIHE B A, LEBMBBED.
B L K B R iR 8 BB T —2B9R 0T
PR ATV EIiIEAT T4,

2 IEFRRIEE

RPN A AT B, e IR 10 E A9 3RS
REEE L RALE, - EXFARE RS 2
TR BeSE LA IE M 18 TR , TR GG - M9 B o i
PP iR, RIMH B AR ARG R
A, AT S MW F 8 & A7 BAY R — .0 IR 5 30
M2 BB S (O ZEE R ), 700 BT Rtk
RN, B O R A RBECLEER. ©
LRETH B SN, OWMBEEEAYN TER
ERFRAEE, O .M .aVF,V, ~V, $5 Qs &
QRS i, &R TWRIE LUESE, KA GCIRER L B
iz R OB R A SR EGES R Y, %
EZBEEY FEALRRER; B, B0 mERE
FARBRIRC AT FE B4 A [, L Ut TT 8 35400
F. OELREBEFLHONERSE, — B BT
ARELER TIAARERHEREREE XM
Wo WIEBRIELRZG, FERACHETES
LS BEVE IR |n) 7 SR, BE AR 0 I e, R T i
—RL . FARE R A R E R K, EB R
FrEERE A AL IREA 0 £, RITTER AL B )
AV BILAR , TTIA A B — Rl R 28 1 1.0 WL
HKELENNAEBRF AT ERR LHERT,
) I A AL, FRAT] G % a o e R A
(AM) BT B, {E L dnfaf#hi27 & BF B3 R R —
B AR S FANRERSE HEEELnE
Tigxis , 1 BhERAT T 0H R . '

XU B9 - 3 H B0 B A I bR 80N B i
FIE(NS), X FEE B¢, B i LR+
R . B U E 5 T AR A R R B o 1R
AT S e B VIE AR VT 120 S S A e o B S B '
TeAT B i R SR IR (1 I B 5 9 5 45 I AT 25 0
RN, BRI EZ B RS , A8
TR NS HRHA—AM FEE B E AR E
BRI e, —REEELTARNERE
W ROERE. . £0ERS BEASHER
BB PR AR b3 WL B4 760 I RS s L
FE, T3 S0 9 200 HE S b0 A AR P R i

B SRR A O REER, IR, A5
AIERAAMERRT2S0E; WEREULE
HER BUFEA R T, BE MR, &3 ke
MBI G RGP R BERTRER GO T RER 238
B, HEARS AMBE2E, BEEBELSR—
MR, R MRE D, OIS S RE
HUKBEAR, HEB NS BEFEEE L B0
BN ESRAEMREA AN, BEETRMTEA
EERGME, HILT LBAXFTTRE . 25047,
&G RE AM WATREMER K. 304, BT m?
FRBERER RN O EE A R, FRSE
FRE AR 2R S A o Ay AT BB PR K, HETA
FHOUE ¥ AR E AT 1, B R AT
R BEERK, GiERAHER AR THAME
AW EEHEEREE RN, BRERR
B2 A HEY R0 KRN R E A
9%, BT 7 — B E M TP A FIEE, EHE)
Prdm /MRS S ) B SE, 1T0 HL AS f50 E5  ]  fF o Hs
FHH SRR ER 125 B, KT M/ I & 1R
FTREA TEREE UL, R NIR 4L 4 5 T B 2
Wie, H, RAEEREER THT KRGS

a8 BRI (ALK F 8 — BB #Ah) Bk
Pl LR R R B R S p R R/ Bl B
ISR LT Yo fe P 45 B0l FRAT &AM,

HEEIT: AM2EHE 5, X RO R >
WA, ARBUS BRITHHRE., TRERELOH
EPEAFRFAKN SR, MiZEE 10 F0 0
R R — 4 R R E AR A AR
Heo HBTEE GO EE B AT o, L S8y i R AR
E ERHEE KA TR S R AR, TTRE SR R
5. MTARRERRE, SRS WEITEHE
frAaghEN?

FiEREM. (LK E—ERERR) A2
7 T ) 2 R T UL R R B AT, (LR FE L - (DX
P BRSNS SRS 4
BRI B RS UL MR, T
WiTEEs R ERME I ERAE YR, B
EEARREE, Bt SR L BRI AR
Hifl REERAFER R CEPHEES, OB
B AM CHiS, Hib Nt — R o R RE WS B 4%
Kt BE T KRG R S 4 4R R B, ESR Y
TR CRP 1%, 6 LA A ME M S0 0E 51 R B 4k & 138
B . AGERN SRS EE
I, HRERA T EfE R AM B AT RE, DA | i
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BXE&FR FFH—2 9. Baeeis s
AM, Tl R HEAT 4 L R R R AR F AR, ©
XKFWIT RIS, FEHE R ART S RE B
BRI PRATIERE 17 AR, DR REANS A
A HAT A R RI6IT ik EK— itk Rt
FEN, BMTERBET BN EL R, E

R B GBS R BLR L R & R
SR | B, % R R AT 16
YE ) Th3k 2 R JB AT I7 S SO R W R,
BERD AR B, B R R RS
57, PERMRA, AR ATRELIE,
(FHELHALES4R)

R E AR

EBHEEEMAEE SR ENRERESE
PMN & T-#0 1L-8 7K S 4

L EBRE HAK A Fa

PR A (PMN) B E3(IL8) REBHERT
ThRE BB EE-ATF (MODS) B B4 F1 4 F . RATT 2000
10 A % 2002 5 3 A 4R T 98 MR 2 1 B (COPD) & 3F
MODS B & PMN J T IL-8 K ¥, § 7E38 /R H Bl 4 I
#1, 2 COPD & 3 MODS 774 BILRAR .

1 N&/E5HE

3% OOPD fB& 65 @, & 3F MODS 26 #, P 3B 47 f,
L8, Fi 60-~8 %, EWXHA 190, 5 124, &7
P AFIE 60~ 78 % . COPD BEDRERHBAL S HE
A S A oM, RARREECR 1< 10 /ml, 1090/ 1
% RPMILGA0 353, 37°C 5% C0, 355 24 ho WRIERGH
H M, PBS BEFE I, B 75 9% ZBEE A 4 h, 2 RNA BEEF30 min,
R AEAMAE L R AR . W L8 WE i E
SERMEAR PRI RS S REA L RNE.
BOELL z £ 5 8 R « B EHBREI.

2 & R
T 1 545, COPD & JF MODS B PMN JT R B{L T4
4 COPD FALE ¥ 3T HBLA( P < 0.05),IL-8 80 B B T 8A4k COPD

£1 &£ COPD &3 MODS BE SHE PMN AT ®

BILSE®(:xs)

H oA A% PMNPFT- (%) IL-8{ng/ml)
A3 MODS 26 29.45:12.82%7 0.980.17*"
B4 COPD 39 42.28: 18.64° 0.72x0.11°
EwS 19 56.31:16.69 0,67:0.09

o SERHA LS P<0.05, 584 COPD B P<0.05
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HEZ IEF

HIEESRH(P<0.05), FH PMN TR 5 18 HZM
ERAHE(r=0.48, P <0.05),

3 O#

COPD BUSHMENRT . EXWARBENEL
WHIZRR, TRER & MODS, WAL &, EHEE, BN
SMRFTIE R A mE, R ARVA ESR FEFTER
THEE B ARITER T EEE. ER COoPD REL A
M S HPIIAEREA 3EY, APEE REN, £4F CoPD
BE PMN E TR, m I8 AKERE, R H G MODS &
FHE. VBEREE, NFHARETFERBR, ATER
PMIN 10, B F T B R JUE M HCE R A LR B B
1 0 FkEE T BERR BT SRS AE SR . PMN ESE R B
& RE R PR RS RAE R L B B R
HEER, -BRERNMEEREHERELHHUBETZH, N
B K MODS. PMN T REEFFHA REFMAEFT PMN £
B R 2 B LG, 35 A I R B PMN W R AT A R
£ RBEAY, B, WMEAE L8 AF, T PMN FC,
FIPSITEHIE, By74 COPD &3 MODS, R EA T FERIR )
WA M.
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