104 —(104)

R Wt

RIIIR %13 U, BIRFROBWA A% D7

(L R A

——= W B OIERBE T 5 — 45

i3 (4 B

T M ISR S WO L s

& R O3 %
CEAE WAL B

An Autopsy Case of Myocardial Fibrosis with Hypoplasia
of Aorta and its Branching Arteries
—— So-called Idiopathic Cardiomegaly -
Tsutomu KATSUYAMA and Yoshiharu TSUKAHARA

Department of Pathology, Faculty of Medicine,
Shinshu University

(Director

FedT, WREEALE, SO OB Sk s X D
LA BAIIN-F Ol IR T Ok R L, ou
LD o DA AT A B B - REO BB O BB
A RIS O TH RIS LT E T 500008
S LAnc BTG, 45500k idiopathic
cardiac hypertrophy, $3E¢k 00 idiopathic my-
ocardiopathy (cardiomyopathy), primary myocar-
dial disease, 55N CITIEK idiopathic myocardial
hypertrophy FOEFAMH S T2, BEg T
O RN, FESINCIL - & 0 Lot i X
RTCBERE L e o TS T4 < D il
ST, RO R A B L fEko LG
SR criteria IR LAE T, ERABCETALD
AL ABEOL, LInOBIARER LES D
DEHLD,

Fox T FRIREC, DR, Ok, R &
KIWRIE AR G il o fo—FiZe it L, Wdrp B
HEOIEK L E 2 BEEOBE I LIz,

E |

21 W e

BRHERE © 1S s A R~ BB 2 T
T B A RFHAOMA, &, & (LA @i
IEEB A RS L O,

BEFERE @ (s NS, A1 didfl, W 3 e
B FEE, BT S OMET AL

BRE | AR TDH ot SPHAE CC LD
BERIBHI s &b, Bl Ul &b 70,50
Db WA o Thdoe 4 ~B4ERTL 0 EEIRAC,

¢ Prof. T. Nasu)

MRS L 512 ot

414R12]) 308, WK, Ml Ak, BB Gl
MR OIR L BRI R TR DS B - LA flish
oo OWAIADNHAB AL RN, 11
Wirigte Ui 2d, 42622 14 11, BE O fedd ABEL
oo ABEMAERE R B CRIBIRB BT, PUILE o 7418
Rigidievse TURICIBED 97 2 ~ b ildbtn, JRIA
BI8THE,  MWE YOR /5e, VRS 1TI/AN OO
FAE AERE R L RE, RS, At
SRR LD 25 BRI WS T DN IR
PR BRI RPN B BRI THRGS L

CEEAEV e IS CUREF AR S B 1 0 Fe e

otz ABES0 B CREERERY LR Uiz,

REFRR MK Hb 103, KRBk 5137, gEGK
L0, BBk 7, 500, B@ERSEORBIL . ML
B, Na 103, K 4.3, C1 101, Fe 143, = a5 n
~ 222, JTHRAE ¥67E™ 80, A/G 15, =41 vy
o~ b 4, CCF (<), TTT 29, ZTT 84, BSP 2%,
GOT 27, GPT 27, 7AA) 7 2 A7 » £ — ¥ 62,
FOM, VIEKIE () ASLO 166, CRP (=), RA
{—) Coombs (=), R, IR d otoe WM
Tk, RRELE RS e Dl 7 — F 4t
HAEE 42mHg /SmHg, FBE 12mHg /SmHg, i
TIRIE 42mHg /20mEg TAETEOPRE O 1 5. 48
HBEDHZCHolce DERLE HEP LN R w2
HLEH bt

IR B R LCW ey, 4 R A s &
WD 0 EE CTRABORECE WD 2L Ch ol %
O EERREMCe < Bk LTy, 9



w1 (1969

200, Wk, R, RO AN b, Hulge s LCHIBR
WHEfTo F OMEBEERREPE-T, 105120 [ AR &I
B AR, AT = AR T RN L L
o OET O,

424130 H, AREEANH NRATE AR eink, AT
o, VERIRAEL B D, b oK 2 0 A OfiHE
BHAT %o ABEERTIL  DRIFEK 182, whE 108 /os, 1
T, PTG 5o I ClME3RTE 511D ©
DD LTS IERTEABEN: & [ 4 TR, « Hb
105, #Fxfuhk 45575, Ak 8,400, ifis]sHE 108,000, A
Bedh o 452 0 AR, R4 7 40 v, s b =AY
IR U i SRR R e 20, 1207 1 HAEL L.

TR

I Y AL K N 1) YA T ] i i
Bre Lo JHESTRIB AT U 72 RY B00ce Gk £ T
VDo TFIRGE ARG 4 B4R, e A Lo T
ek, DR L IR LA L LTy A a5, I
5, O EER I ST LTS

e B B 2%

DIk Y  MBRTRAOW 35 G00F, BE1,
2), AR NFON SMBGE B I AL L— b 2
PA B LT Bo il Aidh LA L Ik LT
WE A EFREREE e e ARSIl
LTuwd (0.8cm) 45 g koo, e
Feltih 2 D Licvy (L2em~1.5cm), #77, #i& bRt
By B D E LS bkl e SR, BRHCA TR
TR SR, IET A KA GDEIRRE2
4 i bt %o

B & IO IR A IE s db 0, R A BRI T
Vo R AS 2 R0 W i SRS IE L ik A A
b, ASRIECIEE OO IR 4 i o SRR
OEFREEE L, ARG PO S PR T
Vo

KR EABEAT & D i Bl B & T ORGEM
¢, BEEMo MIEER cibinBEch 5 (BK
3), FOKEIL, AT 43.5m (RO 785%), 9
KR 36.5mm (i 93.3%), MEARTIIR 24.2m (I 80.7
9y, EXIL, MAENR0.9m (M75%), BB 0.9
m (7 81.8%) T#bo LEDHETHHREINE M
FSEHIR, BHHIR L <ol  BEASHIL L LREMRD
SR

i, T, RE X & LA SHRCEEIhTe
R TH BN TR, SRR,
ST I N LS BAE T B AN & 13

105 (105)

1 {20 Bt AR b B s 2 O RR
& B R s E VR L T o e
P R 25

IFIeE 1, 2008, 4 (A BT B EE G, kil OAs
7\ AT N R G @ L7 1 1| R 11 PR o R el T LU D
B Be OO W ENEATR A B L, T
Ve BHER AR ORI dots o TH#H L < BRI
¢ Zahn fEOWoRE B LTCwA (B4 ),

2 O A ARSI TR Lic b 2 4, HIIERONE
SIS A S PR S PR s 0, o [IIR
o SR U A e Pz PO DAL BT LAY
WO CRER ISR 5 o RIEA BT 5, TR IE
VR RPEIIRC L LT B

I %2 G (1808, I4R(0 D w Mitfih S LI
FiiuE ey

LRI & & bk el (A 4 L AT v Rk
D BT A 0 i\ K BTG TR B A e Ly
s 8 USRI L Ty B CHIEE Do MR
SR AT < ORISR DR e ik o W LA A ileb B A0
OO NI e o T

B Y Y 11 i3 = i A G A ] e S B 1
Vhinin o e

O OEEMEET R ¢ RERIMRO T o COA
w o 2L, S EOMONE b ARSI YN LA
IO (e

AT, Okl REM TR0 EA
VoMb i b it (BRG6, 7)o £OGHE
SRR D T IR IR Lich O 4R — 1Cdh %a
SRS BT F AR IR B0 B C ORRHEEEE
W VHETE, AR, OWBETF ouvTthuc b i b
Fro IR Uiz & 3 i F AL o — B EDRiC 13
Fefu IS, o BRI IR B, O
IS OFEE RO TER S b, ZOMOHT
AR L8 BhR

{4 OISR L, KOS D Wi
BT HLO NS B (BH8). LOVHHEC RN
FelE LS 2 b (ER9), Fud v =fiilic £C
B A CnBRL B D DR OMESHEE H5
VIR RSE O WA % o B P R e dr o T

o1 R O D O OIS TR E & D AL
Hicseh (FH10), FhBoHn0 % ARHHEY
ZHWE DD, OUSHEOMRAEORE L Bbh
%o

POCTEIREINR Tul, Rl a4 bk B & IS
PRI By bt DRI O SIEIIRE Y 5
PpEC, TS B> aBi R B AIEIR




106 —(108)

A. coronaria dexira

N DAEALE
8 Ag
i mEitne

BE—1. e/ I

A L M E B B L, Bk RBE A
B U AFRTHD (FH1L 1),

e ) L0 A H RO EEO T PHHE LTl
WS 2 1T i BRI » & D L,
sarcosome 23N LCHA L TV % O BAw b
(Bi14),

DY R 4 R N 7N OO A N i o B 1 12 R S )
B OB 455 0% 2 OFF FLELL M o — iR
Bt OB LM E RS T e -
Foo ORI, BRI D ke oS
LRSS ol b 2 bl a (FEHI), Bk
D R Z B Ui i b A b i,

X EMROBBEANRR RS AR E L2
PO FE AR TH O, FEITIR D B R a0
Todb, WHEERAE AR T o FeHER BT B

F OO ORI & LT3, LR DRI
DI I W TN b DDIE AL A o 100

PA LA RSEE Ui Nk oM b Ch 5,

FIE S SR
Lo B Uoa NI e & AN PE IR 2 58 1
Fo OIS (6004), LK,
2. KRIENRD AN G0
3. o] S O B g G
4. A THED S H k%
5. WAHEDFRRD Zahn fH4E,
6. JF, M B Nl 5 <l
7. Ak (300ce),

f M B ik sl

A. coronaria sinisira

B

BRTNASI o 0 2 B bk, 19015, Joserand & Gal-
laverdin®z b b b TS b, X B Levy(1933)
DO AR S e WA SN L Ay
ThHIHRO BT o Levy®ihi i, LA,
FRFTFORAE, O PHR A ST I & Lt
T % OWEH L FELITRAES TV L0
EORNE LT 0 Licb ORI LIS, Bk
o OMOMEEDORWH, Ei SR LCaE
D& ARV BHE LTRES WHShT
WA DY, primary myocardial disease (P.M.D.,
ERMCAEED®,  idiopathic myocardial fibrosist?,
idiopathic cardiomegaly®™ -t s,

Daviest (2105 O Wi 2o iy Uy BN 00
Bl LTOLTEE, BRI L LCu s Bl
Foo HIT Segel LR CARIE A EI L, T idiopa-
thic, II. specific etiology »-KML, I g S
Wobo, KoL o, BERC L2 L0840 50
Tdy WD IH 0wz 216 o> TR &, TR
DY DHEDTAZ A DT B2 BRI A L o
F TR AR S OIERD 4 5, bk
Mattingly"W 18, ¥ o v <= S BORHOE - % 6
LAz b DT b, i e B ds ot & 0 4o ety
MR E, 2 OBRCE Segel X [ijEEo e & 104
ha.

FowlerW® 4556 0ifiE 2, 1) familial, 2) non~
familial, 3) endocardial fibroelastosis, 4) endomyo-

cardial fibrosis, 5)postpartum heart disease i~ S




M1E (1969)

L, ch@a—Ibobdk Ui, RiCIEM0
DELT DwArA, Vawss, ¥77Y 'féff:
Ofige, 2) A, 3) BEYH,  4) sarcoidosis,
5) amyloidosis, 6) Mg, 7y £ BT T s
FOMOHES L 5 R CE RO e T
My B By Fowler 440 ) Segel o 3o
L Hu’M J.u R ARG Y

ARy CHLATE CROBE U AN G, R
o ;;_.“.?kMz:L‘,\ﬁ:’l‘Hﬁ,ﬂ.‘.L,l: Fate 2 S F UL TS R
%o

$-8 toxoplasmosis & J SO S Pinkerton &
Henderson (1940)W Lg% < oo 2°dh hy Paully
VAL E S T B2 RS DT & Ao L 2 932 0
A myocardial toxoplasmosis » L-CHF T4y,
TR A W) & L ThE, mouse noculation &Lk
pseudocyst OIEELTH AL RPITCIEE DL S el
RS Te s o oo WHELD L 0 v -
9o 4, o, -f»’i il B AR S AL L B
O, EWW LS b OEA TR EE J\/;r, sarcoi-
dosis, Fiedler (/):Uﬁf}'J’ébtﬂ[ﬁi&fifhb LT LRI
S EMMEAK Do AIENBL L LI, Al A D
Fo Uto N b b d At R # fr L ey

(m; endocardial [ibroelagtosis x ‘/‘\:(r‘r—"ffl)[ijpﬁ]f,»[l:qﬁé
e UG, 4 PRI O B P R A B
Z CAH & N L5 A, diffuse vndumyocm dial
sclerosis®™ o % F X g OMWSERTH &, DE O
Fetl D & ORI« DR TTROFET S & K
FEANZD
MDD & A BRI AT, LR OF-SH O i
¥ X oo TR O IR A BRI I, o T
7 endomyocardial sclerosis @-—$5R X U Tk
R B b2 ANV (oF A s A B QPN

Vb n Marfan JERECG arachnodactyly %% L
TR RINRIZ L A e o T 20 A SRS & h
T H A0, i Tl kiR O RS B A
%, arachnodactyly 4 2B iuis by R CURRE
Vi “DIBAMERIEY OREIRLE S TV B A% (D%
ME LSRR SR T » folodd, FEM O OF

o FHRETH O LR, TURI BRI,

mll‘“-ftc &P AT I R D SERG e RLAREET, TR §E
Bivls ot

BLED X 3ic, Hix fg Bl & o lbiiiic & 8L
W B CARMO ORI, i B IRV OO
e AB SO LB D,

RO BB DE R, Tih bR %
AL R R M E O TR Rk, TR

endocardial fibroclastosis {2

107 -(107)

W GERSR A1) & ATRPE BRSO B G 34
W,

IR & L O, — bR S L L R R
TEAANS X BMYEDTETH Y, L 5 -0kl v
AoV B AR Al e IR PR o 5 . b i o
AR i LBl SRR D SRR 2 SR
A A A B TR dh % Butlersby? ()5
!lJJlllr:vﬁ:(/)nﬁll TG PSP O LA I,

LB oK, = R LG EIR P O Rk
i Lo Bl A s Ly Treger?®, Barry#{ SEREED
Jii e SR Fn A W LT B Bishop®k, BRI
BoEen B oy d & A il LTy Ao Buttershy BATT O
BB PR AL B - Jo D & o B R
Tl L A b i R IR A SR
LS T /e AT

REA I MO A PR o e & LoCed, Ao iR
ORI E b 2R AGTIOIER O L LT
Ho b b#HER B G, A0S, SRR Sl
FEBE PR B, L & SRR Lo 2
WIIET L IR A b PRI By R AL
KOAERELCu s 2 LB bRb, Thbkbiodk
Bl sy ThE, s S 2 I A TR 1A
Ak b o T S S R SRR 4, 2R
HLOGLTHA S, WROR R CEIERED L
Y AW S LSRR Y A U R N B NN =)
Ha

Lo VT D Lo R & LT, RTINS
DS, FRA LGNS L % 2 bits . Kober-
nick® ¥ idiopathic cardiomegaly a)fﬂjcf):[‘_.\ﬁ?“ﬂy‘ilﬁ;ﬁi
-t succinic dehydrogenase O {ET 4 #E L
Vide R Ferrans®&iL, & { OREKOBILIET ’f':n’rf\
W fehs, ks succinic dehydrogenase ‘. isocitric
dehydrogenase OMAOHEZ L AHE LTV,

B A B O FETE A TR T B L D & LG Ol
Bt~ 2 O PO IR Sivh, TR, 1§
L Pl ik cosin CEERL (LIS, anilin blue
T AR A Lo, EFEIGREM:
MR BRI E T ML B0 IRERD, [0 E
OO RER D B2 LG glycoprotein 44:
(G-P ) LWL, Ehidf g &G iin & g
WA LSO B (1 LARECH, G-P 2k
Bhieih o Toe 0l familial cardiomyopathy s

Tk, non-metachromatic polysaccharide (Barry
and Hall)? <2, glycogen (Evance)®® 7y 4
HbIBHEF D, Ferrans™ ik, Lk, Bk
DI RCO B ORI A RS T Do APzl T




108~ (108)

by HIHROD & & AR 7 Ml dhesits e 2Hab oo

BT AR OIS s BN T o
2850, PLEOREHIEEE 2 RS2 & b AR
B bhTwb, AL, 4 #ifC sarcoplasmic
reticulum OYRHE, B FE W T D ergastoplasm D F
3, sarcoplasm D#EH, Z0 X 5/; organella O JF
MHTo 50~T5A Mot DO BBl Foiko

VAR R AR g it ik i) | o KN VN X R
FRO YR O Bl A2 B, Ferrans 3 T S
ek B, sarcosome DB, Wik, crista
DR AT T By Ly A A AR KL I
LT he ToxdAhA-ey V5105 ABOHMENC
DT THRH A, RPBIWIC sarcosome D EL RGN,
IilE 2R fee L LBBIREE T o fob 0D %<
VRARBITH O, T DATES T U b H et O

E 5 mlWiE LGB H b a5

MWM@LPM,MMMLhHé&thWK,@
’mwbwﬂmﬁm'W%LT:mem%@:Sh
T B2 bird Z ENDIN, Ao 4 DU, A
%gﬁhhm<,mmm D TR Loz &
#H2 bbb,

R, ForfRbOEHEORE & LT, O3
BBk D TFFE A HIE & S 41T % 5380080, SRl s
WM S e d o T

BAEARHRZ 35U B O R & WO IO LS Lo R
WU THBER Lichs, AR b Tl i R Tk,
Rt b foTv B, SOX 5 et d Lok
PEBE A RIS LT 24005, R EIDOE O R+
O X 0 REIRIGA L DB AR D & D & %
R Tp L A0 T IR SR TR Mk o> S
2, BT ULBRNRLO LBV RN EET S
ZEEBMT S L, T LARNL O ORI F 4
RO FERETLHIRED L BT 2 &4 TE L 5,
KREVRIG RS G, TR E I 31 2. LR S
T & B ZHER DD, HB 0D & e —kiy
TRERIETZRIC X 2 L Dbt Bl SO LR
WTHha,

B LAl o 4:5&1) DUHED B 5 b DIz s
ThE, BRSSO A SR O T2 Z85% LART X b (MY
T H%&EN ODEREBRTH0ENREL DG
BB ERIEH LI

i, myelin

B ®H
20 0 B CERERAC RINRB o LIER 22 L, |
BAERDH Ao T BUE 1 HIEDFBR TR L, %
MR, Wi o PR, OEIER OB OBEODE

Rl i A LR

ANEERAEE, ST & R Ao 5 KRR DR MG o0 S5
DG AT FLR 0 A B de - AW L,

AU LR OHEOMBIC AZ b o b B bk
2 RS RO A A (o Cla 0y R0
MBI D\ THE A I L e

AR OB (LA OO o M S A s 120 1)
R OCTY Ui

x W

U T B - o Lol « DRI » ke B
[BHEA « Hi 4 W~ : Primary  endomyacardial
sclerosis O —$EFlCC,  INFE 18 1 1857,
1966,

2) Murao, S, Kawai, N. and Iguchi, K.: Primary
myocardial disease, Jap, Circul. J., 30 : 1H8d,
1966.

3) Takatsu, T. and Kawai, C.:
ocardiopathy, Jap. Circul. J.,, 30 : 1591, 1966.

4) Kyogoku,

Idiopathic my-

M. : Two autopsy cases of idiopa
thic myocavdial fibrosis, Jap. Circul. J, 30
1583, 1966.

8) TRIFEIHA « LAREAZED © A 880e Ol 1K A B Lz
Primary myocardial disease o 1##u{, 1114
£k, 58153, 1969.

6) Serbin, R. A. and Chojnacki, B.: Idiopathic
cardiac hypertrophy, New England ]. Med.,
252 : 10, 1955.

7) Levy, R. L. and Rousselot, L. M.:
hypertrophy of unknown etiology in young
adults, Am. Heart J., 9: 178, 1933.

8) Levy, R. L. and Von Glahn, W. . : Cardiac
hypertrophy of unknown cause, Am. Heart
J. 28 1 714, 1944.

9) Symposium : Clinical recognition and treat-

Cardiac

ment of primary myocardial disease, Cir-
culation, 32 : 828, 1965.

10) Symposium on idiopathic myocardial fibrosis
and allied diseases, Jap. Circul. J., 30 : 1575,
1966.

11) Ueda, H. : Idiopathic cardiomegaly and endo-
myocardial fibrosis, Jap. Heart J, 9:1, 1968.

12) Davies, R. R, Marvel, R. J. and Genovese,
P. D.: Heart disease of unknown etiology,
Am, Heart J., 57 --546, 1951.

13) Segel, I, Harvey, W. P. and Gurel, T. : Di-



1% (1969)

agnosis and {reatment of primary myocardial
disease, Circulation, 32 : 837, 1965.

14) Mattingly, T. W.: The clinical concept of
primary myocardial disease, Circulation, 32:
845, 1965.

15) Fowler, N. O.: Classification and differencial
diagnosis of the myocardiopathy, Progr. Car-
diovasc. Dis,, 7 : 1, 1964.

16) Fowler, N, 0. and Gueron, M.: Primary
myocardial disease ; Circulation, 32 : 830,
1965.

17) Pinkerton, H. and Henderson, R. G.: Adult
toxoplasmosis, J. Amer. Med. Ass., 116: 807,
1941.

18) Paulley, J. W., Green, W. . ). and Kane, 15
P.: Myocardial toxoplagmosis, Brit, Heart J.,
18 : 55, 1956.

19) Alexander, C. S.:Idiopathic heart disease,
Am. J. Med., 41 : 213, 1966.

20) Lynch, J. B. and Watt, J.:Diffuse endo-
myocardial sclerosis, Brit. Heart J., 19: 173,
1957. '

21) Dyson, B. C. and Decker, J. P.: Endocardial
fibroelastosis in the adults, A. M, A. Arch.
Path., 66 : 190, 1958.

22) Auld, W. H. R. and Watson, H. : Fibroelastosis
of the heart in adolescence, Brit. Heart J.,
19 : 186, 1957°

23) Whitfield, A. G. W.: Myocarditis and aortic
hypoplasia in arachnodactyly, Lancet, 2:
1386, 1951.

24) Van Buchen. F. S, P.; Arachnodactyly heart,
Circulation, 20 : 88, 1859.

25) Battersby, E. J. and Glenner, G. G. : Familial
cardiomyopathy, Am. J. Med., 30 : 382, 1961.

26) Treger, A. and Blount, S. G.:Tamilial car-
diomyopathy, Am. heart J., 70 : 40, 19685.

27) Barry, M. and Hall, M.: Familial cardio-
myopathy, Brit. Heart J., 24 : 613, 1962.

28) Bishop, .J. M. and Jones, E. W.: Caridiomy-
opathy in four members of a family, Brit.
heart J., 24 : 715, 1962.

29) Kobernick, S: D. and Mandell, G, H.: Succinic
dehydrogenase defficiency in idiopatic cr-
diomegaly, Amer. J. Path,, 43: 661, 1963.

30) Hibbs, R. G. Ferrans, V. ], Black, W. C,

109~ (109

Walsh, J. J. and Burch, G. E.:Virus-like
particles in the heart of a patient with car-
diomyopathy, Am. Heart J., 69 : 327, 1965.
31) Kawamura, K. and Hayashi, K.: Ultrastractur-
al aspects of myocardial diseases of unknown
etiology, Jap. Circul. J., 30 : 1575, 1966,
32) WHL O - ARG - A o TEMNK - Uk
THf BRI OWEE  WIR, 22 @ 813, 1967,
Nasu, T.: Glycoprotein degeneration of mus-
cle fiber, Acta Path. Jap., 12 : 315, 1962.

34) Mamiya, N. : Contributions to the studies on

33,

g

glycoprotein degeneration of heart muscle,
Med. J. Shinshu Univ., 7 : 173, 1962.

35) LEvans, W, Familial cardiomegaly, Brit. Heart
B 11 68, 1949,

36) Ferrans, V. I, Hibbs, R. G, Walsh, J. J. and
Burch, G. L. :Cardiomyopathy, cirrhosis of
the liver and deposits of a fibrillar poly-
saccharide, Am. J. Cardiol,, 17 : 457, 1966.

37) Davies, J. N, P.: Some considerations regar-

N

ding obscure. diseases affecting the mural
endocardium, Am. Heart J. 59 : 600, 1960.

38) Sanders, C. V. : Primary myocardial disease :
The presence of bound gamma globulin in
ventricular muscle (abstracts), girculation,
28 : 797, 1963,

39) Fletcher, G. ¥. and Wenger, N. K. : Autoim-~
mune studies in patients with primary my-
ocardial disease, Circulation, 37 : 1032, 1968.

40) Ikeda, K. : Hypoplasia of the aorta as a
possible cause of cardiac failure, Minnesota
Med., 16 : 172, 1933,

41) Von Ritodk, S.: Uber die Hypoplasie des
Arteriensystems, Zeitsch. f. klin Med., 61 :
32, 1907,

BEHERA
BE 1 OB eseeiRie
BHE 2 OBEENE, AioliEeRd,
BE 3 Kbk
BH 4 B, &£ Zahn g,
BHE S5 ORI
BH 6 OIRRERA LI, <1000
ERT M L, x100,
BH 8 LUk HMOERLEEL X400
BRI GREED, Sudan T



110~ (110)

FHI0
BAEN

BH12

Huts, x40,

DO TR, %100,

DR O J0) R 4% 42 s b B BRI,
% 400,

TR O M IR o T Ao ik

% 200,

f& M OB gk svied

BEI3 OPIBGC s A BB b, %200,
BEH14 O A E B sarcosome @ B G
% 4200,

COAFIAAE 3 1171 S



111—(111)

(1969)

.
1%

Aty
-

,_:

*

12

_

13

14

15

_

! TTLPT RN | e
16 17 18 19 20 2| 22 _24-25 26.2

el
7. 28..29 O

1958,

33 34 35 36 37




e
vy

M B

be

(=]

12— (112)

3




113—(113)

(1969)

1y

-




114—-(114)

=N B

b HI18%




