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S FE = [0 B BT B X S PR B A O T RE
FIMLGR BN 7 2 F 57 3

AR SCAR, X 2 A
PR BER R 27 i i £ B2 e i P 2 ), BBV 4 PRI 157011

P R 5 AL S T BB RS 2, L T
B 0 25 A () T TR 8 o M I S IR
S J¥ 2 [8] [ (sigmoid septum, SS) J2&— i L 5 [B] P (1) &
R BE R T 14 Bet 22 0 IR, BE W R 2 0 3 R
LTS 265 85 F AT bR 25 2 2 T A B R A 52 ), 9 450 1m0
RGBT IR D LT AR R R
7 0 3 AT A EL S B E MO S5 4 . 3R R 37k
31 )12, B H R KR, DFFEUEW] SS I IF B ali T8 45
P SN 720 D RE RN IR 3h 1 2 AR R B,
(A3 A 5 6 R o 0 . A SO 32 1A SS Y TE I AL
. LW S S, A 2RSS XA U T BE LI BN
PIESUE A ENET DL # NG 2 €

1 SSHEXEARIE

1969 4F, Goor 45 ' 1 7 KL B 78 15 R 38 1 — B
%, WIS 43 N 2 1] B 2 iE B (basal septum, BS) =[]
B 1 (8] B (middle septum, MS) 5 R J& H. ™ 7] 200 %,
i 220> % 3 H 3B (left ventricular outflow tract, LVOT) &
“S™IE, BN SS. 2009 4F, —Ii Framingham A 5%
R FE X I G W E T N AR UE(LL R #R A Framingham
FrdE), BIAE«H WA AE BS Jmy b8 2 i Ll -, i 2
“BS JEJE/MS JEJE =1.3"H“BS J& & =14 mm”, H“JC
WE NI S B ECRIRIE B, AR HE S B o A
SESHIE N E T A H RS G — K )
U AR E ARG —, B AR E PRI+ IR A%
Pearson® Xf I HEAT T B 4%, I A ICRR H: o ] B
JRBOIRIE, BR T SS™, N BFsE A B AL R« 2R E
TE) o> 7 | <2 [ o 6 S B T JRE 170 << e 2 ) o i
B L JRE O S S 1 AR A BRI L B <P ST )
P HEJE (isolated septal hypertrophy, ISH) iR ¥E, % Ver-
decchia % " BB ST, ISH 245 LLE Wl fg o8 1 H BS 5
MS B JE LT 1 A2 0 FAEXT AR MR, 1% #GE T 2 An
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A << I S7 M 35 [ o i 6 0 S T SRR B HE B, (AT A 2
238 51 Z SCEUHE 78 24 v I R SR R SS I R AR R
by BT S R IR IR I B 1) 2 O R TRIE AR SCR A
SS HATHRIT .

2 SSHHEXEE
21 S SSTEBFE AR E N W, Framingham #f
75 g A 3562 N CFHIAFERY 58 2), SS K Hh R 24 2%,
AR =70 & 12 5%, AR =85 % I =ik 18%, H. 4%
Br i 7R SS Kt R 5 S IEA ¢ . — T4 A 700 A
() Baltimore % I fb 9\ 1] F 5t 25 HH T A 1] 45 16 12
Gao %™ ) Framingham #5 E7E 6 N 44 A 1 032 A (FF
BIAEWY 65 %), KB SS Kt R 24 7%.
22 EOLEREEMBNER SSHEIN NS ZMALD
PN BB A G, Jo R B IR . Canepa %1%
(2524 BT 4R, 50%~ 80% 1 SS M 3 1A /& 1L 1,
7E Framingham A 58 ™ 1, 85% (1) SS M & £ A & I
J£. Verdecchia 2" 40 A 496 15 A 253697 14 w5 1L B
H, 21 17% 17-4F ISH, {5 SS 1 @& IfiL 16 B iy & AR
v AN B A

B H YT T 10.8 4, K 3w IR R 0
BS 34 JE i LS 2 EE E PR SS Y R LR R Y
W VAT HEATRED, & BR BS JE 1 T BEIA YT I/, 18/
Wl i W R T A B %Y, Verdecchia 25 1Y B 5 &
I, FEARZIRTT I I B 3 T, ISH 419 24 h A i
JE T 220 B IR R A, R IR R S i ] A F 220
)RR AR E [ 5 A0 = 5 RE LR A Z [h],
F 58I\ Ry ISH S i il F B S 309 SR B, (0 H P R g A
SS ’##, 1M Gaudron 25 "7 ffi 5 1T 110 41 75 IA 785 L%
S H R R R, KB 48 BIAFTE SS %, AT
iz s 56 K 24 h S A R W & 38 1) A e B
I, & R 2 T JC SS &, SS i iy i A R
JETT 3K 93%, H55F T3 86%, H X R E M & 1l kA4 2
Wi (B, T FT 46 HY SS 2 iy L R 302 0 28 F A4 A B 0T A
%, AR E RN R IE R A SS, Wk — 25 Wil i &

PR AR, RS I 5 2 0 5 A PR ) S O M i A R
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I B ST f B 2 TG A O R A M —— R b T
SS 5K K il f5 A6 & 14 A Framingham i 5% 8.7~ , SS 5
O LA 2 B R RO XU AN A7 AR S ST AR S

B T L%, ARG 1 719 B JCAE IR 3 B ko
B 7% (aortic stenosis, AS) £ 3, ISH £ 11 24 22%1%),
Guzzetti 25 "' JI] 88 75 F1.00 I B4 2 4§ (cardiac magnetic
resonance, CMR) & WL 106 5] AS £ & By 42 L=
&, SS K AL 26%. A WFIE AR, 20% 1Y eIk T
IR SR EAFAE SS, OB U A AT BB 5 2.0 3 A S A
e, BRI R Y, B 18% Ky 2 B Takotusbo 45
BAEBHAATE SS, B9\ N AT B2 BS A 7E 2 M 4k
FeZe.odinem & A TAVEEEIE, H SS W S0 %
DY B 22 8, a2, U SS R 5 o
JE LS A A O, LA TR . AHOCIRIZR | I IR
B VLGS IR A R

3 SS WL

31 EZBRUEEIFKMET SSTEHR B Z W BRI
5o RGBT R AE A K. Goor % LB, SS
AW R, HESNKS R e R, N2
EAE T E S sk e gk, 53 BS W LVOT
I SS, Waller™ i 7 4G A 5 th, 52 43— W A5,

— I Baltimore 3% %tk 2 [ F 55 ) FH 8 7 0 4t 2
ah ik 5 % 6] B 9 1 (aortoseptal angle, ASA), & B ASA
SRS B UM O, 2 T FE B Tk S Bl AR I 3 K B kO
WA, T HEST T4 M BS, JE A SS, JFIA SS S0 i
HENERIEZ — . 365 55 W E N R T 3%
7S H 1R B 7 1, 451 T MR 45 38 . Funabashi %524
HE A 5 118 LR JZ 3 3 (computed tomography, CT)
HEA VLI SS 5E SS 4 i HEZE Y, K ASA 541
KTt FE SRS 5 UM G, BT SS B9 LS
eI F B kA A A G
32 ELEMEXBEHINTEME SCBML
SEHUA Z A AR R GETE PRI I, A48 2R -1
Fok R -FEE R G SR & EIRR RS, S
O JUL 20 S R LT 4 T 2 2 B TR 5 0
U A2 A 2875 3 2 BB R R RO 56 O, i
TE RIS R B, A0 28 BE 25 719 B 11 58 B 28905 By 2
AR, EOEREEMME L RAMER T LRETEZL,
DR L B 5 444 ) 77

Lee % 28 ] CMR WL 45 2 i 1 0% 1 76 00 I
A, BB ANEG 22 2 B X R A JE B K 2 2%,
NG T2 10%, NI L= [H) BE A 32 HEFE R EL
FIFL B b 3G, RIH SS, Ui B BS 7E A FEM: = T far
TG 345, SS AT e U EAE LA i 6747 1 2l . 32 kA
R ey T RAEA A A5 R

33 AELEHRTHEMHAELCEENSE ALAOFEEES
B A B ST 3G A O, R A A7 far 24 T {0 JUL 2
ARG ORI i D A B T i O U, e A R B O E
IEL B2 1297 9 o 7 A 7R I SR B AFAE o Olafiranye
42 B0 % B ASA 5 4 JE I TE AR TR TH 5 AR
Balaban %55V 38 4% ASA 75 /NTF 12094 1294 A4
4, WFFE K I ASA 55 IR P SE T AL AR O, $2 4 SS X
YRS I EA R PEH, (H BS R /MS B ESESHE
75 I PR R AR SEVE R 45 RIS . Baltabaeva 2252 1
RS B, R AR AE DL ) B R 32 HLRBE O
B3I L i Brash ¥ i 2.0 FIEJE, B SS, Chen-Tournoux
4t 1331 b Lo 90 41 42 3 1) (tissue Doppler imaging, TDI) 4
REM, SSHE ASHM A LIS HIHEELL, A
i BS JE:AEHEPL s )5 B ey B R dERE S BE R ) & AR T AR
PEPENE R, {HIZ W 57 A RE M B o T BS bb H: At 757 B IR
JEH R

M ol R b B o R EREN I=(E N R
N XERENEE)/ 2X S RER R, WE] &, 0% 5
Ji§ BE N A8 fie K, HL 1) g B B RSP 1 B4 B |
BS J& 750 3 RN B R BE, A0 F ARG
i, BS K VR A0 Y BB Je R, 7R R R sSSP,
A5 00 R 2 48 i ) £ 9E JR Sy ISH, 1 Yalgin 25 /1y
BRSO MR AT RS, BR X REZH, BT i £ S
MU A BV &t s, S AR R Bk S 46 A AR
I F) 9 B P v A ey, A AL, SIS R K A 2 8
&= BSE e LR ENCIE, 215 8 J&, Ak H Al i el
ISH, g B3 20 W) 2 B A 07 1 i1 X B PR A2 0 = I R,
TDI S 7, A= P US40 10 41 200 30 8 e 385, i s 314
eSS 3 AN TH I B AR T 0 B4, 8 A2 D E I REE
Z W, LU UE B SS AF A BEE 5 PR AR AT R L
ISH H B 5, @ B T SS Ml 5 i i 45 22 0 % v
PRI R RV o

4 SSHIZET S £

41 SEtRE EHNK SSHEFEIIRZ S 2009 4F
H B AY Framingham 45 #E ' (1) F 77 78 BS Ja) 3 3
JE£; (2) BS JE & =14 mm; (3) BS J& & /MS J& & =1.3;
(4) 5 B s sh A R BORHR B W Rl 30 A7 SR AR G
WF5E 511 R TS o AW 5 5 58 3%, AR s il T
SS Il K I2 Wk I LA [l (1) %R RS BS J&
J& =14 mm, 11 P EDEAE R RLL LR 2 W 51697 16
B 2023 ) B¢ % AR JE 44 .0 LW (hyoertrophic cardiomyo-
pathy, HCM) [ 52 S 720 Z &7 5K A T 250 7 25 BE
JELRE = 15 mm ol E0 5 DG I PH A & ol 15 2 R
A A RO BE R =13 mm”, 7] WL bR
WEAFTER R TS, NG5 A0 5L AT REXELLIX 43, 1fif Framing-
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ham g 7 X AR I | LR SR S AT R
(2)SS J2 5 I 35 A2 0 2 JIE T g L 400 F 2 1218, (Gl M
F R A AR RSE L R R, O
25 JIEJE ) I Wb o S 25 1R B k00 5 I B L =
11 mm, 11 Framingham A5 ¥ {8 F A9 14 mm X F G R i2
Wik m, S SECREN SS AW A, (3)i
KA B LA LR AR B T H AR e “BS R —
MS S =2 mm” H“H BS JEE/MS JEE =130 %
FRUETE E T BS 5 MS (%] HEJE , Marciniak 25 ¥ 38 42
HHOKE 2 ) B il RAE A SS B kAR bR, HAFEIE N, 5
BS JE E/MS JEBE A H, == (R B il T AR A, 5
TARIET AR E Z2 0 0 B B AR A SR T

{51, 1M Framingham #5 #f X BS J& J& 225K ™ 4%, 1M X
BS 5 MS WX L B E AN o (4) 0 IE 5 2 AH G
ASA g/ SS B E ML 2, {5 Framingham 5 fE A
BRI ASA, %F I, Framingham A5 ¥ 52 78 [F PRI
N HE A, HIE A TE ] Tl RS2 B, =N H T IC & K
PR K2 W SS 2% |

42 SSEHCMMLFLHT Funabashi 22 5% 5
7N, CT TR KB SS A AFTE O JILEF 4 Ak 5 i s B2
Belenkie %5 ™% X} SS M4 #4777 K, £ 5 F AR KRBT
HEZZ AL, Ui SS 5 HCM JF3E [ — 2 g, (H K P &
2o FIC AN ) ) 2F AR AL Z AL, i R 5 %
B FLABKEEDYT B A (R D).

RSB A [A] B - LR B LA ) 45032 W

Elpe]is SIE=E[E(SS)

JEJERLC U (HCM)

TSR BN, AR LR R 2L

IR — B R B

D AR

A ZE (] A SR R B HE ] B AL JEL B3, SR B Lo LI 75 T, A
BOALEATR, HE NS5 T E3hkk M7

B, FAEAZ I

AR SR | AR ARSI

5 iR L A0, 306 T S BRI QIR R TR ]

F IR L UL, 2 A5 B I A . Bl 5, R BOR IR, 2 a]
57605 SR BER L LU > 1.5, IR 5 T Sl ke AR 1E %

SS H WLF# 4, 1l HCM (1) 2% 45 191 41 8 dn 4>
A Canepa %M Jp i & B, ZAE HCM B3 (095
SR DR 2% 30 B AN LR I X6 P A SRR R T i
FHZ W E T anF 7 %8 (D AFFE HCM 50 JIE PR 3E
IG5 5 (2) W BRAH DGR AR s (3) FE7E A el 40 101 iy
[n] 12 3l (systolic anterior motion, SAM) F1 LVOT # JH ;
(4) % [a] b5 JEE B > 15 mm H 720 % J5 BEJE E > 11 mm,
SR 2, IR 32 K2 W HOM, 5 W) 32 HF 2
SS, & AN REM E AT E— 04T CMR., B PR G JULT
kA

Kwon 2“1 ] CMR % B 3 4F w5 1fiL [k 26 (OF- 34 4F
1% 73 %) i) ASA 3 /N T HCM 41 CE 48 46 %),
ASA T BT SS FHCM i1 % 51 10 {E S B 2 7 4
BAEPESAER., 5 HCM AN, BF5R £, BEIEIGTT
Al SS f A 1 BS R U/, B4 HCM B #H
BAA A LR, B iR T AT R — il PR 48 3 ik,
{EXHFRAAMEE BT — 2L 55,

SS BN Ky Je JE R ARASERE O, i WL/ M R
3 PR AR 53 2 R 280 HOM BB AR A TR, B0% 3t
PG 00 B A X HOML B A5 12 eV i B, (HAT BIF 9 SR,
HCM Yy 3 PR PH M 20 5 i ) 43 B AR OGS R =5[] s 78
HCM £ 19 5 R BHE R A A%, 204 8%, Canepa 45 1
TA Ry R ARG X0 5 51 24 SS 5 HCM i B AN K.

B2, fE— S AE R T A SS 5 HCM T H 4k
B, 1R S5 7 A O I T DR S
4.3 3f SSIGERISEAIZEIL #7552 IRITALZ R

JFE 9 () 1 e S AR 2F K6 A, SS ARSI A, B N B i
JC SS WM A Il PRiZ Wi bnfE, 22T SS BAH G R 5
RCAILH, A% SO LG R 2 W2 1 DL #, LIRS %
(DA EIEE RS PG, 3UllE BS 5 MS J&
JE, BS JEEE —MS & =2 mm 5 BS JEE/MS JEE =
1.3 SZHFS I ST R4S 28 1) e i R I T O 75 1
PR Y, (H IR 53 R 4, BS 5 MS JR B 1 22 {5 Al
WAE TS TR . (2) 85 HCM X 43, 5 5E SS J&
KRR L. SS BEZ BN, SUEAELOERN
Tar 8N PG, TN R . AS 25, I HERR HCM L0 IE
PERBE R S M (3) FIY 11 mm<BS JE <15 mm
XMW, — 7L X AT G R R R O IO
JULAE B L3018 b v Y, 55—y i, BRIVl HERG: T B0 it
PR SR 0 o, % % E b RS HOM fE— 4 [X 43 11430
(4) F L  f ASA, ASA< 12003 £512 1 17250 il 4
D7k FEZE O RPN, B = S IR h i 5 E 3k
FEF TSR 1 om AbRT SR SVEEL, B AT
7K P 22 R B 5 G 2R 2 em Ab 2 [R] B S AE
LR, FEIE A (B 1) 23 L R T Sk (A
R | e B ALE YRS AT s 5 IR
SRR — PR

5 AE@BFFARTEN SS AL IhBEFA M s 1%
SS HYAH W 7 £ H A R, Horp i 75 05 i 22,

HHETC M THF5E SS A HORA W B A | Z4E 5

138 BE 1% (two-dimensional speckle tracking imaging,
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2D-STI) Fl1 =48 7 0> 80 E (three-dimensional echocardio-
graphy, 3DE), Ak, ifiL 3 7] i iR (vector flow mapping,
VEM) £ R 1E 76 B P 2%, SCHR [ 8 % 30 5 78 #F 52
SS W ZE L IRe 5 M s Sy 2= i B AW 1. UL B
AR FEEMFTERERANT o

-

B EshkS A E b e A s

51 EHBEEAR WA ZIALZ RO ML 2O
T REFI ML IAL 2 ) 2 1 1 A A, H RUAS A it HT i 4L
ARALHE B AL M BURIZ 3% Wl S H R

& %= Bt 1M 43 %0 (left ventricular ejection fraction,
LVEF) J& i 7 PPAN 0O 04 S e d i I S 8, — 4k
Simpson ¥ J& LVEF % LI & 7 12, 4 0 58
R, FF SS 1 IR LVEF 8 3% 5 T R SS
I AR 2 P74 CMIR 2 TG R PP 0 B 45+ A T R Y
B hRIE Y, Guzzetti %1 PEAT 1 B 5 CMR X LA
FERR, WM TR AR T SS MFE R AL m R,
Simpson % (4 I 42 & P 7T G 1 52 52 W, SS X} LVEF
8 B 1 AN 5

WL S A £ BHOTM 420 = &Ik TR N
ARG W, A A PE SS By Il 8 2, £ SS By Il
JE £ 1 AT SR A 9935 225 A TDI 2 801
3 2 5 T O R & R 22 Y. Okada
S B ASA S TAMRET S R 2 1 04
A5 25 BT 5K I 18] ) 20 57 2 e DA, HL AR 28 2 00Tt
SS B WY AL ZE AT SR I AE B R R BUE A TS

SS J& LVOT 4% fH 1 Jit Al 2 —, Ranasinghe 5“8 4%
4 Valsalva i 55 fliz gl % & 0%, & 3L LVOT # fH A7
TET 5% HY SS (B, oKk E 5 SAM FlZe .0 & W i 2
RE 1 9 A7 OC, (HAZAF 5 (9 B BEL A #E 2 LVOT & ) By
# > 20 mmHg(1 mmHg=0.133 kPa), 1fi Ik 30 mmHg.
[ PN AT 2 2 e 25 WOk a3 vh & B, SS AL A far T
LVOT iE [ Ifil 37 32 & 9 #8 8 T 1 1.8~ 2.8 4%, J& J1Bir
%K 3.1~7.6 1% H.A] ik 30 mmHg, #2718 17 75 B 8 PR A

B, T E SSZH 20 0 1.3~ 1.5 % H1 1.6~ 2.4 fi5 14,
Ui B H B 75 AT BE & PSS H A9 SAM Al LVOT ##
BH, 3 2 0 %t SS 1 et B2 14 A% BHLEL A5 32 W 1 1
5.2 2D-STI 2D-STI /&% F R A8 AR Y — 488 75 3
AR, B8 18 B0 WL 2E BE A8 B, T SE G | A g
JE 1132 B 0 1 AR S8, 7E 4k Y A2 O AR 5 RSB
yjﬁlé[sojo

g A5 LY B g & B, R LR £ SS 5O
SS 21 1) A2 U 25 WA A0 R AR G ) B A TG I 3 2 S, (R
5L B S BS 19 e S9N ) A8 B B, 15687 SS AT
T B R i 22 0 WA DI i, X5 Gaudron'” 95T
45 B %, 1M Separovic Hanzevacki 2557 & B, 5
TEH N, 8 000 S5 A5 W48 0T %) 2 1) 01 D 1] g 2 DA
Oy AR BB LR B ok, £ SS 41 Y N A 85 B HOR f
SS A B K, H A FL I Be O 1m) o A% BEAIG, o0 2R B 1)
AR R, I M IS A ) R R B 1 g AR S 5 A

Okada 27 BF5Y % B0, ASA J& 7200 28 &7 3K 30 B fk
I 15 10 A8 B <7 S [ R, SS 5 280 AT K Th i RS
K. Loncaric 25 & B, 2750 BB 2824 JC W] 1§78
FRBs, A E R AP SS 20, £ SS ZH 1 220 5 45 38 if
AU AR, L MAC &4 1o A% T 1

A 0L, 2D-STI ] 4345 BEPEAN 200 28 0 WL T 2, B
A BHOUEVIAY SS A 720 E U BE R BURFE b, X X8
/N SS Y B tE Yy gz B HACEE oy B, WIFSR
SS 5 5 i 43 PR B B0 ) S I O R AR TR
5.3 3DE 3DE j& i AT 228 6] A B SE AT S o0
YL B R R, BEMERA AL 25 0 SR S T RERY

Loncaric 2“4 [@ i Jf] 3DE #1 2D-STI -4 SS 3%
(7220 b5 D fig, KB BIREAE 420 BB A2 T g
AR A B2 0 s D fig R, {HAE I A SS AR
fF SS 2l 8], 3DE & BG4 19 22 0 s 4% Bl HE 25 25 B0
/NH B HEZS 2RI, 10 4 0 R P

52111 J1 3DE WL SS (9 LVOT JE 25, & WA
BH P 5 AR 4 BELPE SS 2H A9 LVOT Wi 4 A 301 1A BRI 5 /)N
TR, T 4 S S5O B 22 5, ML
B KL ER, JERE B SS 2H LVOT 1R FH 2 1 /0 2 50%,
FETR AT T RE & AR ARE, (A # BRI R RAS T
LVOT AR5 22 0 FRBESE

Zi I, i F 3DE 7E 2 25 BB 5 L A X e, 77
TEM SS BH 22085 5 ThRe i HoA W, (A B AT
LTI
5.4 VFM  Yalcin %5 ¢ $2 51, 24 5 [ bR _E XSS 89
WA e = PR, — 21 Bt g, — 2 i sh )
SR, T VEM 2 3 225 8RBT 7 38 R B AR 11— I
R R, HE Bt i B OF AT TR RO ) Y i I
R, DA R A R 1 7 3 s i Y, A AE R R AR
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(energy loss, EL) 58 Z # 24k, W] 43715 BevPAG O I 55
2% BT H Xt 22 00 IR 727 B A2 2 5 Wi ) AT O i 40
BT IR A H .

DL B B AR JE A £ ) HCM 5SS H A7 25 LAY 1
P Bl 1 SRR AE MY, VEM X HCM 22 0 3 3 1R 1 2 1Y
IR C LRI BFHE I VEM & B0 I8 4 i 4
W FE BT 2 om. 1 om FIHEPR AL ) f R RS ) 14K
YR 3k ek, i AE A R IR R 7L L0 LS (non-obstructive
hypertrophic cardiomyopathy, NOHCM ) 214K X314 . Zhu
2 ST B, ok BR AU 45 ) LVOT I A5 50 J2 3, i
e FEE A B 1 T JEE 740> WL (latent obstructive hypertro-
phic cardiomyopathy, LOHCM) 21 77 1£ £ & /N it , 1
Wl VFM A] 7E 7 BUIR 25 F 4 3L NOHCM 5 LOHCM H
LVOT I 85 J1 54 57

SUBIE S (1095375 BERFSE 4 B, A HCX BR 2H, NOHCM
1 LOHCM £H 1) 5 )i B 4 e 4 199 EL o 7, 1 Ji 45
KB, NOHCM (1) %5 25 W 4 B R T 8 il 5 67, PRl 7o 280
WIZE 0% BL W &, Dk g 2 LG B Wi 1 A2 0 =
BEGY YN 7 B, 1 BetE S A & B, NOHCM 41 (1) 460>
% EL 40 A3 28 7 Mo 42 B 31 JE T B 3 34 1) B0 AR 1k
UL VEM 7] 2 858 5K 43 715 BEPE Al HCM A 220 3 1R
i 5 ET ik The sz .

U HET AL 3] VEM BF5E SS i AH 418, B
MEL ERFFE R LAE H, VEM il 2350, 240, £
BT HCM 1 220 % U) B8 22 I3 3l 71 %%, ] e X WL
WSS 1) 2 10 % 45 717 BT AR I 2 R R B AT W 58 18
PAF A& H RS PR SS A2 0 e M Ly 8 T 24 )
SIS BUR S AR T 1] (K 2) o

F2 EAH S A ER(SS) 2.0 I RE L i i 3h 1 AR5 Il

HFHA SRS/ P S AR AT BRI 1)
WL EFNK S ZE MBI (ASA) J& “IMET sk A WIBE L WL MU A 2RO T SS AR AV AT TR D RE B A

VR (R0 A ) 6 7 i R 367

L LG 2 R T WSS R RURR ML AS

LEE R HGE (LVOT) AgRE 1o 4!

THYERE BB AR (2D-STI) S AT EE ] Wi A Be e o A AR 7>

SS 55T LR B .00 3 BESR I S 2R

SSH] B2 02 FR R B AR R, WL JRBE R M BT T 7- BB SS X 72/ S RE AR

4, RBL R MR e A B

ASAJESE L5 BTSRRI 1 AR Foy sy S i R 32 7

ST EYAE U 4 T A8 WA AT 5 e o 2 e 4!
SSHIEAE O B S HEA 25BN S B HEZs BRGNS SSXE— 4B A IR L AR . AL B IS s S i B
SSHTELVOTH 45 A AT R /N T ARl

=4E# .03 (3DE)

SEE RO SS B 1Y A0 TR HE TR S

L3 [ 2 SR (VEM) BRI R A B R A RS T I SS Y 22U 2 IR 2, AR IR L i
HEAFE(EL) FEEBT YN )1 46
6 B = [2] Yalgin F, Kucukler N, Cingolani O, et al. Evolution of ventricular

SS AT FE XAEE NAM ARG —, Hjth L&
FALPXT SS (Il R AR S AL RLE A 275, A Sl i SC
ik R4 A7 T B PSS B9 H T AR E A A 22 Ak I 42
A, B SS WG RIZWH T i — LR .

SS B UL T &4 5 I AR, (R AFAE T AS. Sk
T-JK M1 Takotusbo ZE A MiF B, A SCIL B 0y A IFoY 3
55 000 AT LVOT AR B AT 56, oAt 5 AL A i
147 B, SS I AR B 4 R B A, SRR A
KAFFEZS 8], A5 BE A I IR 2 22 B G R S 10 i — 25
PREGEA, ¥R . CT 1 CMR % LA AR MEE 4,
SS fy A Ll ELTE A i — 25 Bl T, I RS AR
STt S %

S % ik
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AR FIRD]. hAERIM R 24, 2016, 24(7): 619-627.

hypertrophy and myocardial mechanics in physiological and patho-
logical hypertrophy [J]. J Appl Physiol (1985), 2019, 126(2): 354-362.

[3] Swinne CJ, Shapiro EP, Jamart J, et al. Age-associated changes in left
ventricular outflow tract geometry in normal subjects[J]. Am J
Cardiol, 1996, 78(9): 1070-1073.

[4] Diaz T, Pencina MJ, Benjamin EJ, et al. Prevalence, clinical corre-
lates, and prognosis of discrete upper septal thickening on echo-
cardiography: the Framingham Heart Study[J]. Echocardiography,
2009, 26(3): 247-253.

[5] Pearson AC. The evolution of basal septal hypertrophy: from benign
and age-related normal variant to potentially obstructive and sym-
ptomatic cardiomyopathy [J]. Echocardiography, 2017, 34(7): 1062-
1072.

[6] Goor D, Lillehei CW, Edwards JE. The "sigmoid septum". Variation
in the contour of the left ventricular outt[J]. Am J Roentgenol Radium
Ther Nucl Med, 1969, 107(2): 366-376.

(7] Wide, A, Y, A5 2 AR R JIC BOA 5 AR P 5 i PRARRAE [T].
AR A AR AR, 2015(5): 369-372.

(8] Hhzily. SEmf =i .o B XS S B IR R H A s L E Y 2
TA D], PEBH: rhE EERLR A, 2018.

(9] KA, TTATE, ZEMHAR, 45, MR 38 6] IR 1) P 0 20 1 3R B B L


https://doi.org/10.1016/S0002-9149(96)00542-5
https://doi.org/10.1016/S0002-9149(96)00542-5
https://doi.org/10.1111/j.1540-8175.2008.00806.x
https://doi.org/10.1111/echo.13588
https://doi.org/10.2214/ajr.107.2.366
https://doi.org/10.2214/ajr.107.2.366

g

o LR 2% 2 (P s0)

i

2025 4 8 H % 33 %45 8 ] Chin J Hypertens,

August 2025, Vol. 33 No. 8

* 727 »

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

PRI SCWIHR (1] AR R 25 2%3E, 1996, 17(2): 1-2.

FLAEK, ARMCA, aREE, A IS M 5 I B I BN JE 14 55 1M s A
FE0 2 R B T A LI 3 77 2 AR B 7 A D). h R i
JEZ4ik, 2017, 25(8): 756-761.

Verdecchia P, Porcellati C, Zampi I, et al. Asymmetric left ventricular
remodeling due to isolated septal thickening in patients with systemic
hypertension and normal left ventricular masses[J]. Am J Cardiol,
1994, 73(4): 247-252.

Canepa M, Malti O, David M, et al. Prevalence, clinical correlates,
and functional impact of subaortic ventricular septal bulge (from the
Baltimore Longitudinal Study of Aging)[J]. Am J Cardiol, 2014,
114(5): 796-802.

Gao L, Ma W, Li M, et al. Association between basal septal
hypertrophy and left ventricular geometry in a community popu-
lation[J]. BMC Cardiovasc Disord, 2022, 22(1): 579.

Canepa M, Pozios I, Vianello PF, et al. Distinguishing ventricular
septal bulge versus hypertrophic cardiomyopathy in the elderly[J].
Heart, 2016, 102(14): 1087-1094.

Kimura Y, Sugano I. Morphological changes of interventricular sep-
tum in long-term follow-up cases[J]. Rinsho Byori, 2003, 51(3): 189-
193.

Sakurai S, Ashida T, Takahashi N, et al. Effects of antihypertensive
treatment on the thickening of the basal portion of the interventricular
septum in essential hypertension[J]. J Cardiol, 1998, 31(3): 151-158.
Gaudron PD, Liu D, Scholz F, et al. The septal bulge: an early
echocardiographic sign in hypertensive heart disease[J]. J Am Soc
Hypertens, 2016, 10(1): 70-80.

Tuseth N, Cramariuc D, Rieck AE, et al. Asymmetric septal hyper-
trophy-a marker of hypertension in aortic stenosis (a SEAS sub-
study)[J]. Blood Press, 2010, 19(3): 140-144.

Guzzetti E, Tastet L, Annabi MS, et al. Effect of regional upper septal
hypertrophy on echocardiographic assessment of left ventricular mass
and remodeling in aortic stenosis[J]. J Am Soc Echocardiogr, 2021,
34(1): 62-71.

Melchiorre K, Sutherland GR, Baltabaeva A, et al. Maternal cardiac
dysfunction and remodeling in women with preeclampsia at term[J].
Hypertension, 2011, 57(1): 85-93.

Tsuchihashi K, Ueshima K, Uchida T, et al. Transient left ventricular
apical ballooning without coronary artery stenosis: a novel heart
syndrome mimicking acute myocardial infarction. Angina pectoris-
myocardial infarction investigations in Japan[J]. J Am Coll Cardiol,
2001, 38(1): 11-18.

Waller BF. Hearts of the "oldest old"[J]. Mayo Clin Proc, 1988,
63(6): 625-627.

WAEE, T, PN, 55 O AELSH RID) RE GG U422 ki iR 7.0 3h
B [J]. B4R 244G, 2002, 21(3): 165-167.

Funabashi N, Umazume T, Takaoka H, et al. Sigmoid shaped inter-
ventricular septum exhibit normal myocardial characteristics and has a
relationship with aging, ascending aortic sclerosis and its tilt to left
ventricle[J]. Int J Cardiol, 2013, 168(4): 4484-4488.

Agabiti-Rosei E, Muiesan ML. Hypertensive left ventricular hyper-
trophy: pathophysiological and clinical issues[J]. Blood Press, 2001,
10(5/6): 288-298.

Schlaich MP, Kaye DM, Lambert E, et al. Relation between cardiac
sympathetic activity and hypertensive left ventricular hypertrophy [J].
Circulation, 2003, 108(5): 560-565.

Kawano H, Okada R, Yano K. Histological study on the distribution
of autonomic nerves in the human heart[J]. Heart Vessels, 2003,
18(1): 32-39.

Lee PT, Dweck MR, Prasher S, et al. Left ventricular wall thickness
and the presence of asymmetric hypertrophy in healthy young army
recruits: data from the LARGE heart study[J]. Circ Cardiovasc
Imaging, 2013, 6(2): 262-267.

[29]

[30]

[31]

[32]

[33]

[34]

[35]

[36]

[37]

[38]

[39]

[40]

[41]

[42]

[43]

[44]

[45]

[46]

Ozaki M, Kawashima S, Yamashita T, et al. Overexpression of
endothelial nitric oxide synthase attenuates cardiac hypertrophy in-
duced by chronic isoproterenol infusion[J]. Circ J, 2002, 66(9): 851-
856.

Olafiranye O, Ibrahim M, Kamran H, et al. Narrowed aortoseptal
angle is related to increased central blood pressure and aortic pressure
wave reflection[J]. Cardiorenal Med, 2012, 2(3): 177-183.

Balaban Y, Varim P. Relationship of aortoseptal angle with chronic
hypertension, clinical and laboratory data[J]. Int Heart J, 2022,
63(6): 1099-1106.

Baltabaeva A, Marciniak M, Bijnens B, et al. Regional left ventricular
deformation and geometry analysis provides insights in myocardial
remodelling in mild to moderate hypertension[J]. Eur J Echocardiogr,
2008, 9(4): 501-508.

Chen-Tournoux A, Fifer MA, Picard MH, et al. Use of tissue doppler
to distinguish discrete upper ventricular septal hypertrophy from
obstructive hypertrophic cardiomyopathy[J]. Am J Cardiol, 2008,
101(10): 1498-1503.

Frielingsdorf J, Franke A, Kiihl HP, et al. Evaluation of septal
hypertrophy and systolic function in diseases that cause left ventricular
hypertrophy: a 3-dimensional echocardiography study[J]. J Am Soc
Echocardiogr, 2001, 14(5): 370-377.

Kelshiker MA, Mayet J, Unsworth B, et al. Basal septal hyper-
trophy [J]. Curr Cardiol Rev, 2013, 9(4): 325-330.

0 MUE R P Lo U L RHBE L, v e B 7 f it el PR 3y e
S I A T 2 23 432 oy L B JEE B L 12 W S50 97 48
9 2023" % 520 v [ R AE IS0 U2 T SRy e R 2023 (0],
T EEA 2, 2023, 38(1): 1-33.

Separovic Hanzevacki J, Reskovic Luksic V. Specific deformation
pattern in hypertensive patients with septal bulge and preserved
systolic function[J]. Int J Cardiovasc Imaging, 2022, 38(11): 2323-
2331.

Marciniak M, Gilbert A, Loncaric F, et al. Septal curvature as a robust
and reproducible marker for basal septal hypertrophy[J]. J Hypertens,
2021,39(7): 1421-1428.

Belenkie I, MacDonald RP, Smith ER. Localized septal hypertrophy:
part of the spectrum of hypertrophic cardiomyopathy or an incidental
echocardiographic finding?[J]. Am Heart J, 1988, 115(2): 385-390.
Rhee TM, Ko YK, Kim HK, et al. Machine learning-based discri-
mination of cardiovascular outcomes in patients with hypertrophic
cardiomyopathy[J]. JACC Asia, 2024, 4(5): 375-386.

Kwon DH, Smedira NG, Popovic ZB, et al. Steep left ventricle to
aortic root angle and hypertrophic obstructive cardiomyopathy: study
of a novel association using three-dimensional multimodality imag-
ing[J]. Heart, 2009, 95(21): 1784-1791.

Binder J, Ommen SR, Gersh BJ, et al. Echocardiography-guided
genetic testing in hypertrophic cardiomyopathy: septal morphological
features predict the presence of myofilament mutations [J]. Mayo Clin
Proc, 2006, 81(4): 459-467.

Lang RM, Badano LP, Mor-Avi V, et al. Recommendations for
cardiac chamber quantification by echocardiography in adults: an
update from the American Society of Echocardiography and the
European Association of Cardiovascular Imaging[J]. Eur Heart J
Cardiovasc Imaging, 2015, 16(3): 233-270.

Loncaric F, Nunno L, Mimbrero M, et al. Basal ventricular septal
hypertrophy in systemic hypertension[J]. Am J Cardiol, 2020, 125(9):
1339-1346.

Leiner T, Bogaert J, Friedrich MG, et al. SCMR Position Paper (2020)
on clinical indications for cardiovascular magnetic resonance[J]. J
Cardiovasc Magn Reson, 2020, 22(1): 76.

Nagueh SF, Smiseth OA, Appleton CP, et al. Recommendations for
the evaluation of left ventricular diastolic function by echocardio-
graphy: an update from the American Society of Echocardiography


https://doi.org/10.1016/0002-9149(94)90228-3
https://doi.org/10.1016/j.amjcard.2014.05.068
https://doi.org/10.1186/s12872-022-03004-x
https://doi.org/10.1136/heartjnl-2015-308764
https://doi.org/10.3109/08037051.2010.481816
https://doi.org/10.1016/j.echo.2020.08.022
https://doi.org/10.1161/HYPERTENSIONAHA.110.162321
https://doi.org/10.1016/S0735-1097(01)01316-X
https://doi.org/10.1016/S0025-6196(12)64893-9
https://doi.org/10.1016/j.ijcard.2013.06.129
https://doi.org/10.1080/080370501753400593
https://doi.org/10.1161/01.CIR.0000081775.72651.B6
https://doi.org/10.1007/s003800300005
https://doi.org/10.1161/CIRCIMAGING.112.979294
https://doi.org/10.1161/CIRCIMAGING.112.979294
https://doi.org/10.1253/circj.66.851
https://doi.org/10.1159/000338827
https://doi.org/10.1536/ihj.21-471
https://doi.org/10.1016/j.amjcard.2008.01.027
https://doi.org/10.1067/mje.2001.112674
https://doi.org/10.1067/mje.2001.112674
https://doi.org/10.1007/s10554-022-02662-4
https://doi.org/10.1097/HJH.0000000000002813
https://doi.org/10.1016/0002-8703(88)90486-3
https://doi.org/10.1016/j.jacasi.2023.12.001
https://doi.org/10.1136/hrt.2009.166777
https://doi.org/10.4065/81.4.459
https://doi.org/10.4065/81.4.459
https://doi.org/10.1093/ehjci/jev014
https://doi.org/10.1093/ehjci/jev014
https://doi.org/10.1016/j.amjcard.2020.01.045
https://doi.org/10.1186/s12968-020-00682-4
https://doi.org/10.1186/s12968-020-00682-4

* 728 ¢ AR I R 2 S (P e S0)

T

2025 4F 8 A4 33 %% 8] Chin J Hypertens, August 2025, Vol. 33 No. 8

and the European Association of Cardiovascular Imaging[J]. J Am
Soc Echocardiogr, 2016, 29(4): 277-314.

[47] Okada K, Mikami T, Kaga S, et al. Decreased aorto-septal angle may
contribute to left ventricular diastolic dysfunction in healthy sub-
jects[J]. J Clin Ultrasound, 2014, 42(6): 341-347.

[48] Ranasinghe I, Ayoub C, Cheruvu C, et al. Isolated hypertrophy of the
basal ventricular septum: characteristics of patients with and without
outflow tract obstruction[J]. Int J Cardiol, 2014, 173(3): 487-493.

[49] Yalgin F, Muderrisoglu H, Korkmaz ME, et al. The effect of dobu-
tamine stress on left ventricular outflow tract gradients in hypertensive
patients with basal septal hypertrophy[J]. Angiology, 2004, 55(3) :
295-301.

[50] Wi, MRZEE, Z=WiT, 45, O U R BARE AR O ILET AEAL 14 )37
FHEERELI]. e B A A5 22508, 2023, 32(6): 543-547,

[51] SRESL. —HEBERGBBRHOARTEAN G IF S BR% [ I A 1L 58 5 1Y
A AR SIRE D], FIM IR, 2020.

[52] RZT, TIatE, HRIA, % iLFEAlL*ZQ'JFII*?ﬁﬁ(m&%hmﬁﬁﬁﬂﬁ
A1t S JEE TR A REL Ao LS S8 0 3 i R R A B (0] AR
WAgp2RA, 2021, 30(11): 961-967.

[53] Yalcin F, Garcia MJ. It is time to focus on "segmental remodeling"
with validated biomarkers as "stressed heart morphology" in pre-

J Clin Med, 2022, 11(14): 4180.
[54] Avesani M, Degrelle B, Di Salvo G, et al. Vector flow mapping: a

vention of heart failure [J].

review from theory to practice[J]. Echocardiography, 2021, 38(8) :
1405-1413.

[55] Chen X, Qiu F, Wang W, et al. Vector flow mapping analysis of left
ventricular vortex performance in type 2 diabetic patients with early
chronic kidney disease[J]. BMC Cardiovasc Disord, 2023, 23(1) :
434.

[56] RERUB, WHE =, WA, ML 1] b A5 AR EL A A S 440 LG
B MR 0T LI). B R A 200, 2017, 27(3): 446-
448,453.

[57] Zhu X, Xu L, Zuo L, et al. Quantitative analysis of left ventricular
flow dynamics in latent obstructive hypertrophic cardiomyopathy
using vector flow mapping[J]. Cardiology, 2020, 145(4): 227-235.

(581 X BHHIHF. (1L JA% 1] ek 1 A5 A X A U2 28 L AL 38 e A BEL Y9 00 411
{EAIWFFE [D]. A WAL BERIR, 2021.

[59] JiL, Hu W, Yong Y, et al. Left ventricular energy loss and wall shear
stress assessed by vector flow mapping in patients with hypertrophic
cardiomyopathy [J]. Int J Cardiovasc Imaging, 2018, 34(9) : 1383-
1391.

%5 B HA: 2024-03-08 EEHE: XH

DY YN CHNCHNCHNCNCHCHCHCHCHNCHCYCHCNCHNCHNCNCHNCHCHCYHCHCYNCHCHCNCHNCHCHNCHNCHCHNCHCHCYNCHCYCHCHNCHNCHNCHNCHC)

W

ZHGFRONERGFREEEZES 2~ 18 5 FRIMEMNXF

Niu Z, Ako AA, Geiger SD, Howe CG, Perng W, Singh R, Karagas MR, Elliott AJ, Cassidy-Bushrow A, Camargo CA, Sanderson
K, McEvoy CT, Oken E, Dabelea D, Hartert TV, Carter B, Stroustrup A, Lampland A, O'Connor TG, Gogcu S, Hudak ML,
Shorey-Kendrick LE, Zhao Q, Ni Y, VanWormer J, Ferrara A, Hedderson M, Zhu Y, Alshawabkeh A, Cordero J, Koinis-Mitchell

D, Carnell S, Breton CV, Bastain TM, Farzan SF; ECHO Cohort Consortium. Maternal cardiometabolic risk factors in pregnancy
and offspring blood pressure at age 2 to 18 years. JAMA Netw Open, 2025, 8(5): €259205.

i 0 T = TR TR 28 AR O Il A5 B KL
Bz, EL 5 S0 i A 52 e PRLER o S B o AR SCER T B
ZE 30 A XU RS AR 2~ 18 % il R Y G
N S [R5 Q7 S il o AV 1| N 1) S AN 1052
M. &It WEMS5H: RGBSR S8 T 1994 4F
1A 1 HZE20234FE 3 A 31 H ) ia] < JL 7 fd 5 2REE 0
TR EE, 58T = Fh i WL 22 30 B0 1l A AR
AU PR 28« A T e e 0 OO R s AR 5 3 1
J& % 9% (hypertensive disorders of pregnancy, HDP) ., %
7 DL 3R« RS Ao i A AR XU 81 28 08 ok B BT il
SRS W A . EELE R AR bR T AR L M
1B 1 A IE S B WAL RN T 5K R A9 A A, &b
YN 12 480 X BEF, BESESF- AR (29.926.4) % E
12303 #8351 856 A(7.0%) AWIMHE, 1908 A(15.5%)
AR, 2305 AN (18.7%) MPUBEA %, 6 522 A (52.3%)
FEN, 712 N (5.8%) R HAWFE . 44.4%(5 537 ) 1)
2R DAEAE 1 Al 048 AR AU R 3R, Herp 22 i

JiE f5c o 3 (3 072 1], /5 24.6%) , HYK J& HDP(1 693
], 5 13.6%) Fl 4T % 30 4% PR 9k (805 4, 5 6.5%) . #%
IEWTEIR 22 R G, 5 TCARAT Al R 1 F1CAH L,
FEAEAE O I A5 RURS: DR 22 79 A7 1 R 0 o s
W 45 5 (+4.88 N 43 M5 95%CT 3.97~5.82 4 43 )

FEF 5K R (+1.90 4~ F 53 555 95%CI 1.15~2.64 1~ 'H 43
RO . HDPCHUh sl A I 22 1 HE e /4 Uk S0 PR )
SR BT S AHE . IR e e
K, FEAE PN B B op L HA AR TR . XF 6 015 4 4%
Z =2 WL I A AR A 2 M R, BESEAFAE O L
AR XS P 2 5 TR 2~ 18 & 1l 28 Ak 248 finkH O¢
[ 45 16 73 3 197 8, 0.5(95%CT 0.2~ 0.8) /4F 3 &F 5K . 7
IR, 0.7(95%C10.5~1.0)/4F 1. 2538 WFFTHR, B
IR ZE A 0 A5 AR XURS: PR 2R AT R B T AR 1
I f B

FR(F), HAA(FR)


https://doi.org/10.1016/j.echo.2016.01.011
https://doi.org/10.1016/j.echo.2016.01.011
https://doi.org/10.1002/jcu.22126
https://doi.org/10.1016/j.ijcard.2014.03.078
https://doi.org/10.1177/000331970405500309
https://doi.org/10.3390/jcm11144180
https://doi.org/10.1186/s12872-023-03474-7
https://doi.org/10.1159/000504665
https://doi.org/10.1007/s10554-018-1348-7

	1 SS的定义与术语
	2 SS的相关因素
	2.1 高龄
	2.2 左心室负荷增加的疾病

	3 SS的形成机制
	3.1 老龄化与主动脉改变
	3.2 左心室神经体液活动的节段性
	3.3 左心室负荷增加致左心室重构

	4 SS的诊断与鉴别诊断
	4.1 诊断标准
	4.2 SS与HCM的鉴别诊断
	4.3 对SS临床诊断的建议

	5 不同超声技术评价SS的左心功能和血流动力学
	5.1 常规超声技术
	5.2 2D-STI
	5.3 3DE
	5.4 VFM

	6 展　望
	参考文献

