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I thie
kidnsy is dJde
Van Slyke (5
above &0 LET
termingl sgts

caget 11 improvsy

The scube uot twke gluce, or the terminsal
ztazs nsd within 4 montns, ths | gs888 lLte tue onronpic asotive
stags ¢ scterized clinically oy ge: wekknesg, m&lwn*tTitlﬁﬂ, gGema,
and &1y y hematuris and albuminurisz, ne Doa sressure le usually
sk&vat@a. If the hypertension pesrsiste, snd sspecially if the diastolic
gggeaur& rlﬁes, some d&gl’* of £%tlniti& becomes manifsst. {4) DBlood
BT & W ““Eﬁli znd low olasms crotidn, ths

in direct proportion to the zmount of sdsuma,
in b tage for the firegd tiws, it ie¢ difficuls
_ o e deg ative type (nephrosis) =g all findings
are sl ike excspt the heraturiz and this nmey e s0 gcant zs to reguire
very carsful and sensitive methods to discover it. (3) But the ni@t@ vy of
previous infection, hematuris, sznd some fsricd of latency should cinch
the dizgnogis of glomerular distruction. (4)
Tn this =ac itve gchronic staze thers is degeneration taking place ze
"in nephroszis o iis (2). heas shown that both conditons repreawnt
degenerative kidney lesious, the difference Lseing thet the hemorrnagic
type a8 an additionsl pathological f: ctgr~~a~lcmev lar inflamstion. It
ig important to kanow and apoprecists the 31m11drity of tihs cvurse of thig
stage with nsphroeis as the '*agncmzs of tne twe tends tu epposite
sutcores. Ths vcg% dgual cutcome o©f the chromic &tate of hemorrhagic
nephritis iz death ia the b ;i ﬁwl stage fronm 6 months to 2 years, waile
in true nsphrosis the prognosis gucu14 Dg faverable for recovery or death
by some intevcurrent infection. (1), (3), (4). This discription of the
ceurse of the chronic stage is discourgling iu but in v

the fact that Longoore (a) had shown in a ls
cent of the cases of acules hamorrhsg
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The prognosis 18 uremis in 2 few wontos, or 1lu sune Cnség, % 1&W ye&uIs,
« % . P S S A i e g e & : LT . N e e
The Ler:nal gtszpe is shed when the functicn 18 velow 80% normel and
S uremnia occure woen at 3% or less,

This is the most ongvﬁatu;l tic clipicsl finding =nd yet Ths mest
invslusble for prognosis. ¥From trr worxk &t tne Rochefeller institube,
£ddis, Longcope and otnersg we see tist unlike urss sxcretion in no
stages can we brcgzaatzo ate on tne hematuria found. Usuﬁl?” there i@
magrﬁseeulc hematuria at the énset of the dissase. In the 1&t@ﬁt
atage hematuris may persist this markedly and yet all other Tindings

aigwwd@rr while in the chronic zc¢tive freguseatly only by the finest
seiiwmnt examinatione may there be found red celis. This agsin shows
bow £ily hemorrhagic nephritis might be disgnossed neprhrosis if the
case ia first seen in the chrenic stége unless & historry of hematuria
is obtzined. Eut we m&y say that hematuris really indirectly governs
the prognosis as it LL&Swlflﬁa the a¢53ase¢
Blood Pressursi=

In the acubte stage ﬁnaze is usuaslly =zn elevated Jl@@ﬁ pregsure
which ig one of The early 1] Toms to digapoesr. Here ggain is &

symptow in the acute stage ch vezrs ne lizght as to woat the fiuture

hclde. But there 1s & Usuai gouvrse of “yg»;twnslen over 15U mgm of
mercury for 4 = 6 monthe. However Ven Slyke has cobserved thet in his
gssries some Cuses that progressed rapidly %o the tsw insl st-ge never

ghowed an slevated bleod ressurs while other cases uﬂvﬁlﬁwuﬂ dyper=

tension wnich persieted inte the latent stage to disappesnr only

=  pmonths after every other sign wss gone. Vet stun&waE; (¢) states

that he nss observed thet though the acute ,Qgtvws afes valusless

for vpreognesis, if gevers Mlﬁdﬁ4”uliw agaociated with nynertension dfes
nod aisag ear within twoe gonths the progrnosis is a;qur&olaw

Addis, soschecowitz, Van SL)K% sud others all agrees that tho gh
e &re agcustomed To think of npertension in giowervlonephritis, it -
is not zalways present aud espscially in the lz nmnt 8t&ge .the blood )t‘SWUHO’
rressuvre usually remaine nermal. If there is hype %nﬁi)qﬁﬁg~23§:/ ﬂf/oWQV**
plaint zs the patidnt invariably stetes he fesls HJLtz well, { @ndpwes ho

and disgappear=

| aeid
=
o
LZ,

It hus been taught that g1am®fulo~ wephritis aggu
ing in childhood is the underlying vasis for hypertsnsion whmti& to
quPEJ@W 1atﬁr in 1ife. When bﬂw rensl origin of hppertension wus
2 0} But gince the subject of
czuse this logic failsg
In studying the pathogenisis
¢ con find no bazsie for
nown by autopey

stuge zbout 50% 3nﬁw
relstion 30 enrly hype. tsns i
P
T 5 s 3 . ST 11 b - > £ e =
I ge there ig g8 nypsriension vesczuse vefors

reaching urf“ea ‘Iéund o ghow 2 grewt droy in blood ressurs
SR Aok time wmoa e weemde 4y n . Y - 5 o )
Ry this Time wost how retinal chnanges if zn albunineyrz has




ES

= 0
= moO e O W O
wh At i £ - i ot 4
A N W = In) R

+ . A e 4 3 [« 4 2o
o ow ST G et Ged & b i W
wt HOoP 2 e B LR s B 3 O w
o 2o g o] R I B Y
-2 o S Mmoo g BN o= o B
- T o TG S I O i
O 2 v O onm @ — e @ @) D 3 =) O
B oot : L e B B < B n S @
2\ 2 #OE e O i B @Y

o <kl aed ot g o2 0 ' g8 A3
4 o d 2D 0 2o W O by
B o o @ M O s 0 et
T L IS e i 34
42 H5ooow 3B o
S = A S8
@08 Mol 3
& Pl Gt 3 o o
o v I Bar O = D
SR $ Es D M4
o B8 L oy oo $3 Ty
300D O # > 4] Bk D o
T3 el iy oeed [T R , e

o ) b 63 e O 3 i o
. I = 4 -4 oo 3 8o
R ey g i s

o
g
velug

Tg
(3]
2 ¥ e oN ¥ F
o 3o o ™ @ i 4 et
» gb 4 2. g et F3og Py
A R 30D 09D e & n i
» O D om 3 oo o
ﬁ 4 B a0 s & e
B ot i . i IR
\i I Voo o G B 42 &
4 Ko Sl et 4 DD (o ¢
e e v 9 EE e Iy ! o E
=5 3 -3 4 =
. -t 2 e’ e &
3 ® ec b 0y STy
o T 4 ! @0 Eelg
-t o o op o 2
ES ~f . 42
- <t

i1
25

cohall

PeLUilel
hzrs

iy,

=4
£ W _r:'
ALl

Bt

-

] O B
% w4 E5 )
43 o 2 )
43 P @ o i
o +¥ ] iy 0 3
= i o o g » D
o b : e G
. V] 4 P
] ! w =
2 =B 43 S e
" ] i e = 2
4 = & &
i Ny > 43
4 i3 o b
» Bt £
e e i e

P
AR

PR



-
3

T
da i

JRSA

fa 2 oty
cs (hillar =

o

e d

e

q:.,
s

T

S

the

4 Ged G e @ :
ey 43 O ow o A3 S BB
RR mowd o} oS e

® g o o4
ERT T TS

sure of
141
(o]
2
2

G4 o W @ B i - ;
@y e Lo o3 w3 X ~{)
28 B 3 o w23 et T @2 5} g8
: & ( [ SR e R o4 e

o

@ i) e [G] 0
& =2 e S R a3
&t Q [T ] 3
o - O 4
= e 1 ﬁ 3 3
pre g g
14 ] oyl
—4 N bo S} & o
4 el 3T 3ot i
i+ - : IR e
g e or=f

;X0

S A g T

o B l (] pe E
3 - I oy
b EER o4 £

1 I S 13
i o Mo wd -
> W [ Tk e
b YIS - S 4

<
¥
v

N

B
J\‘vi
in

4 8 w >

. ’)’I‘ ﬁ«zd‘ :.-:
1
bR
i
1%
&
]

1t
@
A
r
S
I
I

3
&
i
¥
o
@

ion

T
e b

Ciaaas

™

g m
oeed B
G 4= Dyt

o
&
£

(oW
ik

.
/,m‘ .



e

B

[ODZN S A

-

of vocx

B Cchgés

&y b

&

etion (3),

ST

%

migs

th no fne

i

i
¥

functicn

o result of

gt

aroanie

Iad
ot

0z

in t

7
v

¢ anemia

2
‘g,

3rown and Roth (14) vi

W

Sk

&
=7
[ S

]
. i
R Ty
S T
wd

-

£

nem

e Casel

2

G e
Gy

b

o oo

PRI RN

s

lisszature.

A
W e

ey 1
Wwwn

o

4
o]

e




_—
il o

S

b
“

e g e
R VI

fd

& wd

e s e e
Vi BB -

ul

T

FHEQV o

3

‘L.&C

L

o

GX
4
Moo
@

.
baid

@ ; 4 o A

I3 ek B O3 o

Fe! oo g o 500
1] oo 3 2

e wd 3

4

t

I

n
@
ver

I
1
T
yRInE
=8
e

o7y

& o

K 30 Q2o
o4 4 D 1
P 43 e I o i ]
D = &3 @ i o} A on

3 o 4 iE ol
Bt 3 (24 o om e e
2 O I b M
5 o ot P o
..‘ Y - : ‘Avw

I

g
W kA

&
Y
A

LOwW
@
gurl
%
b

ke
"

ke

%
ey

ot " ¢

3 et [ o 23 e

et b »om ol B A
= o Ch 1 g 2 @
i iy 4D 0 3 o0
i 3 X

2% A0 3
432 i © 2
Ty L3 A3
: 42 §a O
&
] 3 o
=<y [ B
Y et 42 g 3
TR
73 @O
3 . e
(AN I S W 2

MR-
Foukde.

ey
g

~

Thers
of

Iis Ti
lowa anu

st
are

¥
S
A0
i
20
iR ]

m@
ﬂ‘wn
- E4

o .

o

4y @
i T3
B
Sy 7

—

™ »
ad &
a3 o
e e
I

s
ar

apex has

The
w

R
oD
)
Ko

w05
i owd O
[ R
] 43

@ o

e

4

2

B e

CLGILE S

P

2




S




CHRONIC INTARSTITIAL NEPHRITIS
4

Iy

Misrigetlerotic Brigotts disemse (Addis) or nsphrosclerosis
(Volnard znd Fehr) is commonly and lightly spoken of we caronic

interstitizl nephritis. This latter nane should be discardasd= it mesnn
ﬁ@thing M

[:H

The discusgion on Hsmorrhsgic Eright's ciseass has besn lsngthy due
to the bizarre form ana multipli of mpany

the disease. Thaet is o disesse ususlly commsucing in childheood and
freguently running it's course through the rest of the putieuts life.
In the arberiosclserctic type we canuot comparitively szy it is bizarre in
any form; multiplicity of it's chars thilgtlwﬁ is limived znd it ie
ugually & disszse of amdavancsd life. Consegueatly this uiscusselon, aus
to ths aszceszity of limitation will be proportionstsiy short, but will
s accomplished in the game mannser &8 wWie h@mafzhagic nepnritis.
irteriosclerotic Brigat's dise ie ususlly too: ok zsdvs wscular
synarome. fs early as 1873 Bull = utton (18) give & fundimental idea
wnich is exzotly what we lazrn today, 5U;~Qa@wly from cur most r@cant
works, They steatold and demonstrated pat ly that the resl digguse
~mck of what we o02ll ghronic interstitis is ig & disenge cF the
L8rusll bleood vessszle and thset the lesion idney are sscondsry
wnifestations.

SO AT, O TTRaw
SHEHRAL (QOURSE

LB RRAR RS PT R 4

& ion, giruizc
1T LBGbelnoris teristics.
wrainzl gymptonm the firet
(1), (3, (18) Jsion
ritic hyperten arvericscler—
on mwy arise i the vVEROOLO=

¢cnanism from unkuown, Hrol cruses, which lﬂad
arteriosclerceis. In thi ezge of the kidney

. not the csuse, of the gensralized va»culﬂr lezion. When
to z conditon of am atrophy, resulting in the trus

*v
prémary contracted kidngy, & ;lﬁmﬁnt mey be added to the =2xisting
hypertension.” To this state: lhara and F&nr Zpres in thelir work
which Cwwe to ligbht &t the shme sais (L) Vea Slyke (3)
snd Branch zad Linder (9) sgrze

MENY years =

b
g, o S T T IR R U o g : R . 5 e
o CLlLlou~vaslu S0 desthn armas Tyron




T a2
1 e
o g - .
e RPN S TN e - . - L S 4 o T Yocd A v‘g“ EIET R o o
!:}ll:(_; L}i%"vh*»r’i—j AR P Nl CR R o= VO S [OOSR S ¥ T SN A U AN - ] e ok Jede ke WD i Wl

& o Cm g e - % v g PR -y g 2 var S
~f ezsentinl hypertenzion will ve maue id of e
A . PR g Loy
e, 1B OVar Lookél.

el Do

g

b4

0 & b

Tﬁgld cecre &
f@llf“)‘ﬁﬁ 3 Vo =
Ir@ﬁu atly ac faildr@a “"bnfku'“”“
of the J.L;u:.ul z}‘ M»
beervations sre not msGe lu the ﬁtudy of these caszs oon=
er until proteinu: s found | se until this exists
: of 's 4 Conssquantly the
5 vt 27 & Leerved. Here =leo
C th of progrese sg in
C SO chronice thrcugh
o 1

TIONS
Urea fxorebting Powerw
The vres excroting [Owsl 1is norwel (1), (8), (17).

Volnard asnd Fahr{l?7) scbuwit o zer Z+@ cugez of Lenign form in which
77 oer cent had nurpel “XCI“%in & CLuly & cent wsre anything
rore than glightly bc&MM normal . the malignent form this is low in &ll
ceess but is V&r¢&l3w tf tﬁ& srli‘u 1 of the gldesngs as was found
Stc ; in terni mplce cepnritis. The mzlignant form is

T srminsl arteriﬁscl@ratic “_%nrltls. In tnﬁ beunign form thse common courss
jg for the urss exersting powsr L0 remsin £00d to the end. (17) In
conclugion it may be gzlid thet ths ursh @x,4atipg power iz not distwhed
in the majority of cases and is thme of little prognostic value in itself.
In the moPe rers malignant form it is on.y one of toe host of "sre-
uremic desth" chenges to Lg notad.

Hemzsturis~

2

Hypertension is the cardinml 3
and wears bsfore protelnuria devel
Bochefeller instituse (3) the dizsgd
%ut these cases wsre sll studisa af

g Bright's disesse., The asystolic
len&xd I Fahr casseg
170 mm. i steg e
170 =znd rse ;o

m?’iu C}f i

ound lﬁ

In #ll, we may say that toe bl
prognosis zs of chronic hypertzsnsio
be given.

nematoria as & diffsrentisting point from
ana Falr apres thet 1t 18 sxceptionslly
regort o few instzcces tulb presume 1t to

yuptom sad nmiy be the single sympton
opes. In the s=ivigs of cuses mt the
clic pressurs in 811 wse zbove 130mm.
tsr they wers definitely clsssified
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Ths feE Wi .wb asfinive owlor.
Thiz is not due 0 &ﬁ*ﬂiﬁ‘ B itely
that the gdems ;au&&a 0y Pro G L et g tne
mrotein cod I ﬁU'@* the edensa. He presente copes (o snow thiss
There isg r-%ein found in a.  Elwyn (2), wnd Koofwan snd
veson (% 1t to explain thie physiologically s welll asz
clinical rue, Van Slyke et Al (3), agf@&% with Epstein but
shows 3 & The edeng becane denminisihed or disasirpsarsd underxr
tz%dﬁﬁe“t alevetion of the rrotela. chev&r nig other ganges

nich dev gher protein concentration, &1l showed deminisghed

c”i::"iua

Irstein's thsory of edem& wnd it's course in relation to vlasms
srotein (2lbumin) ssems to be gsound zua is zccepted by most investi=
gators. In no avticle was progunostic significance placed upoa cdens

ec’(’f”-e ts getrre and

Le disc u%ﬂ¢un

gver o
srotein dsficit.
is usually @“@m%ﬂuwu

in of toe proveinuris o the rlasws protein
senge "Diabetes Albumigvrieus",

e

i :nerally believed that znemis iz act found iu nephresis,
Thus McElroy (23), setutes there is no marksd znemiz unlsss due t0
] t

cemplications. Most writers are not tois definite but state znemia ig sither
never or very rarely found in czses of degenerstive Brigat's aisesse.

ut concidering the ralnutrition znd the frequency of prolonged
complications, 1t is hardly possible to conceive cf auemisa beling sxteemely

rare in this disefse. Lrsteln does not wmeke much note of it yet

i

.
oropounds the theory thet tne disesss ig purely one of deminished
metebolic function. It would seer stresage to oicture = disease of this
type without a certain o ¢e of definite znemia. Thsre ig & theory that
the hemoglobin may be lcw due 1o the aildtion of the blood by =dems
fluids. Brown znd Roth (14), haveconclusively disproved this., These

two men state thaet sne companieg the drdiﬁ V¢saulsr znd retinal

gga imporiznce.

J
a
t ‘t o
changes. We see later
)
T
.

Van Slyke (3) r rte zuernisa in oost ll of nig cazses but sttrivutes
it to ereur rex’ complications in the main. Thus he cites 2 cage
with S@“tluar s which develoged = hemoglobin of 40 per ceut. The
catient re@0V@rsd gn0 the hemoglobin ressched 100 vey cent in the face
of signe of more sevare renal dsgenerstion,
There sesns 10 De no impressive satisfectory sxplanstion in the
literzture why anemia in LTUM UACTI 1icated czae of nephrosis does
not dsvelo Wi ti i t
of Bright! S5 & T
nravalent
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