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AL 5250 LS 5 BB 0 LT 2 15
AR R B 5 22 1] 1 56 Z R 5

XWAE wEFER RFA EImX' AL IWE HKEAR

(AE] B RO BERE LR (CMR) 47 AR 37 A I 48 2RI JE ALC LR CHCMD AU LA ZUREAE 5 J5) 35 £ il 8
e Z KR, FiE: AL 2018 4F 1 H—2019 4F 12 A #E IR GE i O NEH A #1280 HCM B3 23 FI(HCM 4D .
AR IR 19 Bl G 4D . i BF 52 0 S 35 58 i CMR B , B35 780 = Bl L 3 8% . T1 mapping AR K
B WU S BRSNS =5 Bl B CVIAZ BT EE e B A5 22 0 E D T RE S B B AR DL K 16 A
WL B (3 B0 I b 2 A2 =0 WL 43 BE i) 1Y) Native T1 {8 F B O WUHE S 80 i R AE 5 98 8 (SFmax) , Il KfF
55 JBE BT X L 4 B[R] (Time-max) 50 JUE 5 58 BE 19 35 KA (Slope-max) . I LA FZH Al HCM 4 Z R 22 7 .
# HCM 41 (1.0 AL BE (378 B 43 HCM £ 44k 77 BE (Native T12>1288 ms. 150 B Al HCM i £F 4k b 35 Bt (N-
ative T1<C1288 ms,228 BOW AW, L L EX A LMW BEZRHELINEES RN ER., FR . HALET
Xt BEZH , HCM 2 i) %% & Native T1 {Efll Time-max #E 1K, Slope-max Fll SI-max F [ (P <C0. 005) ; 5 X} BB 40 35 BE Fl
HCM HE £ 4k 4k 35 B, HCM 21 4k 1k 35 BE Slope-max. SI-max i 2 FE K, Time-max B @ #4 il (P <C0. 005) ; Ik 4h,
HCM FELF 4475 B b Slope-max 8% B 2H 35 BEFEAR, Time-max 3 X AT BN, H 2 R W E A S itH% 5 X,
£518 :CMR 7 i F R A I HCM B3 1) fU06 26 B A% RO LA 44k . S0 26 B2 7% [6) i 77 78 T HCM &7 4L Fn i
L YA B, XR W T AR DR A L i b 22w G SR T s E &2 .
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Relationship between segmental myocardial fibrosis and coronary
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Abstract Objective: To evaluate and explore the relationship between cardiac tissue characteristic and local
micro-vascular function in hypertrophic cardiomyopathy (HCM) by Cardiovascular magnetic resonance (CMR).
Methods: The 23 HCM patients(HCM group) diagnosed by echocardiography in our hospital from January 2018 to
December 2019 and 19 healthy volunteers(control group) were enrolled. All cases underwent CMR including short
axis cine, T1 mapping imaging and first-pass myocardial perfusion. Cvi42, a third-party image processing soft-
ware, was applied to analyze images. Perfusion parameters were assessed, including maximal signal intensity(SI-
max) , time to maximal signal intensity(Time-max), maximal upslope of myocardial intensity enchantment(Slope-
max), the cardiac function parameters, the Native T1 value of 16 myocardial segments of left ventricular, as well
as of the global myocardium. The 378 segments in HCM group were divided into HCM fibrotic segments(Native
T12=1288ms, N=150) and HCM non-fibrotic segments(Native<(1288ms, N=228). The differences in perfusion
parameters were compared among control group segments, HCM fibrotic segments and HCM non-fibrotic seg-
ments. Results: The global Native T1 and Time-max prolonged, but Slope-max and SI-max decreased in HCM
group when comparing with control group (P <C0.001). Compared with HCM non-fibrotic segments and control
group segments, the Slope-max and SI-max decreased, and Time-max increased in HCM fibrotic segments (P <
0.005). Additionally, the Slope-max and Time-max also showed statistically significant difference between HCM

non-fibrotic segments and control group segments(all P<C0. 001). Conclusion: CMR could facilitate the early eval-
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uation of coronary microvascular dysfunction and fibrosis in HCM.,

Key words hypertrophic cardiomyopathy; coronary microvascular dysfunction; fibrosis; cardiovascular mag-

netic resonance

AE JE 0 L% ( Hypertrophic cardiomyopa-
thy, HCM) J& — 21 8 4 0 {5 P 388 4% 5505 LA W
SR B 20 AR R FRAET . HCM 8258 5 AT 6 31
Ry TCAT AR W R RE AR o HE A B R] 3 B R M O AR
ARINDAE -3 IR EAY ¥ Y AN P o R Y R 4
LA JE DR 22— O B s 8 A0 WL T 4 Ak LA R
LR Y S 0 M S AR HCM Il R 28 1 22 A 4 A9 D
RIS UBOATE 3R 5 5 AT 4k 4k HCM B4
BT B AR RR R, DR IESE S HCM A R TR %
AR,

HCM %38 77 76 O LT i . 4F defb it S5k
HCM DI BESAL O E R EZERE ., B4
F G VUK A 4B MR HCM A B TS /9 7
SEHI 7Y a2 ILER 2 Ak B B2 KSR L N
JIES T A A5 A XE LTI N AT ARk G A
HL4E (Cardiac magnetic resonance, CMR) K H X} (>
WUZH 2R e 3 B8 K TC B T4 S L — ol A R
R R Ty b N T R TP 1 a0 DR O
JULLH S 2 4 LA R B i 5 D B 2 22 A A A B
TR L0 NS AT RE A 2l E . CMR R ELXT
H 7 #E iR 5% b (Late gadolinium enhancement,
LGE)#l T1 mapping £ R &8 0] H F3F 4 HCM 1
DAL, wr & HRr IR IR L &£ . 2R,
T LGE ZER 5 Ak £ A 7 2238 21 % Lo E 5 f90 AL
ZH LUK BRI AT AL RO A 20, 0 HCM 5k 18 P 2 4
TR0 5% BE 2T 4 b A BRI AT fE s Y. T
mapping FEAR AT 50 WU U Native T1 {8 A2
R AR 18] )51 43 B0 %5 L (Extracellular Volume, ECV),
L R A O WLEF 4E R R AR N,
TEVEAR O WLEF 4 AL B, T1 mapping £ AR By #E ) 2
BT LGEM,

HCM 4 £ 5] i A7 78 O WU R B L o0
JUUARLARE B J2 A o JIE G 30 Ik =6 A0 I 7 Tl ok A G
B GO P I 2, > U0 2 2 8 52 450 I, AT S 300
B4 o JUL 20 L A A= ke it a5 4 LA B0 LA 1 4 — R 90
g PR . IE L R SR LR (Positron emission
tomography , PET) J& PFAli 0o WLGUE 248 19 4 b ofe . (0
PR AT v 2 i L PR 5 A A 5 D R A i R
A — 5 0 Jm R . e B9 i 55 F B, CMR
T A VR AR A VEAL O WURLAE 24 B, o P R
& F PET. ifi Hxt & s m/h

{HJE HCM 40 LT 2 £k F0 08 BF R 55 22 [i)
JEAFAE — 28 I OCHE KE AL b By AH OGP B A i ok
HEW . AP CMR T1 mapping 1 H i
HHE 78 A% Sk BEAE HCM B 3& 19 O JILET 4 4k A i

TG A T RE , I3l o 2K 5 5395 By B IR R HCM
AN TFEVFFAEC LR 25 Ry BRI A8 P BE Z R B DG &R
1 H&RMFTE

1.1 X%

AU T 2018 4F 1 H-—2019 4F 12 A 3k
BT i A KA B A B M A LN R BE B L O 58
O UE B 75 R A A CMR 6 A5 )5 #9128 HCM Y
23 B B B I R BERE P 55 17 9, 2 5 i, P 2y
(53D %, ABEFRHE: OO A L 3 BIR 220
EEP KRR W A EREEEE =15 mm; Q.0 #7578 A2
DEEFRAWIEE =13 mm, HEEHA HCM %
B

HEBR b 1 - OAE A v] B85 200 UG B B 15 A
27 AL 1O PR B A R SR, A e i R A
ZE LR O WLTE R A AR ™ S8 O U A JE O B0
G5 QD IER 88 RS SRS AiBE I B H A A AR
KIARBESE L CMR £ # s O A7 & 90 A brifiE, To ik
W B GRS 2 0 B, R B A B AR T 5
B CMR A 28 /9 19 1 R A8 9 0 b T o I 787 5 5 1Y
fat R IR AR % B, b 55 9 4], % 10 B, 7
Bus+10) %,

1.2 Jik

A BRI 58 X 5 1 R O B2 58 L CMIR £
#r, CMR * H Philip Ingenia 3.0 T #%3L¥zH
ASC, 12 308 3 2 T A 4 G 2 B R 50 R 1D 4 A
WECE % TR
12,1 JEHh e 2y 5 is ] B AR S i 3 s 18 )y
5| (steady state free precession, SSFP)J4 . B 4%
178 FUREARAL L 5 MR AL A Sl = F 10 2 A2 4 48
J T8 SR AL B Sl BRSP4 7 0 DR B 2 o, 3 2
PRI PG K 0k 2 A7 28 D s TR AR, B e AR 4 2
JUE B 2 O s IR W A o A A o = J ol LA T A
o A P T s DU P B A 3 A A )2 T RMR . A2
F 0 A A B A T A0 D AR I
H8~102., HI=%.TR 3.8 ms, TE 1.7 ms,
FOV 36 cm X 36 cm, 5 @ FF 256 X 256 , §l % £
55°, 28 8 mm,)Z#E 0 mm,

102,20 JUUHE 2o 0 4T R R P S 2 Tl 3 )y 31
(fast gradient echo sequence, FGRET)fI#i, 7t
IS 0. 2 mmol/kg It % 3.5 mL/s bk 91 #
FLHRELXT Lo AR £L W R ) B, T S S8 e HE A 20 mL
0. 9 AL iR R op 4 I s P A0 E
M ECEL  h R B O R B o I R, A
2% . TR 7.0 ms, TE 1.7 ms,FOV 36 cm X 36
cm, 5 HHR I 256 X 256 , B4 £ 25°, 2% 8 mm, JZ
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[H#E 20 mm,
1.2.3 Native T1 mapping JF 4 W Ak B i
Look-Locker & ¥ % & (Modified Look-Locker In-
version recovery, MOLLD & 3 34 , 43 4% 75 Bl £
SO E MR E PR O REB. HSE
TR 324.96 ms,TE 1.2 ms,FOV3 6 cm X 36 cm,
A 256 X 256, i ¥ f 35 L, )2 8 mm, J=
[E#E 0 mm,
1.3 G R

FH P 44 o A5 P9 B 2 A R A = 0 R A AR R
CVI42(Version 5. 9) 731 R AL K589 CMR F1& .
AHI S H LS R SE O R P S 3R I A2 1T
B R 0 AR R 25 K P LAPEAR T BR
DRI 16 AN BGOREL R B LR B 11
SO ULV TR LT A AL R
1.3.1 OUiRgdEbr N H CVI 841 3D-short
TH e e U 330 [ 143 S0 A 6l )2 T o
P DA N B AR | M 1 2R N S TN
RE. W AT AR O RS 0%
(heart rate, HR) , 72 0> % &F 5K K HH 25 FH (left ven-
tricular end-diastolic volume, LVEDV), Z&.0> Z I
45 K 1 25 1 (left ventricular end-systolic volume,
LVESV) , 4 # i i it (stroke volume, SV), /£ %
B Ifit 43 #0 Cleft ventricular ejection fraction,
LVEF),
1.3.2 Native T1 mapping 4087 CVI42 8 H)
T1 mapping YJRE AT H 38 & 2 m L A0 =K
O PN JIEE IO A BB 56 B, A i 38 T BE s 0500 s 3P
AL E S 16 DO U BRSO E
& NativeT1 {8 (B 1b) F1 % A>.0 U5 B Y Native
T1E A 2b) o 38 2 G2 2 23 4 310 08 1 4 4 1
Native T1 fH ) = +s H(1256.34+32.3) ms. %
] B 5 451, o X6 BECZE (8 9500+ 1 > 1 22 15 21 19 4L
{ELE M B AR, BA BF 58 LA 1288 ms Hy i 5t
6. 782 HCM 4, .0 L35 Bt NativeT1 {6 >1288
ms W 5E S HOM 27 446 775 B, 1 <<1288 ms &

Sk HCM 27 defe 15 Bz

1.3.3 DRSO s CVIA2 B
22 A E T AR A 0 Bl 2 T A0 P R
AR I B S o A AR B A AR S X . B
AL R R A R S 0 UL B B TR S
&, BOONTENHEEESH. B8RS RK
{5 5558 & r X4 W B9 B 8] ( Time to maximal signal
intensity, Time-max), fix K g 5 i & ( Maximal
signal intensity, SI-max) , .0 L5 5 3% BF A9 i K@
& (Maximal upslope of myocardial intensity en-
chantment, Slope-max) M 2% B i) i [6]-15 5 5% J& il
e AT H (E 2¢.2d.2e) . ST-max X 3.0 JLXT
FE A A d5e RV JEE 5 Time-max AR X5 | 3135
e e BE I T 7 L 9 B[R] 5 Slope-max X3 X Eb 7
T AL WL B R BE =35 20T DL Sk PEAS O LAY
TR0 BRI BB L 24 G0 PR U E A2 B R B N . ST
max P %, Time-max £ ,Slope-max i />,

a,b:1 B 1E & A0 IE MRI Z2 % 465 B J 8] BE T1 map-
ping EG K A0 BB F B 5 o0 16 & A0 WLHE V2 B 8] 45
o Bl 2 B Ol 2k B A T 3 B i Time-max,
Slope-max,Sl-max 3 M # B H#EE S ;dse: 1 #l HCM
BF O NE MR 76 2 8 5l (8] Bt T1 mapping 15 % A
R EAE I s HCM B35 1.0 WLHE 7 i) 8] £ 5 o 3
SR
& 1 MRI sl T1 mapping X 8 B # i &

Figure 1 Myocardial T1 mapping and resting perfusion

map in MRI

a: TE 70 3 AL R L, T30 20 11 700 B0 P JBE K0 A0 8 SR AR A AHLA BRHfE 50 L5 16 95 B b 7R T1 mapping
LAl L ARAFA 16 A0 U By Native T1 AR s o~ e TE RO WU i #E i B GAR Atl 2R 45 B9 16 A0 L35 BE Time-max,

Slope-max,SI-max 3 ~# B E S5,

2 1 fIIEE NG RE MRI O ALT B 5 #7

Figure 2 Myocardial Segments in a Normal Humans Heart in MRI
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a: TE 70 Z AL R L, T 2020 81 700 B0 PN I K0 A0 8 SR AR A AHA BRHE f5 .0 L5216 95 B b: 7R T1 mapping

Sl LARAFAY 16 A0 LY B Native T1fE s o~ e 7RSO WUE 1 9 1 R LA B R0 16 A0 U1 B Time-max,

Slope-max.Sl-max 3 ~# BT S5
3 1% HCM B & O JE MRLOGALT R 5 #7

Figure 3 Myocardial segments in a case of HCM in MRI

1.4 Suit2fhbs

FT A B 2 5% ) SPSS 24. 0 48 1 2% #4347
ST, ITERESFASIES AN s Fon. R
FMSZREAR T K6, £ 4 695098 e /7 &
ZFERINH ANOVA ¥R R 2408, 0%
BBV R, LR ¢ K.
2 #£R
2.1 A

23 il HCM B35 M 19 flf G R E S5 TR
TS IR 58 T CMR ¥ #r, 32 1 50 T Ty
WEFEXT G 1 AR S ERLL T REds bR . HCM 41 f1
X HRZH 7 4R 0% M W) HR . LVEF 2§ 5 1 JC 1 3 1k
Z5 (P >0.05), i HCM 4 # # iy LVEDV,
LVESV SV | B & w55 T ft Bl X i 40 (P <<0. 05)

®1 EXEERLYESH

Table 1 Basic information and cardiac function param-

F2 HABEM NativeTl EFBESETSHOLER

Table 2 Comparison of global Native T1 value and per-

fusion parameters TEs
i H XTERZH (19 ) HCM 423 P 1{&
AR Native T1/ms  1256.3+32.3 1320, 6+53.3 0. 001
Slope-max 146.5+94. 2 90.9+41.9 <20. 001
Time-max/s 25.749.3 34.6+13.7 <<0. 001

Sl-max 910.44324.5 1070.3%359.6 <<0.001

eters Tt

T Xf HE 2] HCM 4] P i
(19 ) (23 )

B/ 9(47) 17(7 0.081
iR/ % 48414 5349 0. 306
HR/(K * min™") 78413 70410 0.051
LVEDV /mL 126430 179454 0.001
LVESV/mL 42415 77445 0. 002
SV/mL 83422 102423 0.018
LVEF/% 59412 66+9 0.120

2.2 HCM F£7E 0 WLEF 4 Ak B i 1 24 B A

AT HCM 83 U WILET 4 £k R GRLE 240 0K
DL FATI E T HCM 21 FXE B 410 LAY B AR N-
ative T1 {8 Ml & B .0 WL #E £ 2 % ( Time-max.
Slope-max.,SI-max) Z5 R WL 3% 2. 5 X B2 A L,
HCM 4 13440 Bl Native T1 {H Al Time-max H
B HEK , SI-max 1 Slope-max i & K, H2E %1
BA G2 X P<0.00D),

2.3 HCM 5 BLO JILEF 4k 4k 15 T0005 6 B A 1 56 2
Y F HCM GO U 52 3B X FR P IR R K AR 34 5t
PELF AL, hy it — 2 IR A [V RRAIE O LA TR 10 25 B
iR AE  FRATT LA OE & 41 22 0 % 0 ILEE {K Native T1
7 Y98 + bR M 25 (1288 ms) 1E I il FL 8, ¥
HCM 4 (378 B 45 Br 0> WL NativeT1 fH & T
1288 ms [0 LT Bt & X HCM £F 4 4k 5 B
(150 B, HAv .o LT BE A HCM. HE 25 4 4k 7 B
(228 Bt), F B ZH . HCM £F 4 4k 5 B fl HCM
F 4 Ak BE 3 A4 22 18] A9 200 UL 7 3 5L
(Time-max.Slope-max.SI-max) #4170 ¥ L3, 45
WL 3, A T X B4 A HCM i 27 4 £k 35
B L HCM 21484635 B Y Slope-max 1 SI-max i 3
A, Time-max B & 34 i (35 P <C0.001), Tfif
HCM JE &4 4k 75 By p Slope-max % %F I8 2H F# 1% ,
Time-max WX AN, HEZ R AEGITFE
(H) P<<0.001D) , 8RR & B SI-max B9 LA

Gt E L,
3 itig

RIS CMR T1 mapping X & i3 3.0 AL
FEVE AR AR PEAE T HCM B35 1.0 JULER 4 4k Fn
TGRS IR R T HCM R [RJERE O L4 2
Jr BRI 48 T BE = MRl A e &R . R AT AE 9T & B
HCM 2.0 WLEF 2 Ak RN AR 24 s i [m] B O A7, LB
6 B AN ANAEAE T 2 44015 Be , W AE 7 TR 4 4
9 B,
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Table 3 Comparison of perfusion parameters among control segments, HCM non-fibrotic segments and HCM fibrotic seg-

ments TEs
i XFIRALH B (304 B HeM A P
R L7 2 fb 5y Be (228 BO 24 AL B (150 Bo)
Slope-max 146.6494.3 96.8441.17" 87.0+42.1 % <C0. 001
Time-Max/s 25.8+9.3 31.6+13.1 " 36.6+13.8 V¥ <C0. 001
SI-max 1109. 84+481.0 1026. 3+346.7 991.24359.1 ® <0. 001

EXFRRA B L, Y P<C0. 05; SAELF AL Br b # .Y P<<0. 05,

A5 X FR 1O LAC JE K0 JILET 4 Ak & HCM 4%
TEPE B AF, b 2 o HCM i 5 19 & 5 £,
HCM £F 4 1k 19 & i HL I e & 2% . B ai i 98 1A
R E AT BE S TG IR R A 35 DR A DA % A 0 2 BE JEL
SRR GAER L RS BAEXT HCM 5 B
PR AR JEAT AL B M7 JE K B 7E B HCM b A o &R
WL B 45 4 4 X B, B R, I R B 3 R
CMR TCRIPEAL D WLEF 44k . CMR ) LGE # AR 7]
PAIAR 7 Mo B Al HCM 20 LSS A0 P £ 26 A6 A R
AR M B TE H O L £ 4 Al R O A X e A
TR R T IEE O WL B AE CMR & SR S ELXT L
FIAER 3Rk . LGE # AR 5 8 o X b 1 0 WL 27
HeALRR IR G A8 D LB R 5 S R 22 5. 1 CMR
#) T1 mapping FE AR 7R LGE YR FRM:. &2
— PP I BURRE 2 i BOR , AT BT AL LA
AU T1AH . I i e OB BB EW T
A, T1 R, 8 504k O LT 4 b 9 72 B A0S
il . Native T1 {H#8 A 7E AT A Ar R 459 T1
8. B w0 LA 4 4L, B8 0 & B HCM £F
e fbds s B4k LGE HETE IR 1o i £,
BAEMR G FEW 24 50% ) HCM % 78 3 17
CMR # # B 9 A £ B IR 5t A", SCIR IR
S, 7E HCM % LGE BA 9.0 L5 BE, Native
T1 s B % %€ K. k43 i, T1 mapping #%
RAEH LGE B K HCM (1) £F 4 1k 9 2%
52 Wi g5 AR AR St R BT HCM 2
A0 L Native T1 {40 %} B8 41 4E . 32 B HCM &
BRI O g4k, HE 58 ik A Native T1
X HCM B & MR EE & A6 — & 1 %9
=,

5 — 7 T . S BA B A R R HCM Y & A7 4%
FES ot L2 R 25 L L /0 30k A e 6 R | 40 i A
BN Z R E A ] 51 HCM O JILECE 26
BEfg-e)  WFST K B 7E HCM HE a0 IUIE B B
FEERE JE 5 B #1047 76 U8 SR B g . (H )&, HCM
B4 A 20 B 12 5 5 0 LT R A AT — 8 DG BK i B3
DRI IE . WFIE R R A CMR 4E 3R 58 fk £ R 3F
fti HCM W €7 4k 4k, PET ¥4 HCM § 7 ¥ 2 BE
K LGE FHAE.C WL B0 LI 3 2 %8 LGE [

PET B s b L 3% W GO0 PR RS A E HCM D ILEF
YAk it e rp B T EEAE YT . AN K = R B
FEIN R0 LR 8 W10 B B 15 B A B ) 7 4 2 ] 5
RO DIV || Wa= R 3111 LN [ U 1 T A e S
T K T 2 0 43 0 e DA B T AR 0 LT
PE—2B R R R A 4L T HCM O ILEF
YAk o3 A AN g A5, FLAE B R A S5 it AR £ 0 P B
DX A5 B Ak 0 S A — 0[] JB A A 5
TR B HCM SR 44k 1 & e J— 1~ 9% 18 i ik P 1
ab AR 0 WL I 7E £F 4 Ak % R ik R v B0 R A A4
FAEY ARHESE R HCM HE2F 245 46 BE AT 4 4k,
5 B AT A A SO P B A LR £ 4 Ak Y B UE AT
ez MR,

5 2 /0 0 BT O 2O TR FRATT 6 B 5T g
CMR 0> WL 2o ¥ B8 5 AR TEA HCM O LU
WIfE. T1 mapping £ R PEAG O JILEF 4E 1L, th 15 5
FAAEE R BRI HCM 76 O JILZF 4 A6 R A6 24
. ULoh, IRATA A ST 25 Rtk — 2 $2 78 HCM /Y3
L1 2 b1 B A TE RO 20 ) e R A HL B0 B
AR LT ALy B e, X R A FE R 00 L & A
2F YAl 22 B/, AR BEO LAY G R Sh BEE & 52
51 5 FH O A T R0 0 00 UL AR 20 B A T 3501740 o0 JUL 58 1,
Al BEJE AR R O WLEF Ak i RN 2 — . H . HCM
)2 MR T 259 B 2 1A BE iy 770 38 a1 0 LR SR
DL O LB Il 3k 282 fit HCM 35 g 1 0 280 L IR
W R 5 0 RS R 5 A — I W 2 4 38 T 5 5 3 )
FLRED 5K 5l ok ol A ARG s LV 3 . i SCRR iR
12 HCM A9 58 3 W B O IR 2 3% R it — &
M W A 5 85 5 U R P R 25 ) 0 O 4 B0 LI TR
PRI | 22 G 25 I DA i R AT b % i 0 L (HL H T
HH B IE 998 HIF 513X — 3R 25 A2 28 f O WLBLAA B0 19 2l 38
s S N A 7 N s & Y | K B N ORES Ra
I7 02 A ] DUIE 2% O JILET 4 b i R, DL ek 3 HCM
TG S (AR P — T A )

AT I 9 A7 A — 2 SRy PR . O BEAR B85/, HL
S E b BESE s @Q AW SE IF R W T1 mapping £
Akt LS BERY ECV XA Native T1 {848
LF AL OAHE ST HPEAL T # BOIRAS T HCM B3
TG PRI B8 L FE AR TEAE HCM 5 3 75 1 faf I (4 0
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UHETE
Zi B Frigd , CMR £ AR ] T HCM 21 4 fL #l

T A o i 1 SR SBTAG T . %00 LYY BOE U S A

IEH A CHCM R 4415 Be VHCM R 4L Be

) F) B 8 22 5, R BT UG BR R A AR HCM O JULER

eyt B b R 4% T E AR, 6RO WUOE 2R

B H IR T R A AT DUIE 280 ILET 4 A i 8 , A b %2

SR ABRSE 0T A HOM 3475 LA 4 03

5% Tk
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Predictors of left ventricular reverse remodeling in dilated cardiomyopathy
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Abstract Objective: To explore the influential factors of left ventricular reverse remodeling(LVRR) in pa-
tients with primary dilated cardiomyopathy(DCM). Methods: Patients with primary DCM hospitalized for the first
time were enrolled in the Department of Cardiology. Beijing Chaoyang Hospital Affiliated to Capital Medical Uni-
versity during January 2011 to October 2017. Patients with left ventricular ejection fraction(LVEF)<(40% were
enrolled. After following up two years, the patients with LVEF = 40% and more than 10% higher than baseline
at the last review(before the deadline) were divided into LVRR group and NLVRR group. The clinical biochemical
data and cardiac ultrasound results of the patients were analyzed by outpatient interview and telephone follow-up.
Multivariate Logistic analysis was performed to explore the independent predictors of LVRR. Results: A total of
70 patients with DCM were included in the study, including 45 patients with LVRR. The incidence of LVRR was
64%. The value of BMI and LVEF, ACEI / ARB utilization rate of LVRR group were higher than those of
NLVRR group, while the LBBB ratio, the value of HR and NT pro-BNP, course of disease, LVEDD were lower
than those of NLVRR group(P <C0. 05). The independent predictors of LVRR were family history(OR =0. 041,
95%CI: 0.003—0.53, P=0.014), LBBB(OR=0. 123, 95%CI: 0.026—0. 588, P=0.011), LVEDD<(65 mm
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