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amswitesvey wausuldldwseusillousisq Ml¥iinds congestive cardiac
failure  dauemsTWnne 2 d19tuludeszsunnlwiings sensory polyneuropathy  L@auy
MNuan1InTIRTInNgazteldannsainaaslsale

Nﬂﬂ'liﬂi’]ﬁ)ilﬂﬂfﬂﬂ
Wt. 60.5 kgs. Ht. 155 cms.  T. 37.2°C RR 40 PR 60 regular B.P.
170/90
pitting oedema of legs 2+
CVS: apex beat 6th ICS outside MCL
no heaving — no thrill

Heart sounds S3 gallop no murmur
Lungs: crepitations both sides L > R
Abd: Liver enlarged 10 cms. below right costal margin. Spleen not palpable
NS. absent AJ’s

diminished pin prick in both legs from knees downwards
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N‘lJ?EJﬁEJusJ congestive cardiac failure ’mnﬂ‘su’mm\l orthopnoea (mﬁaﬂnm
UDUIIY) mwmiﬂuu murmur LLG]‘INGVL@EJumf;IWI 3 In "N‘]Jm\‘m’nu left ventricular failure
nsladuldgainla 3 1dee (triple rhythm) Wwdsanteusnaiy (gallop) %38 left ventricular
diastolic gallop UIUBN09 left atrial pressure g9 WA Y rapid left ventricular f|II|ng (30whr3|"U’J'W
a8 mitral stenosis lagu3ene) 'mmmiiﬂmlﬂuwmmwuuw dulsefiinfindruidemla
(cardiomyopathy) Gnamﬁamu’«v’m hypertrophic cardiomyopathy (L®N&I1TUNIYLRY 1) wsardulsa
LAA3TN amonido&s‘ViSE]LLﬂJﬂiWN sarcoidosis LmNamsmwaummmmﬂiwuﬂm amyI0|dOS|s
lﬂﬂﬁLWiﬂzﬁUIu%ﬂﬁﬂiﬁﬂﬁimN’m VLQJVLﬁiZ‘LqIVH’J’mﬂ‘i:rmo,‘*/lﬂa’]vl,ﬂL‘]JuLLUUVLﬁu uelaiuninfiuiay
\{Juan heart failure  @uadsulilaliudaniwsizgiaee amyloidosis sulaila  niswy




sensory polyneuropathy M4 beNUlSANNETY  N19AII9AITITIINDINITARNAUUTZAMNLIU
Lazidn uazgmenaulalaung (macroglossia) w3alsl
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01 proteinuria 8901 4+ RISIIhK! amyloidosis ¥1NALULNIIE nephrotic syndrome tUWANRLE
DINITRIATYDNDLIINTLY

NANISNSTIANLAL

14.3

Urine: protein 4+ pH 6.5
WBC 0-1, RBC 3-5/HPF
fatty cast 1-2, waxy cast 0-1, granular cast 1-2
24 hour total protein 7,107 gms.
Hbo 8.5 PCV 25.6 MCV 74.7 MCH 25.8 MCHC 34.6
RBC 3.42 x 10°  RDW 21
WBC 20,500 N 80 L 10 M 8 E 2
ESR 34
VDRL non reactive anti HIV -ve
T.P 49.5 alb 24.3 Protein electrophoresis alb 49.3 X, 6 X, 14 B

Y 16.4
no monoclonal gammopathy
BUN 19 Cr 0.6 Chol 296 TG 293
B 0.7 DB 0.4 SGOT 46 PT 65 7YGT 1,082 Alk Phos 296
Chest x ray: cardiomegaly
High Resolution CT Lungs: ground glass opacities_c associated interstitial
thickening, small lung cysts and small
nodules
in both lungs, mild mediastinal node enlargement
ECG: non-specific ST-T wave abnormality
Echocardiogram: concentric LVH, mild MR, mild TR, no pericardial effusion

HANNTATIINEAUNANINNALN LAY amyloidosis  A35111 biopsy nlenszgnuazaney

sinusoids with

on

Bone Marrow: interstitial deposits of amorphous eosinophilic materials
Liver biopsy: deposits of homogeneous eosinophilic materials in

characteristic apple-green bi-refringence by polarized light

Congo-red stained section diagnostic of amyloidosis
Kidney biopsy: amyloidosis (AL)
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Amyloidosis L‘Uunmﬂiﬂwmmmnmimiﬂimumimﬂﬂmmu soluble  protein
naneidu  insoluble fibrils "LUm"Lﬁ’Imamwua snsiwihiveaiieideniafen: A9 HeUn®
flussiunin 20 sdafinaneiiiu amyloid VLG]LLGWm“num sianvusnilaunufe 1Ay beta
pleated sheets wmnwmwamamﬁuaLmﬂamaﬂaumm Congo Red LLaﬂmmmLm*n polarized
(LANRITHNELRY 2)

a1 amyloid wunede a1snearoudlalls amylum (starch) v3euils  Amyloidosis
LﬁumjuiiﬂﬁmmﬂuwmmisﬂL‘%ba%’a gy Jalse 1sacdeu chronic  osteomyelitis L&z
rheumatoid arthritis \Judu J298Us3058n secondary amyloidosis Wil amyloid A protein
(AA) 110 (laN@1TNELaY 3)

nmwi 2 N8 AL (A @8 Amyloidosis L #a Lightchain) amyloid &2 ANNINLTU
1'J smslu Tunamummmaﬂaw 50 WU multiple myeloma INA3E mmﬂmi'}wwmaﬂiunam

aL‘Uu“nuﬂwwuvl,mmﬂ%aﬂmm‘wuﬂi 20U 8 gaa1uAuaell (LeN&1TUHILLAY 4)

muﬂmm 3 (Em‘]Ji U588y 25 °IJENN‘1J’J£J®’JEJ systemic amyloidosis ‘VIWNG])
LUuISﬂwu‘ﬁﬂ’i'iNLLUU autosomal dominant TUsauiinanewdiu amyloid #® transthyretin (TTR) #
ﬂmilwu'ﬁsﬁ\‘mﬂmﬂuiﬂimu% transport thyroxme waztdu retinol-binding protein  TTR nnane
‘W‘uﬁ L‘Uum’mn gene # chromosome 18 LB gene LG]EJ’]‘V]NﬂUﬂGIIG]EJLQ‘WWWVIWUUE]EWIﬁﬂﬂﬂE]
wmwua 30 ‘Vl amino acid, methionine VL?J@EJLL‘VluVl valine  Amyloidosis ﬂauumaaﬂsﬂm
Uszammaiudangadseniuu1In Familial amyloid polyneuropathy (FAP) (18n&15UN8L8Y 5
ey 6)
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AL ﬁwuiuﬁﬁam’mﬁ pranvlupumuanadld  widulnagdihednay zogLfin
50 lduan waz muiiﬂmhimma ¥11AI8BIN1SANN restrictive cardiomyopathy mjuwmmmu
V199184 arrhythmia Luaamﬂ conducting system |8 N‘]J?EJ% sensitive 619 digoxin F9lsiang
Iﬁnmu o dunazarldinaziiulsasme auwmamaﬂm mhfmm N sensory polyneuropathy
Lmummmnwummmsomiwmmmn wanani autonomic neuropathy mnmumlwmﬂm
WUWngmeeInsisdoudsee  IJuaNneNuMWEERGY  ANSIDNWINIWALREN  (1ONENS
NUBLAY 3, 6, 7 LAz 8)

n3nsgiiesis AL amyloidosis inldenfildsne multiple myeloma 19
mephalan Wwaz prednisolone Lmuwmhzﬁwuz(lmmmwawvlmmmim n13snNEIsENITUgNaIe
waaguila (stem cell transplantation) lanalusieiiilsaiieionzifsmioanseiens cualails
mi@a miL‘}Jaﬁumlwnmvl,m‘umswmsmﬂuwmwmmmiwmmmimmms amyloid &t
mmu dlu amyloidosis U5 mwwuﬁmimmﬂﬂmma FAP msmaﬁumumﬂwmaiw%mm
wangldenduiifuunaeadne TTR sdueanly
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UFTLNBANBOUL mmimaﬂaunwwuiummﬂmmﬂmumu'mulwwmmaaaw 11 @53 ledny
monoclonal protein sLuLa@mmaﬁamaw Wae N‘JJ’JEJ AL Wy 77 5’1&1‘1/18J congestive heart
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