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1.

2.

acute inferior wall myocardial infarction with complete heart
block ﬂg"'lu ICU 9% heart block welyl

{ acute attack 989 gout INHLIULASUANAVALNNIT WL
serum uric acid = 10 mg %, BUN/Cr = 100/9.0 3n#n
colchicine 91MINTY Lionew discharge éﬂaamﬁﬁﬁﬂmgﬁm
LLﬂ$H1ﬁ1ﬁ€iaﬁﬂ digoxin 0.25 mg # tab O D, allopurinol

1 tab tid

[d =i
‘L‘lﬂi 4 1Y YlﬂﬂuLL‘ﬂ\‘]LLiOﬂ

unuwen "lﬂguqﬂ?

80/60 mmi Hg, PR 88/min regular, RR 20/min, Temp 37C

Stuporous, not respond to command, dehydrate

Unremarkable

No stiffness

No murmur, no gallop

Occasional rhonchi at both lower lung fields, no crepitation

Not tender, no palpale masses, normal bowel sounds

Pretibial edema (trace, both sides)

Erythematous rashes over the face

- (V3 a
FURR UNLLBZ0Z 1ee

Motor function : good movement of all extremeties

DTR : 1+ all

Babinskis :  flexor respose (both)
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CBC

ESR
UA

Chemistry

Chest X—ray
EKG
Arter ial blood gas

Urine calture

or
M3IINHI

Hgb = 9.8 gm% Hct 31% Wbc = 6850/cumm N = 81% L =
199

112 mm/hr.

Albumin = 1 +, sugar = negative, Rbc = numerous Wbc 1-2/HD,
bacteria = Negative, bile = positive

Blood sugar = 138 mg% BUN/Cr = 95/9.0

Na/K = 133/4.4 CO, content = 20 mM/L

Mild pulmonary congestion, cardiomegaly

NSR 82/ min, old inferior wall MI, non-spectfic T wave changes
PH 7.01 paO, = 52 mmHg, paCO, =20 mmHg

no growth

. Peritoneal dialysis ‘l:ﬁ 1.5% dextrose Lau KCi 2 mEg 1u|.wiﬂz set

() - L v .
msmtuu‘ismzmNag'lu‘ism'nna

- - ' o '
T'JNL'lﬂ'mtJE,lllu‘[‘NWﬂ']U'mﬂuﬂ\]llﬂﬂﬁ'?N 10 ?u DMINTIRTIME  HENIIINN

¥ a o o - o N
'l)]Eldllg]Jﬂﬂ’ﬁLlﬂZﬂ'ﬁTﬂﬂ'mﬂdu

'
v Al

Un 1-2

W09 dialysis 11} 15 sets nmq;fﬂﬂﬂ fluid NLAWINAIMBEBA 150 ml.

) o " 1 A v o
mmsm‘lﬂmmu NTRIMEAANY ROAIN BP RINLINTL

2 o LY . .
LAINAINT = 150—160/100—110 mmHG. Fluid intake and out
put = 950—1100/950—1100 ml.
¥ e ey
ransIennvanlian

Arterial blood gas (se;gond specimen AULINTL)
pH 7.50 poaO, 60 mmHg, poaCO, 20 mmHg.
Blood Chemistry - Na/K = 127/4.3, CO, = 20
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UN 3-5 g lUfen Tanbens ‘lmmmms W 38-39. 1'C
BP 110-130/60 mmHg, lungs 3 occasional rhonchi ﬂmoauﬂamu
intake and out put 450-2000/400—-1200 ml.
raasIanvanlguans

UA ('luuﬁ' 5) Albumin = Negative, sugar = negative
Rbc : no record, Wbc = numerous
Chemistry BUN/Cr = 72/4.6, Na/K = 137/4.5
CO, content = 30 mM/L
Arterial blood gas (’Jvuﬁ 3) on room air
pH = 7.50, paO, = 55 mmHg
paCO, = 28 mmHg, HCO, = 21 mEg/L
1135081 Lincocin 600 mg V g 8 hrs
NG tube feed 8113 1200 caloris/ 7%
Lasix 5 amps V prn.

. =
N 6-8 smmalthaass ‘hmamm 38.0-39. 0C Funy W occasional
rhonchi LS&JW‘U’JTL‘Mﬂm BP mLLﬂ ﬂmh’l aramine, intake and
out put = 490~665/1500—1900
o a oy
RaasIan1emanlguans
LFT bilirubin 3.85, 6.2 mg%
SGOT/SGPT = 85/140, Alk phosphatase 13 U

o ~
M3IINM1 WY gentamycin NN serum creatinine

v A & y - ] -
UN 9-10 ?MMINI Wen e ounmsu‘lunqﬂ
Intake/out put = 1550—2525/4500—5760 ml.

nammmmmﬂgmmi
CBC (3ufi o) Het 34% Whe 16000/cumm N = 66%
= 34%
Chemistry (3371 9) BUN = 87mg% Na/K = 131/3.9
CO, content 15 mM/L
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W. L8785 ... éﬂaﬂmﬁamwmq 82 1} #UTLINIULY hypertension UAY gout NN
nM110 1 Lo 7.9 nonw = 1D 13 ROUNUSY AT BITBIOINTIIN
AOUIHTUOLNIBARY NOUWUNTIANLIW acute inferior wall myocardial
infection with complete heart block meﬂ acule attack 983 gout Iﬂﬂﬁ
WULSUMNR AT 320 uric acid 1m§aﬂ§q 10 10 mg% WAL
3l renal impairment fin BUN 100 mg%, creatinine 90 mg% 1771 colchi-
cine uﬂ'ﬁéﬂaﬂﬁmnﬁﬁgu 19U discharge 1N 1TIWELA éﬂdaqﬂitémﬁ
Lm:‘lﬁ digoxin 0.25 mg O.D. UGZ allopurinol 1 tab tid W09 NBBNNIN

v v A
PAAN ﬂTOW]W ! \lﬂ 2-3 ’Ju N‘]J')m\lﬂ'm'ﬁﬂ? TUNITNY FOUNUDY VIﬂU
LLﬂ”‘N?UﬂTuﬂ']ﬂﬂ I ﬂﬂu'mNu‘ﬂWﬂVlu'l \h.lﬂil 7. 'W ﬂTOL'ﬂW 9 ﬂﬂﬂfd

sty °

unlNAgu ’lﬂmﬂm'snmnaﬂ TN, ﬂww naumnmmlu TH N1 N

168813984 shock fa B.P. 80/60 mmHg (RwNUszIn hyperlensmn)

stuporous, dehydrated, not respond to command, ﬁ occasional rhonchi at
both lower lung fields, 53 pretibial ':edema“L&ﬂuuﬁﬂ erythematous rashes
ﬁmu’ﬁﬁ anemia, %1393 urine WU albumin 1+, RBC numerous/H.D.,
WBC 1-=2/H.D. bile positive, ESR c;uﬁa 112 m.m./hr. FBS 138 mg%
BUN 95 mg% Cr 9.0 mg’% Way CO, content 20 mM/L FUNUITIAL
renal failure IngisAne ) fudle 14 how newnszney M. v lu
NEUWINTY N arterial blood gas iﬁmmu severa metabolic acidosis with
mild hypoxemia ﬁmj pH 7.0, pO, 52 mmHg, pCO, 20 mmHg. é‘]_lll’JElﬂf;!
s am s 1010 3w AuAnTe -39 10 ':"uﬁnu; 3. ez in
'J‘iu.nnwnﬂ;ﬂ"mﬁ shock, severe metabolic acidosis with hypoxemia, dehy-
dration, azotemia IL§Y anemia v peritoneal dialysis 14 15 sets anw
siulnfingunnan 150-160/100-110 mmHg. 874 fluid intake U output
feset lwnmnindlf follow blood gas westiaeieluiwiriedil persistent

hypoxemia Lmzil wlnu respiratory alkalosis whlen respiratory alkalosis
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X a (7 ° L 4
438U D1UNNNN hypoxemia ‘lﬂmzqu respiratory center J4ENBY NN -
) 1 5 =Y = a
tNA respiratory alkalosis mummqﬂlm hypoxemia Ui 81NNINNUNWEIT
A a € o A (Y]
gnwluden Zeezansainunvias
v A F Y | A% I a Ay ° & o A .
AMUN 3-5 Fﬁll')ﬂﬂ']ﬂﬁﬂ‘ﬂ% LL@'ILTSJNVL‘H 38—39 C UannaIN occasional
<t al 1 o
rhonchi Q1779UAR1CWL albumin—negative ¥ WBC—numerous WAISNL

983 BUN Li§S Cr aNRd

& o A

v A Y| ) v .
17N 6—8 mmwaacgymmmm \1?18\‘121\‘], lung N8IN occasional rhon-
[ £ . . . A a
chi B.P. 8804 wﬂmlﬁ aramine WASWU liver function test HaUng
a v

o Yo
LUULLUY mild hepato cellular impairment ¥ leucocytosis EU’Jﬂ\lﬂiu

e o B . . A ph e
antibiotic M3 lincocin LAY gentamycin luﬂqﬂqmﬂmunnﬁu
of YR ] Ha
UELJWI‘II?NI:;J'U’JEITIEMN :
1. Shock

Renal failure

2.

3. Hyperuricemia
4. Persistent mild hypoxemia without hypercapnea
5.

Sepsis

shock Mﬁﬂﬁwl’:ll‘a’)"llﬁmnﬂ volume deficit 7 ’JN\lﬂﬂ“U severe mena-
bolic acidosis, V49 n1w fluid treatment WHWN 1AM acidosis LLﬂ’:JFEJ:-
vhefmnfau

Renal failure 14318 UI9TI% chronic renal failure WI1Z32ALIT89
renal impairment HBUI1IAIM ﬂvaLwimuaé TN TN ) UNTININ

B | (Y3 - [ } o
N ’TN’\ 7 FINNNU 13 1NDU  T3AUYDY BUN UWRY creatinine 11N “

Ao o A [ | ] 7N . | K| 1
- agnangne Fj‘u’)ﬂ?dﬂﬁ")ﬂ hypertension Lifggout NTUIUDIT 10 U BDEN

I a -t A
waslulnasasmaUasuuyasuuy nephrosclerosis MINLIW gout NI

' A @1 A A A A
N 10 U aumazd lanlaninaen gout
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] L v A v - . . @ =«
Tanln 1u gour stuezlslimg @ Wiaguawn hyperuricemia fazy
L3 ° v m A
high concentration %83 urate L&Y uric acid 1%1!&611’):: smlwnay
] a )
urate crystal deposit El%lllu renal parenchyma L31813WLY crytal 2 TUN
o A v & Y . A o
(m:muﬁuﬂ‘lmuuwuagnu pH) W kidney fB crystal 7133783 mono-
. A P . o X
sodium urate monohydrate (Faun crystal nwulu tophi nnnsulu
nwvuadu 9 luswme) Tun1ag physiological pH unlumasn pH a0
) 1 1 5
fN18INIT 5.7 urate %maglu from 999 uric acid (W31 uric acid RYFE
) Al . o i
Inussaslu pH MUuNIN  wee deposit 989 uric acid unﬁlzﬂglu tubular
] l & a ] a a i 1
lumen WTstiululnaed crystal 10 2 oua uasunazsnanurane lnang
as . !l 1 e & 2 " .
AU, deuosition Y83 urate crystal Wﬂgnummmmmm urate 'lu inter-
i . Ty e » : P ° L a ol . .
stitious tissue 983 kidney, urate crystal deposition Mvnaun microtophi
i Aa ¥ ° [ad
14 renal parenchyma Lm:ﬂmﬂmznﬂﬁmﬂ slowly progressive renal

disease :Jvﬂ%mfl'ﬂtl reversible 80 intratubular deposifion 989 uric acid

v ° ) A ]
HU mmsnm‘lﬁmn acute tubular obstruction ABDLUULLLY acute renal

failure _-?ammimmﬂ"uﬁﬁéﬁma:ﬂnﬁ‘lﬁ 1nemslv  alkaline  diuresis
lsiigawe uenanifin deposition 389 urate UAY uric acid crystal W87
§IWU uric.acid calculi ‘1?'1' LLG:‘,ﬁﬂﬁ predispose "iﬂm‘iLﬁﬂ urinary tract
infection A28 FINNABMITAMHIMETIN NMINENTBY urate BTN
hypertension  M3sezisnyoalialn uﬂzwuéﬁw gout VWAUDIN
triglyceride concentration 1’uL§ﬂﬂt;M "Edﬂ%ﬂuﬂ‘a% predispose viﬂ
vascular disease LWT}:,’%:u‘?LLE]'I%I:ﬁ secondary nephropathy ﬁﬂ pyelonep-
hritis LGRS nephrd sclerosis superimposed on primary nephropathy f‘]"ﬂ

urate-+uric crystal deposition. (@lmumw)
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renal deposition of urates

— ! T

parenchymal intratubular calculi
urate uricgacid ) uric acid stone
(microtophi)

urinary tract

infection

hypertension

nephrosclerosis : w

renal insufficiency

Iﬂﬂﬂ‘{ﬂ renal involvement | primary gout WUIM 2 WUL NwWuLee
P A 1 o
‘Ylt‘jlﬂﬂﬂ uric acid stone 398 \UNY urinary tract infection WU 10-25%
s 1 . ] ‘ 4 a .
?lf)oti'l_l’w primary gout {74 gouty nephropathy <inNNIMN chronic
X T oA .. o
hyperuricemia miv ﬁ urate crystal 1 deposit ﬂg‘n interstitium NRELUU
. B v v 1 ‘
microtophi YU W‘Ll‘lﬂuﬂt!ﬂ'll’mﬂ’ldu‘iﬂ primary gout 524 318 Tnems
-~ < L ! 1 P *
ANNUNR 013 12 U WU renal function 1%514“1!]21 gout WIHDUKNITINN
-l =l L% o A (v '
WNUTILINELUTLALYBY  renal function Iuﬂumqszﬂummnu WU
[N | o o [ | g 1 o v
renal function ¥BIHLIETLLIU gout Lm::gamuﬂ‘lu'lﬁmu gout ‘lumqszﬂu
a a 1 Y| v Asl . 1 D} v e
weanwlumanimls snaulusens hypertension T9un8 ﬁ§ﬂ1111 N2
1t ° E 7 1 L 72 |
gout 183 lWABEMlWAN severe functional damage ndln sNIUN
ﬂzs"m‘lﬂn"mshoﬁuﬂ”’m L“Ifu accelerated gout, uric acid calculi, urinary
A
tract infection, aging, hypertension, vascular disease 38 non-—gouty
1
nephropaty
DX X ot 14 . . : .
lwgmaﬁﬂu AIIVAFICATININ WL mild proteinuria USRS micro-

e a [ o U a
hematuria FJ01ANNAIN  urinary tract stone o n3vtsssaTmens

1 = a v o
14WU albumin WRSN numerous white blood cells Ni¥7 ANY urinary tract



4 o 4
un 24 [UUN 2

] .
U 2523

- ada 1 -
tmﬂswnnum‘m Ny 181

. L3 . - h m . 3 .. . *
infection. urine finding JWWLUULUL intermittent mild proteinuria
a0 [V B § ]

AMIVUNDY  tubulo—interstitial disease  AANT glomerular disease

M ) o P” — . I
1us18W urine finding MYINU renal damage TIRBINININ gout waneg
a el Ha o a 4 |
UANEUWTBULUAVGY TUTINTIUGIN incidence 989 primary gout

v aoa v A -l Y| . t
lugnmmuﬂﬂum'lucimq;awmwm 3-7% YBIHLYG primary gout TIMNA

e o + My 14 . 1 1 1 ™ o @y 1y
unman e ewlain tophi Tusaumaq sssremelasmm nlule
Q@ o [y 19 1 . . o vei al
L‘lJu‘nﬂLLEI\'I'N‘J::\INI‘]I primary gout, tophi LU slow process, t;l"nl,uu'[iﬂ

| '4 LWy o 14 o o

gout NIWINND1 10 U WU tophi 10 60% INTIRLUN LNITIENE19RL Wiirin

. dy v ' | ]
tophi ioenin BELTUHL WU

. . 0, q o v - A
Hyperuricemia 94 10 mg% 2790u W 1AN3 primary %38 secondary
|- o ]
hyperuricemia (PSRt N ‘primary hyperuricemia NINNINVUIN
- A . . -
secondary hyperuricemia YWW83I3N chronic renal failure, LW}NN fle
vl A o @ .-4 w 1 v ¥ [ a . . [ &
%U']UN]J‘S#'JVIWULLQ:U']NY]WJLLNLYHYN 2 27 (UU ) WE €] 3N 10y
o . Ao ! . . ] . " A
arthritis  NAWUMKY 150 metatarsal joint WumuvuInnululinees
. ’ ey w v s
primary gout. LmZ‘IImZYIBi]J'JEJTﬂB'Iﬂ’JEl%YI TN, ﬂi;\‘!mW“’J 81M7  acute
S e (R 1.1 P is . .. o M Yy e I AM W
attack MAMANUATUNNINN N colchicine BURDN LUUMTYIBIUME
[V L] . g ¢ P v o .
1namnssiuu primary gout aMJIENIIMKY WU secondary hyperuri-
v [ L] t i
cemia 910 chronic renal failure UU . unlunsswy gouty arthritis
1 Ha - [ S v A
LWIXI arthritis WANAIN urate crystal b deposit ﬂgﬂ W8 unaunnlu’
PLY. T -
NN chronic severe hyperuricemia WIUWWE W8I NN NS0
L o) =< [ 4 . v v
excrete uric acid \AANIN DILLY AN nephron loss Wuraeann nephron

A 1 ~ ; . . t
TUMRBBY 92 over compensation 1Um7 excrete uric acid LWTIZRSURMS

[ VR B

excrete uric acid ’ﬂzﬁﬁﬂmﬂé’m’ﬁoﬁ lﬂ‘S‘IEIﬁDJU'JEm severe renal

[ - A - 1 °
impairment MUY~ WIBIUIWYN serum creatinine NINNIN 65—6 mek
v v

A A [v3 =l v il
BN hyperuricemia ¥8349INA severe renal impairment LLMP#U'JEINH‘NN
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v d ad d
(aanyn !ﬂﬂl‘ Havraue QWTfNﬂsﬂll'nfﬂ'li

da A ~l °c g2 a I
FINTUWIUNENEM VAN gouty arthritis WU gouty arthritis Ll

P [} a a v
TWNN hyperuricemia guusmmawﬂﬂﬂﬂmmu

éﬂaﬂmﬁﬁmtﬁu primary gout 819NIIWILAT WBNIN kidney
damage ABIMNINHATES gout 1B MeBINEEMTEnDans tnatnsBm
ﬂiﬁlﬂ'?i’%zﬁﬂﬁLﬁﬂﬂ‘]il.éﬂmmo\lﬂ e hypertension, diabetes, renal vascular
disease, glomerulonphritis, pyelonephritis, renal calculi with urinary
tract infection ﬂ"c‘?\l‘lﬁv:ﬂﬁl,m"fiw gouty nephropathy Lmuvuu'%]mfnﬁ%
LﬂummqﬁﬂﬁﬁmsL&iamm‘lﬂﬂd'mm sniiulusensl  progressive
intractable gout ﬂﬂ'm‘li')ﬂl,%") ﬂ?ﬂlui'\ﬂﬁﬁ uric acid stone LLﬂ::;J urinary
tract infection WilHlniFs WhnwuImaLAENes I Lﬁmmmﬂmqmn,
hypertension LL8¢ non—gouty nephropathy Laﬂmﬂﬂ')l”l 3 ‘Ilmﬁ!:llﬂl’m primary
gout WN# hypertension TawlUA% uazluinTunua1 Umingmanieas
myocardial infarction Lﬁuguluéﬂqa gout, WU EIMIUNTNTEU M3
cardiovascular system Lﬁummqmﬁ?mwmczﬂw gout 09 60%. ‘lm}’]ﬁ'w
215 5’\98 éﬂ’)ﬁlﬁﬂ‘l’i fl‘ -acute myocardial infarction %owu‘luéﬂ'm

Hoa d wd 1 Aa A . R
hyperuricemia UAZIIULINLIILOU ©] FALATNAD aging UWRS hypertension

1 . ol P Pl =] o
8% diabetes 2114 10 v 1m‘4lmmmu blood sugar TUR 138 mg%

ve I Aa . Hye & 2 1o
mmmwulﬂlwimmu impair renal function IWIMWIA DN luin

. ! A | A . . A
diabetes 4INDU mmmm’uimuwu renal impairment 9% intolerance to

-3 -
carbohydrate metabolism LWREIWW N urinalysis WUN  intermittent

[ VIS & 1 )
- mild proteinuria N9y diabetic nephropathy FIW1CLUBLLL persistent

' ' Ha
involvement {INNN “LW‘S'I:,”Jﬂ’iﬂuu glomerular involvement 1N

1A Ky 1ot 1 .
T IzBsuwIew wiazls diabetes

o Y
Glomerulonephritis %Luummqﬁma impair renal function Tusen

ﬂ ! d 1t ! . . . “‘ - - ».
wiowar nluunls W urine finding \WWWUL intermittent mild
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. oAy oa . P X Ha
proteinuria 79 e glomerular disease Lmzl,uﬂmm;l'mmmuumq
ABUTINN LA organ involvement N1 systems _ﬁﬂ kidney, heart
liver, W82 lung MINABIMNDIWIN collagen diseases 028 AN SLE,

» o [
polyarteritis nodosa, Wegener s granulomatosis LUUNU

Teal ' L Yy ]

SLE 1uﬂuunﬂumqmnn'n'eo U wulnuey 910 series 999 Dubois

a v . 7
WULWE 18 778 91N SLE Y91iNN 520 718, series 983 Harvey WLBYWIN
A 1 9

Wi 6 978970 SLE 791uA 105 718 §9U series 983 Kellum LINg Haserick

| KA PR VI |
WU 9 F391N 299 718 ciJJU’)EI‘a'thuN erythematous rash Vu1 mlu
'y o “ [ « ] . . .
protocol Winusswenumzesiull nemUu manifestation 989 SLE

oy . v - v A a Al
nin arterial blood gas AsALIATUIMN I ITaNeIR UANNRAUNAN

o -~ A
gas perfusion FIDIRNANN pulmonary congestion WIBAYIN interstitial

[ My 11 &
~ pneumonia mﬂ‘ﬂ‘m protocol eulaun pulmonary congestion f,‘i'm

interstitial pneumonia ugu 2NN pulmonary involvement 983 SLE
A uANTRT AL IR IRENILY SLE n5an91 kidney involvement 84
SLE NENQLUN glomerular involvement OALM lupus nephritis 939
tl"l‘ﬁilﬁﬁ persistent vheavy proteinuria WA urine finding luéﬂdﬂ‘i’mﬁm‘lﬁ

[ o - v M v ] 1 ]
ﬂuum&umsfmmﬂu LWTI::%%%%‘T\EIM%JWW&U% SLE

.. & A . (Y] ¥ ]
Polyarteritis nodosa wulsang lesion nizannszvie lunasmeiu
A v A & - 1A
necrotizing inflammation NIEULNDNNT ) 14U nwuuesne coronary artery,
o A '
mesenteric artery, kidney, muscle, lung, LESEANLUNTLUVYTTHMNAN
1 [V Y A ° | ol
\PL! WUIMF*U’)EI‘II’]EIN’]HH’J‘]P%’WEUG 60—-70/) ?IBGF,J'U’JSJ%NU]H'WYIN abdomen
A A 1% A gv a Y m A ! \ o 1 Moo
fAoNUNNBY ﬂﬂu‘lﬂ ANWH NDANU LRDADBNINEY  FIWRTULLUDINITIES
v ' My 1 A Y My 'a
mesenteric artery - involvement WnTwuWlWNBIMININes  lsaulun
P A [ M v & 2 °
specific serology test 1132 confirm WONEYINIINEINUNADING  tissue

I - . L Aan o
study N0 WIWD confirm 98I IRIVBIT)
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Wegener’s granulomatosis Lfllu granulomatous lesion Iﬂﬂﬁ necrotizing
granulomatons lesion ﬁllower LAY upper respiratory tract, fl‘ necrotizing
inflammation ﬁ artery LAY vein Ll.fﬂ:,‘i.ld necrotizing granulomatous
nephritis 13AMENaWY vasculitis 1ua82e10n 11 chest X—ray azwuAnnd
L‘LLI‘LIﬂ cavity M?ﬂ granulomatous lesion Lm'ﬂu‘l‘}l’i'lm’: X--ray H‘W‘Uﬁ
tesion A9na1an uala Tt

éﬂaamﬁ‘lﬁf’u allopurinal FUUTENUNBU  discharge 9N 3.,
nqamwn ﬂ‘mmu'h allopurinol ‘ﬁﬂﬁLﬁﬂ severe hypersensitivity reaction

811

3 dermatitis, acute renal insufficiency (L8Y eosinophilia -?e'lmma*m
WUIUAA reaction MAILR allopurinal UITN104 3 AUAMA dauluéﬂ'wmﬁ
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pulmonary infection

a;ﬂ: Clinical diagnosis
1. Primary gout

2. Chronic renal failure—pyelonephritis.
—uric acid stone (?) with urinary

tract infection
3. Nephrosclerosis

4, Old myocardial infarction.
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Final anatomical diagnosis

: Primary

— Moderately severe arteriosclerosis of coronary, cerebral arteries and

abdominal aorta

— Healed and recent myocardial infarct of posterior wall of left ventricle

with recent mural thrombus

— Recent small hemorrhagic infarcts of left occipital lobe and right

cerebellar hemisphere
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— Arteriolar nephrosclerosis, mild.
- Acute congestion of lungs, liver, spleen.
— Chronic pyelonephritis, bilateral

= Renal calculi with hydronephrosis left
» Accessory .

~ Fatty infiltration of pancreas
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