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[ Abstract] Traditional risk factors can’t completely predict the development of cardiovascular diseases( CVD). New research shows
that there is a previously unrecognized connection between somatic mutation in hematopoietic system and CVD. Inflammatory reaction is one of
the main pathogenesis of CVD. Animal models show that the mutations related to clonal hematopoiesis of indeterminate potential ( CHIP)
amplify the inflammatory reaction,and the level of inflammatory markers in CHIP patients increases, which increases the risk of CVD. With the
second generation sequencing techniques being widely used in clinic,the management of CHIP patients has become a hot spot. Therefore , in-

depth exploration of the mechanism of CHIP-induced CVD has important clinical significance and provides a theoretical basis for finding

effective prevention and treatment measures in the future.
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Diagnosis and Treatment of Carcinoid Syndrome and Carcinoid Heart Disease

LIANG Ting, WANG Hui,PENG Ying
( Department of Cardiology , West China Hospital ,Sichuan University , Chengdu 610041 , Sichuan ,China)

[ Abstract] Carcinoid is rare and easy to be misdiagnosed in clinical practice. Its derived carcinoid syndrome can appear changes in
vasomotor contraction, increased gastrointestinal motility , bronchospasm and carcinoid heart disease. The latter is mainly characterized by
limited opening and closing function of right heart valve ( most commonly tricuspid valve ). Multimodal cardiovascular imaging plays an
important role in the diagnosis and prognosis of carcinoid heart disease. Radionuclide peptide receptor-mediated targeted therapy can
effectively treat carcinoid syndrome by reducing the level of hormone in blood. At the same time, transcatheter right heart valve replacement
has also been tried in a few patients with carcinoid heart disease. This paper reviews the new progress in the diagnosis and treatment of
carcinoid syndrome and carcinoid heart disease, in order to enhance clinicians’ understanding of the disease and provide more optimized
treatment approaches.

[ Key words] Carcinoid ; Carcinoid syndrome ; Carcinoid heart disease
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Pentraxin 3 in Coronary Atherosclerotic Heart Disease

WANG Dingkun, LI Weiping

( Department of Cardiology , Beijing Friendship Hospital ,Capital Medical University , Beijing 100050 , China)

[ Abstract] Pentraxin 3( PTX3) is a new type of acute phase inflammatory response protein,which can be rapidly produced by various

cells in response to inflammatory cytokines and exogenous microorganisms. Through interacting with complement, nuclear factor-kB and P-

selectin, PTX3 regulates the natural immunity caused by virus, bacterial and fungal infection, inhibits the process of cancer and promotes

tissue repair. Recent basic and clinical studies have shown that PTX3 plays an important role in the occurrence and development of

atherosclerosis, plaque stability and thrombosis, and can be used as a predictor of adverse cardiovascular events. This article briefly summarizes

the recent research progress of PTX3 in coronary atherosclerotic heart disease.

[ Key words] Pentraxin 3 ;Coronary atherosclerotic heart disease ; Inflammation
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Circadian Clock Regulating Myocardial Cell Death
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[ Abstract] Circadian clock plays significant roles in regulating cardiovascular physiological function and disease development.

Myocardial cell death is the main pathological mechanism of myocardial ischemia reperfusion injury and an important link leading to

ventricular remodeling and cardiac dysfunction after ischemia. More and more evidence suggests that circadian clock was not only involved in

the process of myocardial cell death but also significantly affects the heart’ s tolerance and sensitivity to drugs. Thus, understanding the role of

circadian clock in cardiac cell death, including apoptosis, necrosis, autophagy, ferroptosis, pyroptosis and so on, may have crucial clinical

significance for optimizing the treatment strategies for cardiovascular diseases.

[ Key words] Circadian clock ;Cell death;Cardiovascular diseases
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Application Value of Different Biomarkers in Venous Thromboembolism

ZHANG Peng' ,LIU Jinbo'* , WANG Hongyu'**
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[ Abstract] Pulmonary thromboembolism and deep vein thrombosis of the lower extremities are collectively referred to as venous

thromboembolism , both have a high incidence worldwide, and pulmonary thromboembolism is also a disease with a high mortality rate. At

present, more and more attention is paid to the role of biomarkers in guiding clinical applications. There is still a lack of systematic

understanding of how to rationally select biomarkers and correctly analyze their clinical application value. The application value of different

biomarkers in venous thromboembolism is reviewed in this paper.

[ Key words] Biomarkers; Venous thromboembolism ; Application value

4 Jok 1M A% ¥4 ZE5E (venous thromboembolism, VTE )
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DVT) Ffifi i fe i ZE4E . DVT hy I 78 R bk A
ANTE R EELE T FC I AR R R o i , LA 3 v 7T 5 |
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ST AR R BAT O 11 i A BEL 258 it 20 ik =0 3R K H 43 52
JFE I , 0 A AT B PE . i I A% ZEAE
DVT 5257 b kg — Fofpg ik o A 70 A (] &8 A2 F1 A [+] B B
RIE A, & IFFR VIE, BERERB, VIE RY4EK
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HEA 5 = A0 0 LB 90 , PE IR e — M 8 R AR = 1Y
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Wr ™ Je Ml sh ki 52 LS s, R R A
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D- TR TE 5 6 4T 4 2K 3 0 L R i I R R
(8, VB R 88 I 2 V5 2 8 BTG b R 0, B ) 2 s
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) B A, LIS e 2 HERR VTE, 41 Wells 3
Gy <2 4y H D-Z R ARHIME, nTHERR DVT 121 Y4
S =2 43 H O D-ZRAKIATE , % 18 DVT 21,

Bl 25 AT R IR 388 0, D-— SRR A N A 5
SAWREZ T E o BTLA, A T BE S AF i 5k D-— 3R 44
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RIREUE AR . BB B B IE AR IR S D- BRI
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6.2% ,P=0.003)"",

2 PEsmAk
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N A 37 B BH 3 A R R g i TR B B T 3 A T Y
MY, © LA BNP GG MRS N A S i 40 K Al
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x5 3, BNP A1 NT-proBNP A i S T 7E (R
PE Jf RAE S A 100 VR 5420 , [P F90 000 (A 25 TLF 5
FE sl 97% ~100% , R, BNP 7K B i AR 4 T
PE & H AL LA I BAE 2 W B 48 A
3 CRNEH

1Ly C [ 8 H ( C-reactive protein, CRP) J&— il
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Coronavirus Disease 2019 and Cardiovascular System Diseases
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( Department of Cardiology , Guizhou Provincial People’ s Hospital , Guiyang 550002 , Guizhou , China)

[ Abstract] Coronavirus Disease 2019( COVID-19) is an acute respiratory infectious disease that has been confirmed to affect multiple

systems of the body,in which the cardiovascular system is the most commonly involved , mainly manifested as arrhythmias, heart failure, acute

myocarditis and myocardial infarction. Patients with cardiovascular diseases have a higher proportion of severe cases and a greater risk of death

after suffering from COVID-19. This article reviews COVID-19 combined cardiovascular diseases and its cardiovascular complications.

[ Key words] Coronavirus disease 2019 ; Severe acute respiratory syndrome coronavirus 2 ; Cardiovascular diseases
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Pulmonary Hypertension-Related Biomarkers
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[ Abstract] Pulmonary hypertension( PH) is a fatal pulmonary vascular disease which pathogenesis has not been fully elucidated. The
onset of the disease is hidden,the cause is complex,and the incidence rate,disability rate and mortality rate are all higher. Most patients have
appeared right ventricular dysfunction or even sudden death when PH was found. Therefore, early diagnosis, early intervention and prognosis
evaluation are of great clinical significance to improve the survival rate, prognosis and precise treatment of PH patients. Biomarkers are non-
invasive objective indicators of PH diagnosis, prognosis assessment and treatment response. This paper reviews the recent research progress of
PH-related biomarkers.
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Advancement of Drug Therapy in Heart Failure with Reduced Ejection Fraction
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( The Second Affiliated Hospital of Chongging Medical University, Chongqing 400010, China)

[ Abstract] Due to the development of percutaneous coronary intervention, drug therapy and pacemaker, many cardiovascular diseases

can be cured and most patients have good prognosis. However,the morbidity and mortality of heart failure is rising gradually. There are some

new drugs for heart failure with reduced ejection fraction, which obviously reduce the mortality of heart failure patients. This review presents

these drugs for heart failure with reduced ejection fraction.
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Heart Failure with Mid-Range Ejection Fraction and Its Subgroups
YU Jing' , WANG Jingping'*

(1. Shanxi Medical University, Taiyuan 030001, Shanxt, China;
Hospital , Taiyuan 030024 , Shanxi , China)

2. Department of Cardiology, Shanxi Cardiovascular

[ Abstract] In 2016, the ESC guidelines for the diagnosis and treatment of acute and chronic heart failure has proposed a new
classification of heart failure, officially naming people with ejection fraction between 40% and 49% as heart failure with mid-range ejection
fraction( HFmrEF) . At present, the evidence-based medicine for this population is relatively insufficient, and there is still uncertainty about
how to better treat and improve the prognosis. In addition, there is heterogeneity among the subgroups of HFmrEF and the use of the ejection
fraction value of a single node to determine the classification has some limits. However, related prospective studies and clinical trials are
relatively inadequate. On the overall basis, more profound exploration and research of each subgroup characteristics could help clinicians to
formulate targeted treatment plans.

[ Key words] Heart failure; Heart failure with mid-range ejection fraction ; Subgroup ; Heterogeneity ; Prognosis
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Application and Progress of Frozen Elephant Trunk Stent
in Acute Type A Aortic Dissection
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(1. School of Medicine ,South China University of Technology , Guangzhou 510006 , Guangdong , China; 2. Department of
Cardiovascular Surgery, Guangdong Cardiovascular Institute, Guangdong Provincial General Hospital, Guangdong
Academy of Medical Sciences, Guangzhou 510080 , Guangdong , China; 3. School of Traditional Chinese Medicine, Jinan
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University , Guangzhou 510515, Guangdong, China; 5. Department of Rehabilitation, Guangdong Provincial General
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[ Abstract] Acute type A aortic dissection is one of the critical illnesses in cardiac surgery,with a very high fatality rate. Surgery is
currently the most effective treatment. Frozen elephant trunk stent implantation is a common type of surgical treatment for aortic dissection in
the world, which has been widely used in clinical practice. The application of frozen elephant trunk stent technology in acute type A aortic
dissection, the remodeling of the descending aorta after surgery, postoperative complications, and the timing of intervention therapy again are
reviewed in this paper.

[ Key words] Acute type A aortic dissection; Frozen elephant trunk ; Clinical application and progress

P A R F G Bk 2 )2 (acute type A aortic T, HFE 2 JINBISET-F N 90% . HILE RO kA IE

dissection , ATAAD ) &AM fE S HAEZ —, R4
Stanford 430K = ) ik Je )2 B kR 43 A BUFN B Y,
Forp A B = B ke J2 W K T sk, o AR i
AR BR T T Bk, n] AT 3 gl ki 2 P RS 11 5
T8 2 drs g 2 S S Bk, 3 R 2R E 3k
AT M B ik 5 B A 1 AT 2 T s bk &
e RIS, A L ] B RGER S k. kA4
FE Bk RIZRERN 0.5 ~2.95/10 T, @ F
ATAAD FUEAFET 3R 5 & , A A7 R W I [R] 2 48 50T B
BE AR B s JL/NEE B ILR NBETS, R & T

BIS1EE . {1/ F, E-mail ; fukui-hanson@ hotmail. com

PO RRRBOMEE T AR T o I BT UESE, 78
SBFFARIBIT B LT , ATAAD JET- %0 5% ~25% ,
RKBEAR T ATAAD JBZSET R,

Kato ZE'* T 1996 4 5 K 2 3 V8 1R 5 i S 24
(frozen elephant trunk , FET) £ K B i I6 YT £ 30 TkAH
PR B BT, AR 2% ATAAD I
AR E T E B AR AE 5 AT A A B I SR,
R W F UGS ATAAD B H T ARIFRL, FET 73
kI)ZF AR EZH B KGR E3h ki
Uit PRI B 1, 5 | 3 LV A IS, L 1) S8 5



DM E AR 2021 42 11 ASE 42 55 11 8] Adv Cardiovase Dis , November 2021 ,Vol. 42 ,No. 11 -+ 999 .

B A 1 AR s T i I A 5 S — R AR B F2 8
Jik , UL/ PR T T AR B L, DA R B Ik 3 s bk e 2
WA R A R | 5 SR Sk E 5 A iR mT Dy
Ref 3= 2 K 1 i A P9 A AN SR TR SR b X8 )
&1, Dohle 25 BFGE 4RI T 20% ~ 40% 4 2 ATAAD
H WISk FET MG Fsh ik it 5, vl gE 5 7
W BIRIT, SFEIET R, [H L Roselli 45 42
RS AR U RN R A B AR YT TR
ke 2 B H W EAE R, (B FET 5] 509 5 Y3 o FE 1)
FHSCHLRITIAS BB, JC 1k B0 A J5 B = sl ik i AR K
INDL AR RIS B FET 4% R 7E ATAAD T
ARHRL T FET A J5 R £ sh ki S8 ARG IR IE LA
KRR T BRI P TS
1 FET 7£ ATAAD F Ak H
1.1 AFEFERESERRMFET #A

FARI A P4 SN T4 B e T 3 S ik % 3=
Bk A MRS B A, TR R 2 25 °C AR IA, 0 il
58 55 B8 S BEFEPENAT RN HE 11, ¥ FET B A RE £ 3k
Ui s FET 5043 3% N T B &, 5 B4y % i
B 5 N LA 4% 5 S i-smW) & o ESIkW)& P51
3 % 3 3 ik — 22 # 8L 3h Bk (left common carotid
artery, LCCA ) — F& F 3 ik — 22 81 B F 3l ik (left
subclavian artery, LSA)—JC44 3/ flik (innominate artery,
TA) T3 M I A S 300 5 T 0 PR 0, DA A R R
P IR R it L 2002 4F Kato 45 4f 3 4 3=
Bk BN FET HAREST 19 5] ATAAD 835, Hrp
A 1BIFET- (RG99 d) AEBEIET- N 5. 3% , IN#BIH:
RIE KRN 5. 3%, 1 4 [ 3 FEAEF 505N
89. 5% Fl1 82.6% , Sun 257X} 291 5] ATAAD %17
FFE B L4 B FET £ K, B3 A e b ) e T
R 3. 08% , il 7 Hh R A 2. 41% , BURE 3l
0.69% , i M I F AR FN 1. 87% , i B IE T-Fhy
3.73% o {BARGEM T A Qi N\ Tl A8 4 R
Wheat TR} Bentall TR %, — i H Xt 7+ 3 3l ik e
JEALHEAT AR IR T TC I R S Sk S B R R, 5
Z AL, T E Sk &4 B FET R X8 # e T
FEFE E SRR ARG FET FLN T 0045 328 B w] -0 W) 45
[ 5, Bl 1k KRR LA N o 3 A8 FET AR H] 47
A8 PRI 3 B DY B0 493 , (] s ok AT 3 2 5 32 2l ok
Fi A2 AR s PN I A £, AT 9 2> Bl ik S ity 3 4% A
B 1, AT AR PR T R SO e T
1.2 FEZHRKRFSEHRM FET A

FARTy = VIR It 32 30 bk oOf AT i 48 8 46, £
B sk s il oy M 5 B =0 3 A5 2T
BT E Bk /NG, BT ER T+ 3 3l bk S 32 8 ik 5 /s

4 FET MARE sk AR A F i 4 F 7+
F Bk F= Bk /N B 3 Sl K s 4], [] I A
KREKTG E = SH S E kS &= AL,
Gorlitzer 25" - 2010 4E4 38 T 14 f4i] ATAAD %4
Z I FE BRI S ESON FET $oR, Horh Je J2 i 1 78
FEBIK 13 1], B E S KA T2 B, ATAAD 1 ],
FARBIN R 100% , A5 TCAET 6 B, I &8 H- & Ak &
AN 14% ARG 25 B FET AR E,
T TR Bl T AR (] B2 45906 20 I 9] 4 e, — o
FREE LRIl T ARG IE TR DL R FF B IE B A%, i &
RGO RAE S, FET HABA A N 2R A
B K B0k 48 52 A i 22 R 3 Sl ik, B 56 R T B ik
e J2 A 5 B 1, 5 S P A M AR AR
1.3 FEZEKEHMS ZE FET AR
131 JhFE3h bk M 323 ik = & e n 5y 38 FET
A

FARIFR: T EFNKE LSA Z[a4345 3 ik = 3
a1 o N | = =N S0 11V o 2 N Y | = 2
TA F1 LCCA 43 3¢, F+ E kil v 5 A T8 3 1 - v
W4, FET B9/N4r S2 R LSA ¥ FET 32 5 A T 1
B A TSR, 5 SN T A i T A~y
SCIMAE S 5 TA il LCCA 17 3-3% W) 4 . Chen 251
fiRiE T 10 5] ATAAD B # 452 T F+ E 3k & F 3k
SEG NSy SR FET F KRBT, FARBIER N
100% , JGAE T 9% il , ToBH 8 A J5 I & 9E, o7 F Rk F
A B IS AR AL L 151 88.89% . 2019 4F Yu %17 4
T 21 ] ATAAD B E 2 1 Bk HL5r 3CR FET (1)
FAR X, A BERIARE CT R AR WSS 22N s,
1M H 3 3l bk 5 BB i B 8 58 A il A, ATk
A ARTI S 5 AR FET 5 AR 4 iy 5151 F b 1
0L AL PR T A T O A U A R TR
(B AT G AR S MG PRI [B) 5106 PR A]
1.3.2 FHESPkE RN =538 FET f5A

FARI A T F B BRAT & AN Tl 4 = 4, PR
B RSk X5 b =4y S  FET (1) =3 3 AN T
Bk A LSA (LCCA I TA,FET g5 BHE R T
I 7 35534 W) 45 FF [ € . Chen %51"™ 738 T 30 4]
ATAAD HE 2T E S Bk E i =4 X% FET i1 A
HIFARIGIT, FAR IR N 100% , TTHET- 1], 1 ]
(3.33% ) R L — b PE 2 R REFRE RS, 5 d 5
WA, Jo s IR TR 3 A A Ja B i A% 4k Ee B
86.67% ., 2012 4F Sun 25" 4738 T 13 fi] ATAAD £
FHHERNFAR TR, ARG CT 4558 5oR fr f 10 2 28
LAY T 2FT I+ HICRe o F 4G, 280 =43 32t
Wili. B4 AN =7/ FET a] fjfb F AR, $2 18 %



- 1000 -

O Mg e de B 2021 4F 11 A5 42 55 11 8] Adv Cardiovasc Dis , November 2021 ,Vol. 42 No. 11

2ok,
1.3.3  FESIIK S ES k= B85 528 FET 48
AR5 B4y MAERA FET I &2

FARKR T ESNIKE LCCA Z 47 A T I &
e VI TA e LCCA, {4 B LSA; A T 1M 4 fu 35 1A A0
LCCA 703, N T4 £ T 5 7+ E 3 kAT vw-4a M) A5
IR /INY SR LSA FET 3Tt 5 N T2 1L 45 26 i 4 7
S-SR G, TA F LCCA 7oAl A 37 2847 st
WA FEIE . Chen 257 4738 26 i) ATAAD 25 |-
O S I HR R X R TR 7 X B R 100%
FEIETH], To ARG I R AE, T PR T AR O, 18
J AR AL L4 H 84. 62% , Zhang 257N LS HE L5
b A e o 2 8l P S A DL A T 22 FR 8, T
BRI AL PR E SRS K b IR A A By S
7 FET,

THEBKE 4> B FET Al A A E T 0 3¢
CUAE T R SRR L 55 B0 LA R R L TG 14728 75 8 #t
B, Horp =43 52 A FET A1 FET i £ R w] v i+
KRB RE MM RE. AR S 258k
5E S B FET BLRM L, Rtk T F AR AR,
5 T FARES B S AFPE RS B, FET 43 SZAH A F| LSA
AL e SR AE AR 8 22 B 1 0 T 47 LSA W) &5, B AR T
ARXERE , T 42 55 T AR B P 28, IF HLAE — e 72 B _E 0k
T I RAE R ARG IE TR, Rl FET A &5 ]
5 A 2 3 P I, e L v I PRy oA A R
[, Zhang 250 4R 5, 15 B FET $ARM e, 4
SR FET AR B A LT (1) A T 8 7
FET 52 22 BT AR $E 15 Cangs il i i A i & mn & 5K
53 3R FET i FAREAE R KL ; (2) 3> F R[],
S SR BN 5 (3) 380 T A T i B A
BT . ATAAD BYFAR 73 i fe et it A4, o
HEFIkSBEMER, RPN A FET i, &
Bk = 39 AR B4 firk S5 4 I A FE A b S I PR Bk 3R 1)
FHEE,

2 FET RIGHMEskES

SEATI S N 2 T S ke J2 1 P9 i T 3 kR
SMNZoE TR A o KA FET HAR 4b B 3= 3h bk
3 J2 il e AL I A P9 A A T AR AR A SR S
W Bk 2 16 52 T 3 B Bk ek 2 e S Bl bk,
530 2 B B W T S KA R B 1T, 51 AR TR
SEAIMME Y o FEME LS BKAE A FET 33, (o FER 1)
HEZR 5 Bk N T 376 i [ 7 W 100 % kit 5 30T vty
WATHRZLR I AT, W 28 R 55 6 35 22 45 1 A
FIERAT . IRTAT, RAY BRI 11 AT BB 22 7E 55 W0 Y
NI ) 2 A B, AT 2 9 194 B A Al 11 17

SECES K HARR YR e Ah, BRI Z 8] Y % i
AR I 1) 457 22 1t 4 T O K BEL AT 3 3l kY OF P
Y1 FET SR o 5 25 T T P 4 ok 46 1
s f By e, 5 | A P I LA 5 B AR 3 Bl ik =5 1)
25 V3 R Ui A 3 3l Dk A BE D 20 o A v AR
Ko =5 2l ko 72 o, 28 Y B J oY I S B k1B
(thoracic endovascular aortic repair, TEVAR) [K fy 4 %€
DI/, AR S AT RE A A2 SCER RS AN | VA i R it 4 D A
TR AGRYT T . 5 TEVAR M, th T FET 15
Ko 3= S ik il o 55 N I G2 i % 5 [T, R IR o T
R AN AT , L PR LG TE R K S BRI A% Ge R 4 S T4
5y S B O RS | SR A

F3Z FET TG 90% 11 18 & A1 1 3 30 Ik i) i s
PR T R, B E FET F 81 36 A9 8 0 25 45 /N
Dohle 2" Hi# T 7 £V F A ke 2 h b L 8l ik FET
FABL(A BY) iAefbib g 92% il s T B (B ) 2
ey B (C BY) th T ok A B i S B A A 5 b
£ ATAAD ARJ5%55 1 4EH FET B 35 (1 E 3 Ik e B AR
fEJE R4 /N, T B BAR Y K IR T B B R B AR
PRI FE SRR AR AR Y R AR v 7 X B, HE H
B EGPREEREY K SR, FET R 1 4211
F ik FET B AR RS R , RitE— 24/, T A Bt
LR Ko FrLA oy THESE a4k FET AR J5 % £ 30
WkrYZASAL , 5 S Pk A o AR B, AR Bk A
Be B Bl C Beny iE M E A0, RS 0O M ) A AR
UL AT 7328 0 R4S FET RS R b Ay R 58 &
T LA A B LA B PR A A R A SRR, (H
FR WA 42% 1) ATAAD JR35 h IEVE 3 B R4 AR
Ao R K o P B 5 I 3 B ik e o ol ) A
R, H,20% ATAAD B35 B 32 8l kot i A7
TR AR
3 FET REHEKIE

HHES RS FET T AR G Y fie 1 2209 0 &
Z—o FET FAREE P SEE i SRR 2. 2% ~
10.9% , AUIGIN T 2 A5 A4 Bl F A FE Ik 1]
HRE WA= AR BE A YT I ) AR J5 I e 4, EL A 1
THREELIET R HETAK, X SRR 4 B &
SN A HP SR P T B0 P N R DL ROR S i it A
PR VEE PSS

EATE NS E S kI ZAMRHA ST PR EAR U2 M T
FAR, RBP4 5 BN FET, AR ¥R Takagi 257 1738 971
[RTFARM meta 438745 5 : AR SME FR B[] 2 207. 1 min,
F Bk SCET e ] 123. 3 min, FEREPEIIAT I 1
IfE] g 49. 3 min ARG EAEE 1L INFE] 2 39. 0 min, FLIH
FETHH 9.2% i%rhhy 4. 8% ,H#EfH ik 3. 5% ,



DM E AR 2021 42 11 ASE 42 55 11 8] Adv Cardiovase Dis , November 2021 ,Vol. 42 ,No. 11

- 1001 -

HR I (=1 48) JBFET- %K 13.0% , FEIRA ATRIT R
9.6% R MARTE B R g 96. 8% . A FME T
ARGAGEFHIFER )45 K, 7T R 5 FIBE T R ARG
I AT R AR AT 5, T A4 S T AR ) 42408 B
AF ], £ i 5008 P B2, A R T sk 2 BB T SR R I ki
AR, BT EIKEZEAS BRESZAENEL,
AR HT PR 5 A I A DL S R RE RN E A R AT
BESY o TR e R T ARG R, MG R 18] &% TR
I V) K, 71 T 5 R PR I S RE L R & R R L O
HERS AP RE . HEAh, e JZ TR b BT 2 25 A TRATG iR A5
TEAFAR S TS bor S8 L et 28 RS0
B, ML/ I 1, 380 T R R I R Y &

BN A AR O, 3RS A M R B
e AR R B RELBTHE A , T A R0GHE A AL 50 B A A
FIFEMm KA PRI [ 7 5 min 2245, SRR 52
T B A R TR B REVE U kO AR S 0T
KA, AL AT E U 7E T AR 3 i v A 5 A B L
T 5 FRHASE PR R 2 5 21 30 °C LA RO Fii v 3 DR 4
TRk B AR, 248 A0 SR T e S (IR TR A 4340, R
U I ZH R AR B AT B 1 1k i AR Wk T AR
o I, 3 A I AE S Bl 4 49 , BRI OR IS SE TS R S I
RIE SRR
4 FET REBXRFM

FE Fattouch f’ff[m IRE  , ATAAD —H & 4=, 7\
B B I B B A T B k. BT R AR
F1 L A2 U1 A% 10 24 g P B R 46 T 2 3l Bk A &% FET
FE AR =30 ik, H TG 12 70 163 oz v il 28 9 PR B, a1 s
AT I HE T , 7T e B S AT T
2o BEFMKFARSME NN AFAREARG 10 415
FETHIEA 81.3% +3.0% . HIRF ARG FE3NIKE
(RGN E A e | o o)) € N L T €
BAERREEZ T HA s s R H [ <125 mm Hg
(1 mm Hg =0.133 3 kPa) ] i) 4 JEJA 7, {E 26 8 i R
AL g 6 25 v 47 0 48 81 3 3 = 30 ik e 284 R PR 0 T TR

FEUCT T3 L IE 2 3 S B AT PR R & 8 hy
P 20 kR B 2, A A R g B 5 K 5 P R 4
AR 30k S 5 g Ae e . R T S s ik o ek
FAR>5.5 em, i HFE KA R ER >6 em, i T
WFARAIE; HA Y B E R 3K EAR >6.5 em i
BEHBRY K >0.75 cm A HWFHRF A, RRM
I RS R L R R Sk AR > 4.5 em R THIR
TSGR G 31% i85 R4, B R ks
AR SHM E Sk EAR AR K 3R, B2 RAK 4

173 FRAERIU FET T-A 5 Uk AR W1 ik 1 4 1)
SR TG R J& 3 2 koA R 32 sh ik i B K R
Ao BIVEE R A R W4 AR A% 2 i 78 125 mm Hg
ZeAn , A Al RE T PR T BUA T 2l F2 S B2, i A
AR S5 A 6 0 I AR R L ERIR
FET RJ5 , WiFAL = B e w47 N AT ARIBIT . —
J I N R G 2 TR XRERR T RT LR AME S K
A 000 S R 245 7 (36 7 L 80 ) A e KRR JE M i
AR, 8 ATk TR TEVAR TR Bl 20 6 45
e Rk VL e T3 Bk 2. 55 Ab, FET i 3 n]
TEVAR F AR B9 4 %€ 4= it AR % K 45 1 i €
Izj)jz[suo} .
5 BE

FET $ARR B A J& , KOSl T E 8 kol )2
SRR TS I A R, 1 T 1 52 i AE B SE T R A
JRE AL R T, 4205 T ATAAD FARIATT I L 42
Peo THESIMKEHEG 25 Bk + FET FART AN
AEAT RO TR R T 2= 3l kA9 B A8 11, 3 e aod T
AAEA FET, B A A6 7 195 B, AL A FET
8w R S Bk 1, BB A 0 5 | R 2 sh ik
v ) (B P IR A, e A S5 E Sl bk FET BEAYIE PR
PP R B PR LGS 5 S AT B M ok G AR A B 5 1k 1
P B8, T A 3 BT KT B sl o = Bor R T
AR ER B RERT 1R S BRS AT 2R #LAh, Tt E 3
BRI A8 e s 55 FET 3 9 ) S-S ) 45 -5 (] 5 ] ok
TSI AN o B A5 AT BUAYT, FET s n)
25 M4 A AR TRt — A~ R A7 Al DX, R IRR
Ja A LT R, I A ot B B E R AR TS
JiHE

& & 3 ik

(1] s, /N, A, 5. F4F Stanford A % F 3 ke 2 MRHATF[T].
g o ML B AR PR 2% 35,2019 ,26 (5 ) :514-518.

[2] Hagan PG, Nienaber CA, Isselbacher EM, et al. The International Registry of
Acute Aortic Dissection (IRAD) :new insights into an old disease[ J]. JAMA,
2000,283(7) :897-903.

[3] Ehdich MP, Ergin MA, McCullough JN, et al. Results of immediate surgical
treatment of all acute type A dissections[ J]. Circulation,2000,102 (19 suppl
3) . M248-TM252.

[4] Trimarchi S,Nienaber CA,Rampoldi Vet al. Contemporary results of surgery in
acute type A aortic dissection:the international registry of acute aortic dissection
experience| J]. J Thorac Cardiovasc Surg,2005,129(1) ;112-122.

[5] Olsson C,FEriksson N,Stihle E, et al. Surgical and long-term mortality in 2634
consecutive patients operated on the proximal thoracic aorta [ J]. Eur J
Cardiothorac Surg,2007,31(6) :963-969.

[6] Kato M, Ohnishi K, Kaneko M, et al. New graft-implanting method for thoracic
aortic aneurysm or dissection with a stented graft[ J]. Circulation, 1996,94 (9
suppl) ; [1188-11193.

[7] Dohle DS, Tsagakis K, Janosi RA, et al. Aortic remodelling in aortic dissection



[8]

(9]

[10]

[11]

[12]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

(21]

1002 -

O IMAE 2R 2 2021 4E 11 A58 42 555 11 3] Adv Cardiovasc Dis , November 2021 , Vol. 42, No. 11

after frozen elephant trunk [ J]. Eur J Cardiothorac Surg,2016,49(1) :111-117.
Roselli EE, Loor G, He J, et al. Distal aortic interventions after repair of
ascending dissection; the argument for a more aggressive approach[ J]. J Thorac
Cardiovasc Surg,2015,149 (2 suppl) :S117-S124.

lafrancesco M, Goebel N, Mascaro J, et al. Aortic diameter remodelling after the
frozen elephant trunk technique in aortic dissection :results from an international
multicentre registry[ J]. Eur J Cardiothorac Surg,2017,52(2) :310-318.

Ren C, Xu S, Lai Y, et al. Open surgery with frozen elephant trunk for the
treatment of proximal stent graft-induced new entry in type B aortic dissection:a
case report[ J]. Ann Vasc Surg,2015,29(6) :1316. e21-24.

Ma WG, Zhu JM,Zheng J et al. Sun’ s procedure for complex aortic arch repair:
total arch replacement using a tetrafurcate graft with stented elephant trunk
implantation[ J ]. Ann Cardiothorac Surg,2013,2(5) :642-648.

Kato M, Kuratani T, Kaneko M, et al. The results of total arch graft implantation
with open stent-graft placement for type A aortic dissection [ J]. J Thorac
Cardiovasc Surg,2002,124(3) :531-540.

Sun L, Qi R,Zhu J,et al. Total arch replacement combined with stented elephant
trunk implantation: a new “standard” therapy for type a dissection involving
repair of the aortic arch? [ J]. Circulation,2011,123(9) :971-978.

Gorlitzer M, Weiss G, Meinhart J, et al. Fate of the false lumen after combined
surgical and endovascular repair treating Stanford type A aortic dissections[ J].
Ann Thorac Surg,2010,89(3) :794-799.

Pacini D, Tsagakis K, Jakob H,et al. The frozen elephant trunk for the treatment
of chronic dissection of the thoracic aorta:a multicenter experience [ J]. Ann
Thorac Surg, 2011,92(5) :1663-1670.

Chen LW ,Dai XF, Yang GF, et al. Open-branched stent graft placement makes
total arch replacement easier for acute type A aortic dissection[ J]. Ann Thorac
Surg,2010,89(5) :1688-1690.

Yu B, Liu Z, Xue C, et al. Total arch repair with open placement of a novel
double-branched stent graft for acute type A aortic dissection: a single-centre
experience with 21 consecutive patients [ J]. Interact Cardiovasc Thorac Surg,
2019,28(2) :262-269.

Chen LW ,Dai XF,Lu L, et al. Extensive primary repair of the thoracic aorta in
acute type A aortic dissection by means of ascending aorta replacement
combined with open placement of triple-branched stent graft: early results[ J].
Circulation,2010,122(14) :1373-1378.

Sun X, Lu S, Yang S, et al. Open triple-branched stent graft placement for the
surgical treatment of acute aortic arch dissection[ J].J Cardiothorac Surg,2012,
7:130.

Chen LW, Wu XJ,Lu L, et al. Total arch repair for acute type A aortic dissection
with 2 modified techniques: open single-branched stent graft placement and
reinforcement of the dissected arch vessel stump with stent graft[ J]. Circulation
2011,123(22) :2536-2541.

Zhang Q,Ma X, Zhang W et al. Surgical repair and reconstruction of aortic arch
in debakey type I aortic dissection :recent advances and single-center experience
in the application of branched stent graft[ J]. J Cardiothorac Surg,2017,12(1) :
86.

EBRWY, FI 50 B MAE I PTEOR IR YT Stanford A 71 E 81 ik 2 BUR T
(). P A AR Rk (TR ,2013,5(4) :251-254.

Schoder M, Czerny M, Cejna M, et al. Endovascular repair of acute type B aortic

dissection : long-term follow-up of true and false lumen diameter changes[J].

[24]

[25]

[26]

[27]

[28]

[29]

[30]

[31]

[34]

[35]

[36]

[37]

[38]

[39]

[40]

Ann Thorac Surg,2007,83(3) :1059-1066.

Rylski B,Hahn N, Beyersdorf F, et al. Fate of the dissected aortic arch after
ascending replacement in type A aortic dissection[ J]. Eur J Cardiothorac Surg,
2017,51(6) :1127-1134.

Mohamied Y, Sherwin SJ, Weinberg PD. Understanding the fluid mechanics
behind transverse wall shear stress[ J].J Biomech,2017,50:102-109.

Czerny M, Roedler S, Fakhimi S, et al. Midterm results of thoracic endovascular
aortic repair in patients with aneurysms involving the descending aorta
originating from chronic type B dissections| J]. Ann Thorac Surg,2010,90(1) :
90-94.

Tus F, Fleissner F, Pichlmaier M, et al. Total aortic arch replacement with the
frozen elephant trunk technique:10 year follow-up single center experience[ J].
Eur J Cardiothorac Surg,2013,44(5) :949-957.

Ishihara H, Uchida N, Yamasaki C, et al. Extensive primary repair of the thoracic
aorta in Stanford type A acute aortic dissection by means of a synthetic vascular
eraft with a self-expandable stent[ J]. J Thorac Cardiovasc Surg,2002,123(6) :
1035-1040.

di Eusanio M, Armaro A, di Marco L, et al. Short- and midterm results after
hybrid treatment of chronic aortic dissection with the frozen elephant trunk
technique[ J]. Eur J Cardiothorac Surg,2011,40(4) :875-880.

Dohle DS, Tsagakis K, Janosi RA, et al. Aortic remodelling in aortic dissection
after frozen elephant trunk[ J]. Eur J Cardiothorac Surg,2016,49(1) :111-117.
Picardo A,Regesta T,Zennis K, et al. Outcomes after surgical treatment for type
A acute aortic dissection in octogenarians:a multicenter study[J]. Ann Thorac
Surg,2009,88(2) :491-497.

Nienaber CA, Clough RE. Management of acute aortic dissection[ J]. Lancet,
2015,385(9970) :800-811.

Takagi H, Umemoto T, ALICE Group. A meta-analysis of total arch replacement
with frozen elephant trunk in acute type A aortic dissection [ J ]. Vasc
Endovascular Surg,2016,50( 1) :33-46.

Girdauskas E, Kuntze T, Borger MA, et al. Acute respiratory dysfunction after
surgery for acute type A aortic dissection[ J]. Eur J Cardiothorac Surg,2010,37
(3) :691-696.

Numata S, Tsutsumi Y, Monta O, et al. Mid-long-term results after aortic arch
repair using a four-branched graft with antegrade selective cerebral perfusion
[J].] Card Surg,2013,28(5) :537-542.

BEVREE VT B, 2. R AT BHRORAE Stanford A B ik )2
FARFBALT]. A B Lo i 3 SMPHI R 22,2018 ,25(11) :962-966.
Fattouch K, Sampognaro R, Navarra E, et al. Long-term results after repair of
type A acute aortic dissection according to false lumen patency[ J]. Ann Thorac
Surg,2009,88(4) :1244-1250.

Kobuch R, Hilker M, Rupprecht L, et al. Late reoperations after repaired acute
type A aortic dissection[ J]. ] Thorac Cardiovasc Surg,2012,144(2) :300-307.
Griepp EB, di Luozzo G, Schray D, et al. The anatomy of the spinal cord
collateral circulation[ J]. Ann Cardiothorac Surg,2012,1(3) :350-357.

Berger T, Kreibich M, Morlock J, et al. True-lumen and false-lumen diameter
changes in the downstream aorta after frozen elephant trunk implantation[ J].

Eur J Cardiothorac Surg,2018,54(2) :375-381.
WA B H:2021-05-03



O P 2021 AF 11 45 42 5

11 8]  Adv Cardiovasc Dis , November 2021 ,Vol. 42 ,No. 11 - 1003 -

SEHEHEENRATER

HEAR HEE

(FMAEAKRFWRES —Ekoad A4, 7k &% E 050000)

(FZE] REBC) 2mM TR, BREH,EA TR, EHF K, RFEARFGXAR, BETRGEALE - LHERAFPH LA,

KT S A B R R AN B R BN RIS, B MR BRI B RV e 2 BT R kR

EIE s RN GE I A&

KLU EM, RFEREECA TR &, L8 AAKREEARE ZLIAMNYEEZ AALFERERYEARRE L%

AnEF mitiTER,
[X#iA] L FERFE REBHA; XN
[ DOL]10. 16806/j. cnki. issn. 1004-3934. 2021. 11. 011

Application Progress of Leadless Pacemaker

JING Weilin, XTE Ruiqin

( Department of Cardiology , The Second Hospital of Hebei Medical University ,Shijiazhuang 050000, Hebei , China )

[ Abstract] Pacemakers have been widely used in clinical practice,with various forms and different advantages. In recent years , the rise

of leadless pacing has broadened the application of pacemaker in some special populations, especially to avoid the related complications caused

by pacemaker bag and pacemaker lead. At the same time ,more and more attention has been paid to the small volume of leadless pacing and

the advantages of percutaneous venous delivery and implantation. Leadless pacemakers have been used in clinic for some time, and their

application status and safety have been paid more and more attention. In this paper,the application progress and safety of leadless pacemakers

are reviewed.

[ Key words] Leadless pacemaker;Pacemaker implantation ; Security
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Prevention of Cardiogenic Stroke by Simple Intervention of Left Atrial Appendage

WANG Ziliang' ,HE Yixiu®, LIN Weili' ,ZHANG Zailei' ,CHU Yinping'
(1. The Fifth Clinical Medical College of Shanxi Medical University , Taiyuan 030001, Shanxi, China; 2. The Affiliated
Hospital of Hangzhou Normal University , Hangzhou 310000, Zhejiang , China)

[ Abstract] Atrial fibrillation is one of the most common arrhythmias in clinic, and thromboembolism caused by atrial fibrillation is
common and harmful. The treatment of atrial fibrillation alone cannot completely avoid the occurrence of thromboembolism, so it is necessary to
treat the formation of thrombus. The traditional prevention of thromboembolism mainly depends on oral antithrombotic drugs, but oral
antithrombotic drugs often have shortcomings such as bleeding risk, medication contraindication and poor patient compliance, which usually
can not fully achieve the expected effect of atrial fibrillation anticoagulation. With the development of anatomical and pathological research, it
has been proved that thrombosis is mainly formed in the left atrial appendage (LAA) of atrial fibrillation patients. Therefore , thrombosis can be
prevented by closing the LAA. Internal medicine percutaneous LAA occlusion is difficult to be popularized because of its equipment related
thrombosis and serious complications. Traditional surgical resection of LAA has low success rate, high risk and many complications, so it can
not be used as the first choice of treatment. LAA clipping has attracted more and more attention in the prevention of thromboembolism in atrial
fibrillation patients for its advantages of minimally invasive, high success rate and less complications. This paper reviews the effectiveness,
safety , durability and controversy of LAA clipping.

[ Key words] Atrial fibrillation ; Thromboembolism; Left atrial appendage clipping; Cardiogenic stroke
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Different Imaging Parameters Based on CCTA in Evaluating
Prognosis of Patients with CAD
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[ Abstract] In recent years, coronary artery computed tomography angiography (CCTA) has become the most commonly used non-
invasive imaging technique in the diagnosis of coronary artery disease ( CAD). By providing detailed information about the composition and
morphology of coronary artery plaques, CCTA can accurately evaluate coronary plaque burden and volume index, and effectively identify the
characteristics of high-risk plaque,thus further improving the risk stratification beyond the assessment of coronary artery stenosis. In addition,
the application of non-invasive computed tomography cardiac functional imaging may further improve the risk assessment of future major
adverse cardiovascular events. This article reviews the research progress of different imaging parameters based on CCTA in evaluating the
prognosis of patients with CAD.
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Noninvasive Imaging Diagnosis of Myocardial Fibrosis
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[ Abstract] Myocardial fibrosis is a common pathological feature of many heart diseases, which is closely related to serious
cardiovascular adverse events and poor prognosis. Although the pathology is considered the gold standard in the diagnosis of myocardial
fibrosis ,myocardial biopsy is an invasive examination, which has great limitations in clinical application. Cardiac imaging technology can
provide noninvasive diagnostic information for myocardial fibrosis, which plays an important role in the diagnosis and management of heart

diseases. This paper will review the advantages and disadvantages,research and application progress of cardiac imaging technology which can

be used for noninvasive diagnosis of myocardial fibrosis.
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Cardiac Magnetic Resonance in Acute Myocardial Infarction Reperfusion Injury

LI Ziwen' ,ZHOU Ying’
(1. Lianyungang Clinical Medical College of Nanjing Medical University, Lianyungang 222000, Jiangsu, China;
2. Department of Radiology ,The First People’ s Hospital of Lianyungang , Lianyungang 222000, Jiangsu , China )

[ Abstract] Acute myocardial infarction ( AMI) is a serious disease that endangers human health. Early and timely interventional
reperfusion therapy can significantly reduce the mortality of patients, but the process of reperfusion of infarct related artery can lead to
ultrastructural and functional changes at the microvascular level, including activation of platelet and inflammatory cells, vasospasm and
destruction of endothelial cells, which is known as myocardial reperfusion injury. Cardiac magnetic resonance, as a powerful non-invasive

imaging tool ,is widely used in the assessment of myocardial cell damage and cardiac motor function after AMI reperfusion. This article mainly

reviews the research progress of cardiac magnetic resonance imaging in AMI reperfusion injury.

[ Key words] Cardiac magnetic resonance; Acute myocardial infarction ; Myocardial reperfusion injury
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Effect of Treatment Time Node on Prognosis of STEMI

DENG Yuan,LI Wei,XIONG Xinlin, DUAN Zonggang

( Guizhou Medical University , Guiyang 550000 , Guizhou , China )

[ Abstract] Acute ST-segment elevation myocardial infarction ( STEMI) has become the leading cause of death in patients with

cardiovascular diseases. The key to the treatment of patients with STEMI is to open the infarct related artery early and save the necrotic

myocardium. Although a large number of clinical and evidence-based medical evidences have proved that primary percutaneous coronary

intervention is the preferred reperfusion strategy, the treatment time may be delayed for some patients due to the limitation of geographical

location , medical conditions of the first hospital and other factors. In the treatment of STEMI patients, time is the heart muscle,and the control

of each time node is particularly important. This article reviews the effects of door-in to door-out,door-to-balloon | first medical contact-to-

balloon and total ischemic time on the prognosis of STEMI patients.

[ Key words] Acute ST-segment elevation myocardial infarction ; Door-in to door-out ; Door-to-balloon ; First medical contact-to-balloon ;

Total ischemic time
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RHAFAEIE R, Hi /ESETE I S b 3 e 0 = e, &

HHOR K8 H AT 212 & B R ik AR T
( percutaneous coronary intervention , PCI) J&¥jf STEMI
SR AT RO PR 1Ry 7 3K (H T B A R
7RIS — BRI, RER s> STEMI 3% B Y02 T
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ROa s [a] 45 5, B2 E e ATT-th 1] (door-in to
door-out, DIDO ) B[], PCI 4212 & Bt A [ ]-3K $£ 9 7K
(door-to-balloon , D2B ) I [|] | 15 YK B 7 % fil- 3k 4 97 K
(first medical contact-to-balloon, FMC2B ) i+ [a] £ &L 5 I
] ( total ischemic time , TIT ) 245 H )R
1 STEMI #i& X 1 BT R B K R
1.1 DIDO K [ERJHE KRR
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IRIEPRE R . EE TS A 998 Bil i,
77 DIDO Af[i] 4 51 min(IQR 35 ~82) , Hf4 14.1%
SR DIDO B (Al I A+ B A7 1 30 min, JIEEK
() — I A S5 S Hh gl A 996 f5i] STEMI £8 4% , 155
37 DIDO H[a] 24 55 min(IQR 35 ~112) , HH1£4520. 1%
{58 A% DIDO H xR, ¥ E A HF5E 7 wig 2126 iy
gEHL pfy DIDO [A] 4 92. 5 min(IQR 67 ~ 143) , H:
A7 2. 1% B 4 DIDO B} ] <30 min, £ [E 3 2%
SRS R R 7 1 2R AL 12 s B
STEMI (35 43 o BHE S 2 BB R AL F 4L, 15 2 1
FORHE i 2 A2 DIDO B [A] 2 45 min (IQR 26 ~83) ,
YR AL H 41 P A DIDO B[] 4 70 min (IQR 33 ~
176) , W2H Z [AliAFRF Ny 37.8% F123.3% , H:T ik
W5, H T2 SE 3T A %12 /3% DIDO B [a] 35 2] H Fr
s —E M55 I1,

Bt 25 [ P9 A H 0 25 DX e P R SR 1 %, B
T 2 R AEAE PCI B Be i BB DL Ak J7 1T, Tkt 12 4
)2 = BE 45 BE IS T) I DR A2 W I 5 12 TR 3R 5 45 2 B 28,
Wo SRT, EAMIFSE A, DIDO B[] 5 TIT & 1F A
2%, DIDO I a] 1 SER 5 8 m WA Be L T2 A K, &
JAA o E 2013 AR R MK SR O L AEAE T 5 1t
SRR S F R E LK B E AL, £
HEFEZ2TFIEPCIER, h T2 HMWHEER, $3
DIDO B [AIFE , T TIT S, L, Ry it — 2R
fk STEMI S I RGA TR RS , AU FT TR PCI = B 1) R
WGP, W nsE X DIDO B A] §y 56 7E , 1 H Al E 56
F DIDO Hif [A] X} 8 T3 14 5 i) 1 oA eI
1.2 D2B HHEIRIHE XA R
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PR o YR EE AN K B3 PCT RN STEMI &
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HPCT R R AF RS AL — TR S
AN 32 W5, ¥ K 299 320 fi] B, 4> A 15
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Mavacamten in Treatment of Hypertrophic Cardiomyopathy
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[ Abstract] Hypertrophic cardiomyopathy(HCM) ,a common hereditary cardiomyopathy,is usually caused by a mutation in a gene that
codes for sarcomere related proteins. The main manifestations were exertional dyspnea, pectoralgia and syncope. HCM has been reported for
more than half a century,but has not made great progress in drug therapy. Until the appearance of the myosin targeted inhibitor mavacamten,

it brings the dawn for patients with different types of HCM ,which is a great progress in the precise treatment of hereditary cardiomyopathy. In

this article, we will summarize the foreign research on mavacamten in the treatment of HCM.

[ Key words] Mavacamten ; Hypertrophic cardiomyopathy ; Myosin ; N-terminal pro-brain natriuretic peptide

AE JE AL .0 L 9R ( hypertrophic  cardiomyopathy ,
HCM) J2 £ 2 il 35 [R] 58 A5 i 35000 7 e 0k S Pk st 1%
5, 20 2 T D AR IS Bl D10 I PR AR Y B 2R
Y. HCM A N 23 WL s A O IR | H 20 R
29y 11500 BLELUESA s 29 ALY 1500
RFNRAZA 5| & HCM 3 S8 R 248 KR 435 T 4w s AL
WHEHMER Eo RGBT 5, BT HLE A B
i A 245 1 3 1 14 22 , 245 W W S A5 i A i, HL 70 -3
6] 254) mavacamten (%] HH B HCM TGS 7 A 1 S8R
fHENRE , FF I T HCM BT IHT4 0.

1 5|%& HCM E3E AU 45 6E /13858 1Y 53 F ML
F1% HCM (56 R 58 A2 A Z2 R, {H DG JIEE Y LBk
HHSEEN C 5K (MYBPC3) FLe IE B-ILEREH

HEEHE R (MYHT) 552 5 W, 5 B HCM 8 3% 1Y)
50% , HZ2 D 5 R ISGUEE 1 75% , T HoAth HCM Sk
DR BT 155 FLAB 249 109% A 56 3[R ¢ 28 o] 3k %
il R AN IR, G HER AR, H AT R A AT R
TET L P o i 7 DL 1 e R 72 Sl 491, i 3 HCML 8257 .0
JULHAC 4 BE g 7 8 5 ) m] REAILARY o

B-WUsKE FHEBEAE Ry o 7 ik, %8 T e i
1Tt e DAy i T e JUL oK 2 10 0 Rl A LR A 1 i
it e JLER 25 1 ) B0 IR 1 I8 20 A S 1S 3RO A I
F W (S1) F—ERAR I 7 (S2) , 145 B MYHT
JIréitth, MYH7 5872 fir ) HCM Hi 55 7 S1 5 82 Z
[ AR LA T 5 R R R R S, Bk AN LA
IR (interacting-heads motif , IHM ) JGiFE 5, AT 5|

EEWE RO E ZE AU RITTH (2018 YFCI311505 ) 5 H 480 L8 B T 250 38 AT H (1206RTSA025) 5 H 48 o 1459 s PR =
SEWFFEHG (HRHE (2018 )20 5) 52020 2290 K% H s B A A BIUFL 195 42 (1zujbky-2020-kb18)
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ERTEW A A AT 5 WL 30 2 1 AH EL AR P B WLBK A Sk
MBI SE o WU RE S B

MYBPC3 7] 3R ik R0 BE BRI LR SR A 45 & 8 H
(cMyBP-C), iZ 11 EZE S 5 U4 68 J1 1 0
cMyBP-C () g B2 i 18] 5 JJLER AR 1 S2 455, TR
Fedma R ] 4 3 cMyBP-C 5 LEREE 5 KX WL3h & H
(AR AR o X MYBPC3 28728 i 8 HCM iy 411
il , FTREA AT LR g R : (1) 2408 M MYBPC3 %€
(> 60% ) a2 W 58 A, | kS Rk s A AR BT i
cMyBP-C 4= 1, 51 & WLER 8 L A/ SR & 1 45 &
fr Bz BT S B 22 S 22 2 1S B 2k
i, THHATAa I RE ; (2) RAEHY cMyBP-C X JJLEREE
S1 (ARSI I8AR , DTS 350R] 2 5 LA W4 1 ST 31
Z LR BE TR 5 (3) P T3 IR 58 A48 T 8 )
RN AR TR AN N TG S R (i RNA A8 EY
ZER-EHWHE RS, BRI A 20 )
A MyBP-C (g3 AT 51 ILER 3 115 1L 8l 2 1
Z ] B R R , T S B0 WL 4 BE 73 5
2 mavacamten BJ{EF#1 ]

JLBK AR 3 70 ik i =R (ATP )y JUL A Wi 4 2 1%
AEE , {H7E HCM B b ATP B35 M B 2 i , BEAIG
JULBREE A ATP B PR et O LY S A IS 4 R 7k o
i I ST LK AR B 00 Ak 2 -HUAE 36 & 3, ST RS ik I
PUBETR 2 B AL IR, o) — > S ) A0 R 2 i —
WEER (ADP) BRE, ADP T s r F RS A ReSh &
ATP, 5| & F — 56 0 77 Ao &1 4 7 AL,
MYKA461 Ji iz MiA: , W) i Bl fir 44 o MYK461 , 1 J5 55 44
A mavacamten , ¥ ¥f mavacamten J&¥7 HCM 1§11 &L
Z5F .

2.1 BIEREK S1 WAL T HIBEERHI &I ATP B iE R
BE O Al ge S5

2016 4 Green Z&" i H mavacamten L3 & 4K
PEJ7 B ATP B35 , 5 K 5 A9 mavacamten i
H ATP i 75 M Bk 29 90% , 3 H. mavacamten %f JGAHL
BERR BRI 20 5 70 1 B DR G, (BN M8 ADP 1)
i BER, mavacamten FEAK 1 JILBREE 1 A 5R45 &
ARSI [B) 5 SVE R ) 22 L, NIRRT L7, O 2L
i1k 70 E B K O LA B ZE L RO LT R AR K
J&. LA HCM /NERCHBFSE X 42, 45T mavacamten &7
Jo A BR3 s 1) 1 e 9 %, I BB 40 TR HCM 2 4F /)N B
O U AE R o AN I, 388 2 %o Ll 2 1A B R 5=
KR HY K- K B, mavacamten i 1] BRSOk R 5L
1) 5 ek, N ks O UL RE A G o
2.2 &0 ADP B9RE58

TEAR AR B0 o 4 3], ADP [ Bkt sz 3] T

mavacamten 41|, ADP {4 B il 2R 98 /b T 2 50% ,
5K {# A} mavacamten [ AR ZS A8 LL, {#1 F] mavacamten
M R B, ADP 25 5 RS T IR E B SLsiE H
(92 SR B AR, X 5 2016 4F Green %51 (g i
LA, b SC T, ADP 5 LER R [ 45 A, A
A5 ATP 454G DL IS N — 5076 36, 1A St 35 1E W
mavacamten A] 3l 359/ ADP [ REC 5|2 7] 2 5 fk2-
HUBRAE P 1 LBR B b, DT 98055 00 UL 4 e
2.3 BRENKREBEANBMERKES

TENLAAS st Yt A vh , LKA 1 A ATP [iTS 1 5
WLEh R 345 4 1 BE ) R I 25 1k, ILER 5 0 ST M
S2 ZE MR RE RTINS I A O LR W BE 1 it
IR RSN 722 R i S A RS — 2 PR R,
mavacamten ]38 1 F5 %2 O L B-LER K 1 A9 8 4 sth bR
515 IS R AR B Sk A 1 B A, AT
SECNL T W s Be ) g, JF B o R B kB
mavacamten A3 F] LR H A9 BIE5AIR ST, X
A AESELERE g THMY™ LA oA stk 25 10 77
TE S HLVLZE Hr 254 1 5i ZUAH SC M 2R W] THM 2 3 Ffr 41
PR A 45 F LA, I mavacamten 78 % %4 H]
i AT R e g THM AR BT s B AR s RS, 51
AN E DA B
2.4 PpEATEERTAHIEMN Ca® gL

HCM {2 25 3 il T ATP [ 384075 19 Ca® " UK
PENO L2 B AN [ L TR AR S Ca® ) LR
PE, TS BAR N AR S A 6 BG o 38 2 {f ] mavacamten
FEAR TS B T RO2Q S ILESEE 1 1T R145G 2875 i
FH) HCM XHRSMILEhEREE (1 ATP B T 1) Ca®* iUk
PE L AH A ) B AR Y LA 25 A Y. ANt X
Wi e g2, — 7 T AT 3 o LER B s sk
ST, o5 — 5 THI i AL 2ok i 55 H T 240 L 22 5842
ki) Ca® S nt '™
3 mavacamten 7£58F HCM s IG KR

R A 750 Bl I 2 1) 70 % 9t B (LVOT) 5 3=
BRIV AR R T B 2545 HCM 43 A 450 B | A5 BEL 4 2
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KAFVE R AT L,
3.1 mavacamten 7£i4 J7 JE48 [ HCM s {98 3=
it

MAVERICK-HCM #5595 42 47 i AR f A A
BELIE HCM R 58 25 T E AR LA HOM AR 25 A [R] 57
Y mavacamten F14ZZ B, 45 W & P mavacamten 2
SRR R R 7R, N2 S i 44 K AT 44 ( N-terminal
pro-brain natriuretic peptide , NT-proBNP ) FL.0> LALES &
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H LK B BEAR, 5 HLAE K 2 806 5 R By AE AR PR
HCM (B i 32 M R 4f . BL 4k, mavacamten 7E 77
4 JAIN 530 NT-proBNP /K7 F [, 697 55 NT-proBNP
FIUESEE 1 17K By S 35 BRI 56, 3271 0 JILBE TR )
YA S LA 3 R U o
3.2 mavacamten 7E£i&fr4EREE HCM F ) 5% i &
7£ PIONEER-HCM ) IT 31t PR 358 v, 8 o
B LVOT & J7 B 22 W5 2% 245 % e R ™ 50 1) 48 BH 1
HCM (& Y al, 45 R B , LVOT i PR S
mavacamten [ 2549 BEAH 3¢ LA L, PG 4L AN [R] 55
1Y) mavacamten U1 A X} 5 B M Valsava sh/E T 1
LVOT F& Sy B 2 s E . IeAh, B i I (E 18 4R
it (peak VO, ,PVO,) Fl NYHA .0 I RE /3 AL 15 3 B ik
g . EXPLORER-HCM J&— I X4 i BRAE AR 1
FERH % HCM [ LVOT £ )& =50 mm Hg (1 mm Hg =
0. 133 3 kPa) il NYHA 11 ~ 2% | (0L E 20t B D
Z L TG R, SE9 Ak B 13 S EISHE 251 4]
B L 1 BEAL ST L A mavacamten 4 (n =
123) R B 4H (n = 128) , i FZ 25 9 (R B 71 3
5 mg)30 JE S HEAT I 8 JE () 24 W gk Il ), L R A
A PVO, $28 =1.5 mL/(kg - min) B 8 £, [ i
NYHA 734t m =1 9% ; 5 PVO, 3% =3.0 mL/(kg-
min) 28 2, i NYHA 732000 Ak ; B 28 i A0 4%
B35 LVOT & J) B 22 W fH 7K F \NYHA 434% (PVO, |
Jits e K L 40 He A R i e S e S 5% 37 00 UL R
H AT o ER (KCCQ-CSS) F1 HCM i IR 3 A5 [7) 45
AR5 (HCMSQ-SoB ) Y5 . 45 R kL5 &t
7 21 A Ho, mavacamten # [¥) PVO, B g 34 i
[ mavacamten 25 vs ZZEF4H : (1.40 3. 10) mL/kg vs
(-0.10 £3.00) ml/kg, P <0.000 1], HA 34% E &
M) NYHA 390l 1 1 9%, iR 3 E 845 5 0 g Aloe
BRI 22 2 £% ( mavacamten ZH vs 225 2H . 37 %
vs 17% ) ,LVOT J& 7 By 22 I&A{8 /K S F % [ mavacamten

2 vs R4 : (47 £40) mm Hg vs (10 £30) mm Hg,
P <0.000 1],KCCQ-CSS K HCMSQ-SoB 1,452 T B
7. 03E (KCCQ-CSS , mavacamten 2 vs Z2EIF4H :13.6 +
14.4 vs 4.2 = 13. 7, P < 0. 000 1; HCMSQ-SoB,
mavacamten 2 vs LRI -2.8 £2.7vs -0.9 +
2.4,P<0.000 1) [ i Xof ot B 3043 £ A7 00
EIER BAR & B, 5 e BRI 41 M L, 4% % mavacamten
TGYT B I AC 0 2 o B 1 B I B K [ mavacamten 24
vs IEHIH: (-17.4 2 12. 1) g/m’ vs (-1.6+7.4) o/
m” |, 1) 2E A - 15.8 ¢/m’ (95% CI —22.6 ~
-9.0,P <0.000 1) ;mavacamten ZH 1) 2.0y .0 L=
B O8I [ 2R 8] 22 5 - 30.0 g(95% CI -43.3 ~
—16.7,P <0.000 1) ] ;87 2 %5 41 ff 4 .0 JUL 5 & 45
¥ (1 —=ECVF) x LV mass)/BSA | £ mavacamten 2 |
Bel (- 14.1 £9.5) g/m’ ] (1F:: ECVF: 4 il S} A& FH 53
B LV mass : 70 % T BSA AR TR | 142 i
AT (-1.0£6.5) g/m* ], 41 i) 22 5 F- 3 {H N
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%1 REFHTRH HCM £ NT-proBNP (R0

i ) . FHiH NT-proBNP FHiJ5 NT-proBNP NT-proBNP
W5 HCM 22! F T _ _ .
S * AP/ (ng-L™") P/ (ng-L™) TR/ %
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EXPLORER- R BEL mavacamten 777.4 163.1 79
HCM ! HCM (350 ~700 ng/mlL)
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Cui 2>/ FEFHPE HCM FARFH 1732.4 816.5 66.7
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Stroke Risk Evaluation and Risk Factors in Patients with Atrial Fibrillation

WEI Yanzhao, TANG Yanhong

( Department of Cardiology , Renmin Hospital of Wuhan University , Cardiovascular Research Institute of Wuhan University ,
Hubei Key Laboratory of Cardiology , Wuhan 430060 , Hubei , China)

[ Abstract] Atrial fibrillation is one of the most prominent risk factor for stroke events. Atrial fibrillation impairs atrial systolic function

which causes blood retention , ultimately resulting in thrombogenesis. The current CHA, DS, -VASc score only describes the stroke risk from the

clinical characteristics,and the clinical situation is often more complex. The overall stroke incidence of patients with low-risk score is still

higher than the recommended anticoagulation threshold, and the factors with the same score have different degrees of impact on stroke. The

evaluation angle of stroke risk in patients with atrial fibrillation can be further optimized ,and the inclusion and weight of risk factors still have

room for discussion. This review focuses on the evaluation of stroke risk in patients with atrial fibrillation.

[ Key words] Atrial fibrillation ; Stroke ; CHA, DS, -VASc ; Stroke risk evaluation ; Stroke risk factor
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A Comparative Study of LAmbre™ Device and Direct Oral Anticoagulants
in Preventing Thromboembolic Events in Patients with Atrial Fibrillation

LI Yahui' ,WANG Xuewen' ,HUANG Congxin'~
(1. Department of Cardiology, Renmin Hospital of Wuhan University, Wuhan 430060, Hubei , China; 2. Cardiovascular
Research Institute , Hubei Key Laboratory of Cardiology, Wuhan 430060, Hubei,China)

[ Abstract] Objective To investigate the safety and efficacy of left atrial appendage closure (LAAC) and direct oral anticoagulants
(DOACs) in the prevention of thromboembolic events in Chinese patients with atrial fibrillation. Methods We selected 48 nonvalvular atrial
fibrillation who received LAAC in the Arrhythmia Department of Renmin Hospital of Wuhan University from July 2018 to December 2020
(LAAC group) . Dual antiplatelet aggregation therapy (aspirin plus clopidogrel ) was used for at least 3 months postoperatively. In the third
month , the dual antiplatelet therapy was changed to single antiplatelet therapy based on transesophageal echocardiography findings. During the
same period,48 patients with nonvalvular atrial fibrillation who received DOACs to prevent thromboembolic events were selected as the control
group( DOACs group) . After discharge, patients were followed at 1,3 and 6 months, the safety and effectiveness were evaluated. Results
Security comparison: the success rate was 100% in the LAAC group. There was 1 case of cardiac tamponade during the perioperative period,
and no complications such as cerebral stroke,death and thrombosis on the occluder surface was observed. During the follow-up period of half a
year,no device related embolism,death or other adverse events occurred in both groups. During the six-month follow-up, there were 5 bleeding
events in the LAAC group and 11 in the DOACs group( P >0.05). After 3 months, there were no bleeding events in the LAAC group, while
5 bleeding events in the DOACs group( P <0.05). Validity comparison; follow-up for half a year, there was no thromboembolic event in the
LAAC group and the DOACs group. Conclusion The LAmbre™ occluder is safe and effective in preventing thromboembolism in patients with
atrial fibrillation and can reduce the incidence of gastrointestinal bleeding after 3 months.

[ Key words] Atrial fibrillation ; Left atrial appendage closure ; Direct oral anticoagulants ; Thromboembolism
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Distribution of Cardiovascular Comorbidities in Thyroid Cancer and Hepatocellular
Carcinoma Patients with Potential Indications for VEGF Inhibitors

WANG Shuai, GAO Ruiyuan,LIU Fei, XIA Yunlong
( Department of Cardiology ,The First Affiliated Hospital of Dalian Medical University , Dalian 116011, Liaoning , China)

[ Abstract] Objective Numerous studies have found that the use of endothelial growth factor( VEGF) inhibitors increases the risk of
secondary cardiovascular disease( CVD) in thyroid cancer( TC) and hepatocellular carcinoma ( HCC) patients. However, the distribution of
CVD comorbidities in cancer patients at baseline before initiation of chemotherapy is rarely reported. The purpose of this study was to
investigate the distribution of CVD comorbidities in TC and HCC patients before the initiation of anticancer therapy. Methods A total of
3 247 newly diagnosed with TC or HCC patients registered from January 1,2015 to December 31,2020 were included. Baseline data, CVD
comorbidities and CVD risk factors were retracted for medical records. Results A total of 3 247 cases of TC and HCC patients were included,
and they carried a high burden of CVD-related comorbidities before application of VEGE inhibitors, mainly hypertension, coronary
atherosclerotic heart disease ( CHD) , atrial fibrillation and heart failure. The highest prevalence was hypertension, and the prevalence of
hypertension in TC patients was slightly lower than HCC patients (23. 2% vs 25. 2% ). However, the prevalence rates of CHD, atrial
fibrillation and heart failure were not significantly different between the two groups. In terms of risk factors associated with CVD, the
prevalence of lipid metabolic disorders was significant (59. 7% ). The other risk factors were smoking (24. 9% ), alcohol consumption
(19.3% ) and diabetes (16. 1% ). In this study, hypertension patients with grade Il and very high CVD risk level account 76. 5% and
85.7% respectively. Cancer patients with hypertension were associated with increased uric acid and creatinine ,and the risk of CHD and atrial
fibrillation was significantly higher( P < 0. 05). Among the TC or HCC patients with hypertension,34. 5% did not reach the target blood
pressure. Conclusion TC and HCC patients were associated with a high risk of CVD before the application of VEGF inhibitors, and
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hypertension was the most common comorbidity. TC and HCC patients with hypertension have a higher risk of co-prevalence of other CVD and

related risk factors comparing with patients without hypertension. However, a considerable number of hypertension patients do not meet the

recommended standard for blood pressure control,and this may limit the use of VEGF inhibitors and the therapeutic effect in the future.

[ Key words] Thyroid cancer;Hepatocellular carcinoma;Cardiovascular disease ; Hypertension ; Vascular endothelial growth factor
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i M 45 B R 0 LB R fE B B 2R S i

e EW OR—A K IHK
(FZWHIERS g WA, k&G &% 710054)

(HE] BH S tmitagmi(UC) EFAAChERB(CVD) M ERRE X, FiE WBESHTEETFHLER 2016 4 2
A—2019 56 A ¥ci&eh 208 4] UC & 6915 Rk i FoAt, 2 T & A CVD Hix 208 4] UC &4 A %45 UC 48(n =133) = UC 45
CVD 48(n =75) , bR AL B F — M T Ao e 7)) R Fo S EE AR ER T L AL SLER KA SR EZZH 954 UC B 5L 4
CVD ¥y ere Bl &, Z5ER 208 48] UC B& K4 CVD 75 #], K A& F 4 36.06% ,UC &% CVD 9K A& 5 il 3[R b Fn 5 M5 dn it
A K (P<0.05);UC &-3f CVD 4 £ £ GE MR EAR LS EAF IR AREAAR N A% A ARaT 4k | % M B B Hib = By AR RIS R
G2 E B D-—F4k(D-D) 44 & G R (FIB) \ a4F-18 24 C R 2% G (hs-CRP) % 3058 B F -o (TNF-a ) F= ] 7 3 & £ 8% ( Hey)
BT UCA(P<0.05), A EH 5B G EENEGILE B E030 55 f 55 ] 5 o B R B 18] Fo 5t fo B A 194K T 3245 UC
41(P<0.05) ;i3 W )2 542 = 586 =65 % (OR=1.689,P =0.013) . ZfaE(OR =1.988,P =0.001) 4 % (OR =1.850,P =
0.009) . & 5% (OR =1.885,P =0.009) FIB(OR =1.782,P =0.019) .D-D(OR =1.624 P =0.007) .hs-CRP(OR =1.542,P =0.029) .
TNF-o( OR =1.654,P =0.007) = Hey(OR =1.644 ,P =0.021) 2 UC ## % 4 CVD #92k 2 A0 A %, ZF EA % &L (P <0.05),
i S H R BRI 5 AS f 5% A& FIB D-D hs-CRP TNF-o \Hey & 7K-FT#ext UC %54 4 CVD A —Z ¥R
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Risk Factors of Cardiovascular Disease in Patients with Ulcerative Colitis

PAN Jin, YUAN Bo,ZHANG Yifan,CHEN Yan, WANG Min
( Department of Vasculocardiology ,Xi’ an Ninth Hospital ,Xi’ an 710054 , Shaanxi ,China)

[ Abstract] Objective To analyze the risk factors of cardiovascular disease ( CVD) in patients with ulcerative colitis ( UC ).
Methods We retrospectively analyzed the clinical records of 208 UC patients admitted to Xi” an Ninth Hospital between February 2016 and
June 2019. According to whether CVD occurred , they were divided into simple UC group(n =133) and UC-CVD group(n =75). The general
data ( gender,age,comorbidities) and laboratory test results were compared between the two groups. The risk factors of CVD in UC patients
were analyzed by multivariate logistic regression. Results ~Among the 208 UC patients, there were 75 cases (36. 06% ) with CVD. The
occurrence of CVD in UC patients was related to age , hypertension, diabetes and hyperlipidemia( P <0.05). The left ventricular end-systolic
volume, left ventricular end-diastolic volume, N-terminal pro-brain natriuretic peptide, total cholesterol, triglycerides, low-density lipoprotein
cholesterol ,D-dimer( D-D) ,fibrinogen ( FIB) , interleukin-1 , high-sensitivity C-reactive protein( hs-CRP) , tumor necrosis factor-a ( TNF-a)
and homocysteine( Hey) in UC-CVD group were higher than those in simple UC group( P <0.05) ,while left ventricular ejection fraction,
high-density lipoprotein cholesterol , activated partial thromboplastin time , prothrombin time and thrombin time were lower than those in simple
UC group(P <0.05). Logistic regression analysis indicated that age not younger than 65 years old(OR =1.689,P =0.013) , hypertension
(OR=1.988,P=0.001) ,diabetes( OR =1.850,P =0.009) , hyperlipidemia( OR =1.885,P =0.009) ,FIB(OR =1.782,P =0.019) ,D-D
(OR=1.624,P =0.007) ,hs-CRP(OR =1.542,P =0.029) ,TNF-a (OR =1.654,P =0.007) and Hey (OR =1.644,P =0. 021 ) were
independent risk factors of CVD in UC patients( P <0.05). Conclusion There may be certain effects of elderly age, hypertension , diabetes,
hyperlipidemia, high levels of FIB,D-D  hs-CRP,TNF-a and Hey on the occurrence of CVD in UC patients.

[ Key words] Ulcerative colitis ; Cardiovascular disease ; Risk factor; Plasma fibrinogen ; Homocysteine
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TG TRFEE I, 5y [ R AR, T E R A AR
WA S PSR, UC B F LD I AR, A
DG T UC {1 PRIA 7 MEFE , Xof £ 25 U 0 oKE 3 il
T AR, O 105 %% ( cardiovascular disease,
CVD) JF L 3h 112 KA A | I 3 2 v AR A
e — 20 U 1B B PR AL, BN UC B8 s 1
JUEFRRE BEAESCERRGE UC & 01 CVD 3 B 35
AR ST UC S CVD RAER G N &
XS RE S B WG RN E. BT, A
WFFE 10 B S A PG 22 1T 26 JU B B 2016 4 2 1 —2019
A6 H Wi ry 208 4] UC FR 3 Bl R I k), & 18
TP UC BE &4 CVD fak &R, il RIG ST 5 %8
AT RE SR BES AR, Bl 1T
1 #ZREFZE
L1 —fgsEs

[l JEPE 53 B A B 2016 4 2 JJ—2019 4 6 F ik
9208 5] UC F8# Ay llm AR 7 90kE, Horb 55 112 4], 22
96 ], % 28 ~49 &, SRR (35.56 +4.81) %,
AW FAC P A [ R, AR (1) &1
6 2014 BRI A AE 7o 1) S5 B7 2 W Fn A8 B ) 07
TEIE AR UC AR 5 20 27 4k 45 T B A F1 s B2
K2 (2) MAEE BUUERE, A R0 15 18 Ak
J1 MONPERS 7, BEIC 75 45 TR Y7 Mk A5 (3) AR
FIRPTGORL e . HEBRARIE : (1) K5 b S8 o PR A
JEE A R GUER A 5 (2) 5 1 H RO
(3) 5 I B E e Bl A% R 5 (4) 18 S Y H a8
5 (5) W BUA BUR A B I B B e P
(6) & I RH LN i 2 AL 55 ™ E O I SR 5 () SO
WL A 25 (8) M) 4552 o i o 35 (9) #e 2
MK CVD Reix 208 {41 UC 373 9 514l UC 4 (n =
133) F1 UC &3 CVD 4 (n=75),
1.2 FHi&
1.2.1 —Jg¥%eR

1B 53 B7 £ A e T, Ge it f8 3 PR ) AR R AR
Ji 45 £ (body mass index, BMI) IR St R s A K
e I W DR i i I A R SR O MR E X
N H AR =10 32,522 1AL, 23 AR A I
FHPIRR S DA AR, D 8k (<40 g/d) ik
5 (40 ~80 g/d) , Kk ( >80 g/d), 43 R K A
AR o R, L omm Hg (1 mm Hg =0. 133 3
kPa) Sy &g — i B7 , DU BT 30 min A% (1R 212 3
WA TP R 2% 45, BB A 5 min Ji5 A8 467 00 5 i 1 ¥
TP I A, I Il R R 2 ~ 3 emo R
47 L BUEF 7K s 23 0] LAY £ {) Korotkoff 2 T & F55 V
BIHAENE, EEME 3 U TR 2 Yl &8 2%

>5 mm, PEEFARE 10 ~ 15 min J5 3 HT &, B3 K
D1 -S4y e 2800 (o
1.2.2  OI)RER A

SBF ARG K H PhilipsSonos 5500 # (1, 2 3% ) 1
PRSI TR P 0 2l TR, D0t 2 = 55 1 534 (eft
ventricular ejection fraction, LVEF) | /¢ & I 45 1] K 25 FH
(left ventricular end-systolic volume , LVESV ) F1 /%8 &7 5K
HIR A FH (1eft ventricular end-diastolic volume , LVEDV) .
1.2.3  SER R bRl E

B ARG R H RS E RN IE i ko
10 mL, 2k ] OLYMPUS AU640 4= [ A= 4k 43 B3R
B OfH [ ®% ( total cholesterol, TC ). H i = g
(triglyceride,, TG ) . D-— 2 {& ( D-Dimer, D-D) | {5 % J&
fig 45 B B [ B ( high-density lipoprotein cholesterol
HDL-C) k%% & I8 25 (1 H [& % ( low-density lipoprotein
cholesterol , LDL-C) %5 i Ifil % | IfiL Ik B2 A1 100 375 JULISF , fifF
FHA AR B CASO - F ShEE i 7 A {UR: I i ¢ £F 24 2
H Ji ( fibrinogen, FIB) | {if 1k &8 43 &E I 75 8§ 0 (7]
(activated partial thromboplastin time , APTT) %E Ifil fiff J72
B [B] ( prothrombin time, PT) F1%¢ [fil f# B+ [&] ( thrombin
time, TT ), >R F % 93 Lo 3k 32 & DU O %5 B3 4 %&=-18
(interleukin-18, IL-18 ) . # 8 C Jz 1 5 H ( high-
sensitivity C-reactive protein , hs-CRP) Fl i858 TR 4 [H 1--
o ( tumor necrosis factor-o, TNF-ov) , 5% FH i 556 5 2 WK fff
PRI I N A i ik B4 0K 44 ( N-terminal pro-brain
natriuretic peptide, NT-proBNP ) Dl J [q] #Y 2 Bt 44 1R
(homocysteine , Hey ) , i 71 £ ¥4 W H 5 50 R 1 A= ¥ B2
SERIFGE T, A R BRI S R T
1.3 ZitZ4E

K SPSS 20. 0 B4t B A% A4 47 3 A, 1 =
GORME e T IEAS PR 56, A4S A X 2 IE AR YE
A7 2255 R ¢ K9tk AT 40 A) oA 25 DA B SRS
T A2 2 PR 250 Mann-Whitney U K55, THECFTRER
Fx® R0 e 4 o) 22 S, B 240 #rHp P < 0. 05 1)
REER AL, RESHFR( <65 % =0,265 %
=1) EIME(E =02 =1) BRH(E=0,2&=1),
EE I (% =0, & = 1) LVESV( <45 mL =0, >45
ml,=1) .LVEDV( <100 mL =0, > 100 ml = 1) . NT-
proBNP( <200 ng/mL =0, >200 ng/mL =1)  LVEF
(<60% =0, >60% =1) . TC( <5 mmol/L =0,
>5 mmol/L=1)  TG( <2 mmol/L =0, >2 mmol/L =
1) .LDL-C( <3 mmol/L =0, >3 mmol/L =1) A HDL-C
(<1.3 mmol/L =0, >1.3 mmol/L=1) PT(<11.6 s
—0,>11.6s=1) APTT(<33 s =0, >33 s =1) .TT
(<16s=0,>16s=1) FIB(<3 g¢/L.=0, >3 g/L =
1) .D-D(<0.35 mgZ/L =0, >0.35 mg/L =1) | IL-1B8
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(<7.5 pg/L=0,>7.5 pg/L=1) .hs-CRP( <10 mg/
L=0,>10 mg/L =1) . TNF-a( <30 pg/ml =0, >30

pg/mL=1) Hey(<1.75 pmol/L =0, >1.75 pmol/L (21.63% ) .

= 1) R A Bl A e 5635 0 e A2 o, 47 Z2 o0 20 [al

F5 T, 2274 2L P <0.05 Fom HA G5 X,

2 HR
2.1 ImFR¥FE

PrAT BBy A, RO R 154 ) R 1L,

®1 UCEERECVD WiBXRRERAFRIN (x =5)

ALV =N

E (P <0.05),

(74.04% ) , J2 15 165 151 (79. 33% ) , i i Mk 1. 177
#1(85.10% ) , L A5 161 5] (77.40% ) , KF4 45 {4

2.2 UC BERE CVD WAXRREREEESH

208 fi] UC B & &£ CVD 75 fil, KA R R
36.06% . UC ff# CVD 1% S54RI Ry i B DR
1 T3 I ML A G, 22 5 LA 43t

WiH gl UC 4 (n=133) UC &3 CVD #(n=75) X/t P
AR/ [(n(% ) ]
<65 % 129(96.99) 54(72.00)
28.327 <0.001
=65 % 4(3.01) 21(28.00)
PR/ [n(% ) ]
70(52.63 42(56.00
7 ( ) ( ) 0.219 0. 640
% 63(47.37) 33(44.00)
BMI/(kg-m ™)
<24 88(66.17) 41(54.67)
2.692 0.101
=24 45(33.83) 34(45.33)
W/ [n(% ) ]
] 56(42.11 32(42.67
i ( ) ( ) 0.006 0.937
7 77(57.89) 43(57.33)
g/ [n(%) ]
] 51(38.35 35(46.67
f ( ) ( ) 1.369 0.242
I 82(61.65) 40(53.33)
EiE/ [n(% ) ]
34(25.56 50(66.67
i ( ) ( ) 33.652 <0.001
¥ 99(74.44) 25(33.33)
BERIA/ [n(% ) ]
19(14.29 29(38.67
a ( ) ( ) 16.059 <0.001
I 114(85.71) 46(61.33)
AR AR/ [ n(% ) ]
20(15.04 24(32.00
a ( ) ( ) 8.273 0.007
¥ 113(84.96) 51(68.00)
I 45 ./ mm Hg 118.33 +15.20 127.68 +14.20 4.361 <0.001
&3k Hi/mm Hg 64.19 £11.76 70.63 £11.59 3.812 <0.001
PR AR/ ( pumol - L) 337.85 +28.59 340.34 +29.31 0.598 0.551
L35 WUEF/ (wmol - 17" ) 81.06 = 15.56 80.10 = 14. 64 0.436 0.663
23 @ 1%/ (mmol - L") 8.07 +0. 64 8.33+0.78 2.596 0.010

2.3 UC BE&E O INEEIEMRAIELER

UC 4 3 CVD 41 LVESV #l LVEDV {5 NT-

proBNP /K35 F ¥4 UC #0( P <0.05) ,LVEF (/& T
A UC 41 (P<0.05), L% 2,

®2 UCEBHEOINREISIRMLL R (x 5)

i H LVEF/% LVESV/ml. LVEDV/ml NT-proBNP/(ng-ml ")
UC 43 CVD 4 (n =75) 56.73+5.54 48.34+3.36 110.36 +5.42 387.64+65.53
B4 UC 4 (n =133) 69.25+2.67 42.93+2.23 95.64+3.56 148.47 +25.74
¢ 21.956 13.922 23.589 37.344
P <0.001 <0.001 <0.001 <0.001
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2.4 UC &&EMMBERSETL
UC 43 CVD 4 TC . TG F1 LDL-C 7K &5 T a4

UC 41 (P <0.05),HDL-C /KA F 24 UC 41 (P <
0.05), %3,

£3 UC 2EMBERBEN(x £5)

i H TC/(mmol -L"") TG/ (mmol -1 ") HDL-C/(mmol -L.~") LDL-C/(mmol-L"")
UC 4 3f CVD 41 (n =75) 5.67+0.62 2.53+0.41 1.02£0.07 3.64+0.47
gl UC 2 (n =133) 4.01£0.43 1.85+0.22 1.55+0.08 2.78 +£0.25
’ 22.695 15.576 47.941 17.235
P <0.001 <0.001 <0.001 <0.001

2.5 UC EZRMINEERNT{L
UC 4 3F CVD 41 PT APTT #1 TT & Z{%k F ool

UC 41 (P <0.05),FIB 1 D-D & & F sl UC 41
(P<0.05), %4,

x4 UC EERMINAEHZ (x =5)

Wi PT/s APTT/s TT/s FIB/(g-L™") D-D/(mg-L™")
UC &9 CVD 4 (n=75) 11.37+1.24 32.27+3.58 14.57+1.34 3.57+0.88 0.39+0.09
szl UC 41 (n=133) 12.11+1.26 33.46 +£3.47 17.34+2.86 2.74+£0.79 0.28+0.05
t 4.090 2.348 7.935 6.980 11.341
P <0.001 0.020 <0.001 <0.001 <0.001

2.6 UC B2EMRIERFIUK Hey KFEE
UC &3 CVD 4 TL-1B . hs-CRP , TNF-a fil Hey 7K

V- 2 LAl UC Z4H (P <0.05) , L& S,

®5 UC BEHRAERETFUR Hey KFEL (x +5)

BiH IL-18/(pg-L™") hs-CRP/ (mg-L"") TNF-o/(pg-mL™") Hey/ (pmol -L™")
UC 43 CVD 4 (n =75) 8.98£2.13 13.41+3.74 34.76£1.25 15.11+2.63
2l UC 41(n=133) 6.26+2.01 7.36+1.52 25.47+1.14 12.04£2.71
‘ 9.171 16.427 54.488 7.928
P <0.001 <0.001 <0.001 <0.001

2.7 ZEAZRBEEFSHTUC BELE CVD gk

X EIRGE A B A AR S TR, SR 2
Rl BE PR i 5 A8 1, 17 2 o g A BLH 40 #r, 25 4R
TR AR =65 % (0R=1.689,P =0.013) . & IfL/E
(OR=1.988,P =0.001) ¥5J%% (OR =1.850,P =
0.009) .E5JIEIMIE(OR =1.885,P =0.004) .FIB( OR =

1.782,P =0.019) .D-D(OR = 1. 624, P = 0. 007) .
hs-CRP(OR =1.542,P =0.029) . TNF-a( OR = 1. 654,
P=0.007) fll Hey(OR =1.644 P =0.021) J& UC %
KA CVD sk R, 2R B A S22 5 X
(P<0.05), 136,

®6 ZEFREBEDIFNT UC BELE CVDHERER

€ 8 SE Wald x* OR 95% CI L[ 95% CI T P
AR 0.524 0.311 6.226 1.689 1.119 2.549 0.013
5 1ML 0.687 0.201 11.682 1.988 1.340 2.948 0.001
e R 0.615 0.235 6.849 1.850 1.167 2.932 0.009
=3 JI I 0.634 0.221 8.230 1.885 1.222 2.907 0.004
FIB 0.578 0.246 5.521 1.782 1.101 2.887 0.019
D-D 0.485 0.179 7.341 1.624 1.144 2.307 0.007
hs-CRP 0.433 0.198 4.782 1.542 1.046 2.273 0.029
TNF-o 0.503 0.185 7.393 1.654 1.151 2.376 0.007
Hey 0.497 0.214 5.394 1.644 1.081 2.500 0.021
W -0.634 1.221 0.270 0.530 0.048 5.808 0. 604
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The Value of Human Epididymal Protein 4 in Assessment of
Short-Term Prognosis of Patients with Dilated Cardiomyopathy

TANG Yi' ,TANG Yijin’ ,HUANG Pei*, YANG Xiaoyan’ ,ZHANG Yi' ,PENG Jiangiang' ,ZHENG Zhaofen' ,WANG Yinzhen’
(1. Department of Cardiology, Hunan Provincial People’ s Hospital ( The First Affiliated Hospital of Hunan Normal
University ) , Changsha 410005, Hunan, China; 2. Depariment of Cardiology, The First Affiliated Hospital of Hunan
Normal University ( Hunan Provincial People’ s Hospital) ,Changsha 410005 , Hunan ,China)

[ Abstract] Objective To investigate the value of human epididymal protein 4 ( HE4) in assessment of short-term prognosis for
patients with dilated cardiomyopathy( DCM). Methods Baseline clinical data of DCM patients admitted in the department of cardiology of
Hunan Provincial People’ s Hospital from February 2019 to December 2020 were collected, and the serum HE4 level was detected by
chemiluminescence method. The patients were followed up regularly after discharge to record the endpoint events, and the endpoint events were
defined as readmission due to heart failure and cardiovascular death. Kaplan Meier curve,univariate and multivariate Cox proportional hazard
regression models were used for analyzing survival. Results The 100 DCM patients included in the study had a median follow-up duration of
6.65 months(2.28 ~12.88 months) ,and among these patients,44 (44% ) had endpoint events. Cox multivariate regression analysis showed
that HE4 [y’ =6.854 ,HR =1.002(95% CI 1.001 ~1.004), P =0.009] and age[y’ =8.938,HR =1.039(95% CI 1.013 ~1.066) ,P =
0. 003 ] were independent predictors of endpoint events in DCM patients. DCM patients with HE4 level > 66. 8 pmol/L had significantly higher
risk of endpoint events than DCM patients with HE4 level <66. 8 pmol/L( log rank test:y* =6.560, P =0.010). After adjusting for age,sex,
estimated glomerular filtration rate and atrial fibrillation, the HR was 2. 164 (95% CI 1. 034 ~4.530), and the difference was statistically
significant( P =0.040) . Conclusion HE4 is an important indicator for predicting heart failure rehospitalization and cardiovascular death in
patients with DCM in the short term.

[ Key words] Human epididymal protein 4 ; Dilated cardiomyopathy ; Prognosis
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Diagnosis and Treatment of Carcinoid Syndrome and Carcinoid Heart Disease

LIANG Ting, WANG Hui,PENG Ying
( Department of Cardiology , West China Hospital ,Sichuan University , Chengdu 610041 , Sichuan ,China)

[ Abstract] Carcinoid is rare and easy to be misdiagnosed in clinical practice. Its derived carcinoid syndrome can appear changes in
vasomotor contraction, increased gastrointestinal motility , bronchospasm and carcinoid heart disease. The latter is mainly characterized by
limited opening and closing function of right heart valve ( most commonly tricuspid valve ). Multimodal cardiovascular imaging plays an
important role in the diagnosis and prognosis of carcinoid heart disease. Radionuclide peptide receptor-mediated targeted therapy can
effectively treat carcinoid syndrome by reducing the level of hormone in blood. At the same time, transcatheter right heart valve replacement
has also been tried in a few patients with carcinoid heart disease. This paper reviews the new progress in the diagnosis and treatment of
carcinoid syndrome and carcinoid heart disease, in order to enhance clinicians’ understanding of the disease and provide more optimized
treatment approaches.

[ Key words] Carcinoid ; Carcinoid syndrome ; Carcinoid heart disease
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