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Arrhythmogenic right ventricular dysplasia (ARVD)
LEZBND VIEF R Lo THRET 5.

KER) 2 5T 8%, bk DT IEIC CABE M XP
TIEAE LB LS IV BOFERREMMEA SN, DI
WX 65% TH o7 FEFEERFOLEX T I, 111,
aVr, Vi~V Ttk T %, ST Tk, AeffAfr e v
7 BLOAEEREED 2. DESEIEMER OB
7 ey 7 BEEL, LEFTAREEFEETH -7
(Fig. 1). D= = —[XTRARLIERNAA 35 mm &L
kL, septal band 38X UOfHEHMEEDEEZTD.
FEEITLEPRES 15 mm, B 16 mm L RJEH
HBohied, EEIEEANRE 2mm T, FEHRE
64% L BIFTh o7z, DY v F 7 7 LTIE, AEBED
AR D 7 O BT 2T R S Mie o Te. FEE
BRIEOPIMEDRZED S, LHTF—FT VRE T
FORIEAFED a2 10 mmHg & EF- U, AELRER
IR 175 mi/M? L3EBICHIR,  BRIESRE 17% &35
5L IET L TWi EOREESIHERNZARS
71 mi/M2, BRHEEAS 68% L IEH T o7z, EHINREY
T I PeZee BgEIE R bk o Teh, L
conus branch 2338 & hic. AEEE FnigH 30°) T
FAENEHIILRL, ARNREFICEEL TV
(Fig. 2).

Eif AREH CRERBEDIEENRA LRSS, ZThLL
I AESFEIICIERL, WHEORENSFR R L, O
SHINTASERETH B &, Vi~V TR T §as

A case with arrhythmogenic right ventricular dyspla-
sia

Zenmi YAMADA, Masafumi KOMATSU, Nobuo
MASEKI, Atsuhiro OGYU (Yonezawa City Hospital)
Akihisa FUJINO, Yasuhiro IKEDA (Hoshi General

HomE HALA AT ST T 4 RS

RVG (RAO 30)

End-diastole

Fig. 2

ZohbZ LY, ARVD LB L.

Hospital)

Masatoshi TAKEZAWA, Mikihiro KIJIMA, Yoshi-
hiro MIYAZAKI, Kenji OWADO, Kazuo MACHII,
Shigeo KARIYONE (Fukushima Medical College)
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KEM: M. K., 2%, B
FF
HURIE : AR J:Dn,mm"-&)o W DL HY TR L7z, fL
JHRE L 0 EFCRE LT Wiz, 1981459 j 17
H, KD 720 BARTRF S/ NRR AR, HISE I 1
AT > WP D, TR 11 35 D o 22 ks - 72.

HIROSAKI UNIU HOSPITAL

A case of congenital unilateral absence of the lung.
Katsuro IGARASHI, Toshimasa NAKATA, Shinichi
NAKA, Yukio YAMADA, Tukasa SASHINAMI,

Fig. 1

i X-P TABUIEER S o KA, OISO MRAL, Dk

T =7 VR T DIENER R <, IR R - 72
AUNEEIR S & 9, Jili CT scan (Fig. 1) 2 TAi
Uil o4y 1% low density TH®» B TE Y, EiFXD
fifEx Bbe s fiRiden -7 (Fig. 1). KEHEY,

 ==pre

fiberscope I THKEX O EH &FEH, L/L_l:?)) B YR M
AUNGEIZAL (Shneider o> IT71) & 287 L7c.

BE T AIEORAEIIIMTIE DO— O KIEFHHHH T
HEN, ZTOEFEFAHATD 5. AR R T HIEL
JHHSREIRTEW A LB LA ELE LRV EDOHE LD Y, K
I & ITIRMLE b Rniedic, Z ok 43k TR
WBERTH 5.

HIROSAKI UNIU HOSPITA

Kenzo KAMIMURA, Seiyo YASUI, Susumu YONE-
SAKA (Department of Pediatrics, Hirosaki Medical
College)
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fER Hhwl PR HEZ, /NEFRREEY,
= oS wm o ks A e
itz BE

FERMEFED 5 b i o #1234 » 2 B A& i,
Emannel |2 X #UE 25~35% TH 5. Fhix OB IR
KRILCMFE 16 i 12 ] (75%) 2358t Tdb - 7. 4l
D124, 6 FRITOWTEEHRFT R &2 it Lz

RERMEFFEBAL Y Beborg, bxza—
WRARIC & D JERBLOMTAE O BHr 21TV, EIeFKIEEOR
e D7 < L b 3R 2 il DB RTMRE A3 S E
SEMCE o B oBRFHL, 1HZERE, M2
DIHITE »Tz.

SEA] : DA T3kl U7z 55 Mool & Ji L 4 5
KHZTH B (Fig. 1). Z oFEMHFOLT 2 —KTiE, L%

KH

+ cardiac death

?2non

H 9l Hbh YA T 7 0 — WS
BEGSRTAMEIRIE 2 LTW A, kG JIERBLE & 21
ENTRY, £/ ofTEPikET, 202717
MECYREE LTV B, Z ofNELIE, O rhkEKiE
EDOBMICFH 2T T 20, DIEKDHZTH -7z &b
ARG I 10 584 OAFEFI 4 FlIC B iz,

6 KR OMEHKG T BiE, BWhas 13 ic@Eo 6h,
oo & BB FE o T2 MR REIER 3 HIICE® bk
S, RFIFEENE RS VEEE T - 7o, Kb IE 141,
SRR D S D 3 HITH o7 DD 50% LLT i
FlbReERIc R e DERFTRE ST-T 2 {khi—
HL L, EEIERPYEcH b AEEKFT R 2
plici Bhieds, F—F2TdH Y, FEPER LR S iz
2B IEHEFIHTH o7 6 R, LR 15 HD Y,
Z D 641 (40%) BZIRIET, Lo baefl 10 %ikTh -
2.
Pk, 650, 12 Bl oS MR KRBT AE D% ER 2 3k
N, FESEORENTH SN D LV bERTh B &
i L7z,

Fig. 1
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Six families of familial cardiomyopathy

Katuhiko SAITO, Osamu FUKUHARA, Motohiko
MIURA, Yuji KUMAGAI, Koji ABE, Sachio ONO-
DERA, Takuji MIURA, Makoto TAKAHASHI,

Takayuki IWABUCHI, Ryokichi TAKASUGI (De-
partment of Internal Medicine, Isawa Prefectural

Hospital, Iwate)
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finley  fR— H)N OBER, L£m ek,

gkm BER, K BH

KERFEER B4

BHE Xk

KREMRRIE BRI ERTLOEE (HCM) 2 &0k Lick
Bbhd VEHEER L0 THRET 5.

HER: 335, &t EFF: MMEER, W, £EES
P& BUREE: 18 iRoOUE, KM Y JURBTIC TE ENG)
IR, ARERBIIRICIRAE & 58 R & h, KEIIRRIEGERED 2
MrEZiT7e. RBHEEN 0 HBATERELTNS. A
Beps D LERTC, 11, 111, aVF, V,~Ve ot T i, V,

A5 V3 iZH 7 T poor R wave progression, £ZEEk
FRZHEOE. MERIRMEEBIZE >TSS, EEKTREZ
Lalfilhieh ot b 3 —RTEIERFMEFRIEA
(ASH), KBRS BB, EZPIMLE 2w iz (Fig. 1).
DH T, KBIRER T, KEBROERA2RE, JoML
R, RICEHE TR IELAE, AHE TR
O BERE LR EREH T NRIMRITIROEHA
REEEROI. ELENE, WEHKBIRIGESE X
200mmHg # 8%, EBZEZKBAROBEBIIMAL L, B
BRI BERD 2 »FTICERS B iz (Fig. 2). 7238 IREIC
RO RIZED bhih ol

R BlROMAE, YoMk v KEIRRIEEBER, O
a—FELhhTd HCM L2 L 1EMZHREL
R, hr3RRHERIERNLEL bR, SHOBE
ZOWTIHEYESEFCH 5.

QL | |

Fig. 1

[ [

An unusual case of aortitis syndrome with probable
hypertrophic cardiomyopathy

Toshikazu FUNAZAKI, Haruo KIKKAWA, Kenshi
TSUCHIDA, Shigeo KAMATA, Toshihide SHU

(Department of Internal Medicine, Akita Red Cross
Hospital)

Shigeo NIEDA (The Second Department of Surgery,
Akita University School of Medicine)
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109426 mi/beat), [LrAZEINIX EESEEIC H L/ (50 watt
I 33.43 beats/min #) Th o7-. —J5, AR, K
WMMEFa 57 & o REIMTEERL v, SHREEHE
BRI & 7% L 72 (50 watt B 19.39. 23 m//min-mmHg
). +42bb, HCM TREBARMICX 20K 75k
BT LR ERPEIS L, ESEEEELTHS

Lffshiz. ME—Fhxa—RE, EREEEHE

(LVDd) gDz L <, HCM, HERL LIZLREE

KBRS T A D 72 W EKBLLHEE (HCM) 9 4 (53 +
95k K141 T, BAML3504E 25 watt B8 ARISIERE)
BEBEL, @EFEDT 206 Q7£55), 10 K@ B
F 741 (7443 %) & bl U 7o 2O H & (CO), —[F
A (SV) i3 3 BRlicZN 22 o7z (CO: HCM 3.6+
1.1, #4£3.6+0.8, & 3.5+0.9//min-M2, SV:54+
15, 52+11, 59+19 mi/beat-M?). 100 watt %527 L7z
FixnEn 67, 100, 0% <, HCM 0EBIGE
EWBEL D KTh o7, AFWHEEE CO ik HCM 2%
FEIZ/N (50 watt BFIs DI 9.5+2.4, 10.7+2.1, 10.4+
2.6 [/min) T, SV [ZFEFITH L/ (S0 watt [ 97426,

-"T ———— o T
LVDd
O——0—0—o »
4o} el ~
G T H
-~ o 2
o 30F o _LVDs o o 3
3 s o >
] </ H =
2 7 2 a
O——0—yionl—o 100 3 s
© -4 3
H Lt 3 °
o 20| «/:’)7 2 -
Q , ~ @
> " HR >
a3 o 2
n‘v
{50 2
10 o HCM n=4
© normal control n=0

ol s . ' L L s
Rest 25 60 75 100 125 150
(wait)

Fig. 1

BLIE—EMHEE2R -7, HCM CixEEI/ITh-
To (ZHRE% 45+6, 49+3 mm)(Fig.1). —FHERINGE
iR (LVDs) i AFWICHEWFER TR Lo
XL,
—=3mm ), SV BMEED/IRBZ L Lxn LT,
S FEAILIRAE & £ R HLIR R EE & IS
EDH(D/S) TR %L, HCM CREHEICEZITE W
2, AT o TREBITIET L (&2##E : 0.90, 0.50,
75 watt [ : 0.59, 0.50), EBhARIC & Y LB OkES

HCM #TiXiziE—ETH Y (75 watt B =+0,

3z dambhiz.

200

0.8

-
«
o

0.6

°
o
s/a

10.4

[
o
T

40.2

O HCM n=4

©normal control n=8

[¢]

" . s L n s
Rest 25 50 75 100 125
(watt)

Exercise capacity in hypertrophic cardicmyopathy

Eiichi KOMATSU, Shoji YASUI (The First Depart-
ment of Internal Medicine, Yamagata University
School of Medicine), Shigeru KAGAYA, Ichiro

YAMAGUCH]I, Kozui MIYAZAWA (Department of
Clinical Laboratory, Yamagata University School of
Medicine), Junshi ODA (Koshirakawa Shiseido Hos-

pital)
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BAATRFESM R

R aLE mR R m Wik

RRE  ZEfe, W AF, BE KL

ZEAR O NEFERT

ERBLGE (HCM) OERREEEH 5 7 » I,
multithermistor catheter # V7R RE:IC X
Y, 5 X U coronary sinus pacing B KOERR
miiE (GCVF) & E#ikiAmifii (CSF) &R E
L, BetL7. HHRITLER, Lxa—K, HAA4E
Py —ic X BRAEFTRE YicHESnT HCM L 2rs
hic 3EFITH 5.

SE1: 66 5%, Lotk KD GCVF, CSF i34
39 ml/min, 71 ml/min T& Y, FK pacing (120 beats/
min) B¢ Gl 68 ml/min, 155ml/min ¢& -7fz. GCVF
& CSF 0 % #in (%4GCVF & %ACSF) i 74%,

Percent change of GCVF by rapid
coronary Sinus pacing

HOME HIHINDAT T T4 —WiESR

118% TH o7z,

SER 2: 37 5%, Bk L##E GCVF, CSF X 68 mi/
min, 102 ml/min G, £ K pacing (100 beats/min) BT
iX 85 ml//min, 171 ml/min T Y, %AGCVF I 25%,
%dCSF 1% 67.6% T -7z.

S 3: 4025, Bk 2o GCVF CSF i3 43 ml/
min, 160 m//min G, %k pacing (160 beats/min) T
i 128 ml//min, 205ml/min TH Y, %IGCVF i
197.9%, %4CSF (% 28.1% T& - 7=.

HHBLUFEE: (1) HCM 36licienT, LD
GCVF, CSF ZEF@MAICSH Y, EBIREY Lo
B iz > TV BEBIROILE L, EhKEOEKE b
5LTWAW. (2) HCM £ 0 pacing AFFIC &L 55
MmTEIEE, EEELRBORSERLTERY, ETH
SRR TWB LEX bhi. (3) pacing AFRFIC,
3t 2 il cRHic A-V block ZHIELTRY, Th
BB EERFHEO LG EECERED B LB L
Iz

Percent change of CSF by rapid
coronary sinus pacing

(%)
00}
(4%) =O— Case 1
—@— Case 2
-0 wE
_._g:: ; 0 = Case 3
—dh—Case 3 120F N : Normal
N : Normal Subjects
Subjects 100}
N
e0f
60
(n=12)
(n=12) w}
20F
" N N " 100 120 140 160
100 120 1o 160 (pacing rate/min)
(pacing rate/qin)
Fig. 1

Clinical evaluation of regional myocardial blood
flow in patients with hypertrophic cardiomyopathy
Hiromichi SEKIGUCHI, Yasuki FUKUHARA, Mei-
kyu KOH, Hidetoshi NARITA, Tomoko YAMA-

NAKA, Yasuhiro FUJINO, Atsushi MIKUNIYA,
Ogo ONODERA (The Second Department of Inter-
nal Medicine, Hirosaki University School of Medicine)
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NRRIV: DBEREGIEZETHDIN

KA SRR EEC & B O BEIE o Gl
BMFERRY: BAREL R
R OEEL, RN RS, B B
WF —K IR B W FE
EE e, ERE EBY WE R

Thallium (T1)-201 % flow indicator TH Y, ZDiL»
WP T1-201 HOHAETEHE DAL  DIFEEE &MBEnY
KEILTWD Lz 5. A, Thxix TI-201, Te-
99 m-RBC o 2 }%#ii (double isotope) {EZEHV, [k
HICDOLHEEIFEIC O W T ORI &, Z o HtkizonT
Wit L

S GUTREFEAECMFIE IEJERL (HCM) 7 ] & R fi =0
g (HHD) 4 flcdh 5. DFHIEEORKEL LTk, O
EXEEE QEbHIVEE®HTIREZEL, L=a—X
JolaEs g 2.0 em PLEAS, Wil [ RER 1.3 DL 2R
& L7z. HHD 3 iz WHO 5 i 5E EE 4380 11T i

Fig. 1

J& L7z,

Jith: B e piL (LAO A7) 12T T1-201 20 43[4
ORGEAT, BIEHEE REFHICT Te-99 m L7 —1 -
SEfffEE T & B S00 B0 7 — 2 fEltE, 64X64 < kY
v 7 ANTIT =72, DD background ALER L 714
iz, TI1-201 {43 Threshold #:i X v, Tc-99m 7" —
M4i% Laplasian $:1C X U @ 247V, FRa R 5%
RUERLL, 07 — VG2 s SR OmEEL & ko
fe. FOELEERLELT, @ TI-201 jHEEED
FH%HIZ8 b, @ iso-count L~ L X Y Bz CLHEER
{22\ T clrcumferential profile {E & W#Rr Lz,
Fig. 1ic HOCM o 1 i & fiti5+ 5.

R T DO R IIC R T 5 T1-201 fidde
TPE X D AIUHREIRIC M T B R OB & BHE
L, TORBHFTRVTRETHS. iz, BROERESE
% — iz s, TI-201 ORYAZOFEL Y,
LR DIPEIC OV T L LA £ EX B 5.

LEMGTH OF STATIC A6k

TL-201 JI0E

, -
|
e Y

Ventricular wall thickness evaluated by radionuclide
cardiac imaging

Kenji NAKAI, Shigehiko KATSURAGAWA?*, Yasuo
USUI, Kazuo MATSUSHITA, Akiyoshi KAWA-
MURA, Hidetoshi TAKAHASHI, Masataka KATO,

Tsuneo TAKAHASHI*, Toru YANAGISAWA* (The
Second Departments of Internal Medicine and Radi-
ology, School of Medicine, Iwate Medical University,
Morioka)
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NRIV:DBRIEGEZEFTHBZN

IS & 500 OB e BT
WALRZEESES  H—NF
INE EER

T ERERFL LT, EZ0EHRGHERLATY
B0, LESH BHIREME L LT LR OWEEH:

FHoE HEAIALSHF T T4 —BES

WHBROTR (5 £ & Q, B FkE fr 38 & Uttngns
RKIRIE Ar) 23, 1 ERAEMOEEER b O EEHME L
BHEICBRT 22 L 2 RRTEL. ChOERERE
IZLT, EERMICOOFODI S bERLMREE 2
EBTEs0E, O bbb IFERERD EZEOELICE
Y, 1 FOBERET 52, @ ERLRgE, 3£
EEWAT Q/fr 3BV T B, M3 L TR L.

AL L@ E IR Div. bhvbhiz+ TR ERDYIC TRE, BiLEH U WS e, Mg
EERRUBIRIETE AR L, [ E0RKMtRs LUt BEERKL L. 1 ERAEROERER, LY 7 —
2.0 e functional A A
murmur
50 A A A
1.5 . A A A -
° A e 4
. A .
1.0}
| |
w LVP ity x Lve mﬁ?g
O

When we take the CRL parallel circuit
as the electrical analog for LV,

a=n/§'=ji =_Iﬁ]£=l_e
T3 Freailc Z'JL:

then,
Q_ E_ R
Fro Rj&/l?/; K
O
.
Fr
0.05F _ »
N .\\ ,o'"‘“
o 4" '\__f_:’
~A~\A
A
20 40
LVP mmHg
Fig. 1
A new approach for the clinical evaluation of the heart tricle

sound: An analysis of the heart sound in the estima-
tion of viscoelastic properties of the human left ven-

Yoshiro KOIWA (The First Department of Internal
Medicine, Tohoku University School of Medicine)
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7 N CEIEE - wedge [EORADE Per. L Ex, 1H
X @ BuEETEEM: S5~100Hz $TRETHBZ
L, @ ERIGHELTEY, LrbEAERIRNT
LEEhd, BEAK 5~1,000Hz % CREERRHESE
A+ % vibration sensor ZfHA LTHHE, 2h#% com-
puter T7—Y =BT LT, BOBDOD QfEL fr pog-1

Wit iR, Qff, frix P fikick Yy RKELS R
9, fr OWMOFH Q HDMMX v FEH i Q/fr
R L (Fig. 1) Zh b i3 EBRAICHBGR L R
TH Y, BRIV TL, BERLE IF) OFTick
>T, EEDHORBHEEHELZIBEL 22 LWL
Mo,
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DIERDOFHE : ERLOTRRFEA
FALKRFEEIR A BRBER I
FHE XH

IEARNEROME L IR KM S h 383, FEOLELD
B/ ufBRIZZELLRR>TW3S. ThbbRIMEE
Kl CIRLEEENRE  IEAE, M IBRMEIEAL T
BRERELEREL RV, 22 TREOLS BIEXD
DERAEIC OV T, LG OBEE L E Pk~ 5.

ERLOLFRBRMET, Rtk - TWEREOWFhITEW
Th, EFELOLHHRME L SMEHICHELTHS. L
2o TR - TEERHEER OO~ 7 w R DEZ, RU
BREZZRL o IBEFHICE > THA LT R L

a normal

60

401

-20F-

-40F

_60.

e concentric
o eccentric

n 1

$EBIE FIEHIALCAT T T4 —BfES

HRENRLS. FZ CHYERES fiber orientation
A &R L7z,
EBBELIGHMED loop OBELOERY HDHTE
TW3H, TOESKEWMEICHTBHEAIX, MEBO
SE» D PREERT NE~ LG BT 5. R
O SROHEIERD B X O HLEIER O BT 5 OB
HNOBHEEROELE Fig. 1. IR Lk, sROMEEIC
BHEEMTIER L L ZERETH 22, REEABICE
WTEk DAL R>TWS. Zhick LIEBEMIEATIX
EFED - RIMEERLE P2V BRY, SEcakRE
EETFL, FRMPLABITHITTHE FRVLEE LG
Rick DL, ZoBEPDL, LILEBBABOLG
BRHEE DB RN, SROME - SERMIER LD < 7 v
BOBEWFTHS S LERESIS.

1 1

(o} 20 40
Myocardial depth

outer

Fig. 1

Pathology of cardiac hypertrophy: Formal genesis of
concentric and eccentric hypertrophy

Fumiaki TEZUKA (Department of Pathology, To-
hoku University Hospital, Sendai)

60 80 100
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