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Taiwan Society of Cardiovascular Interventions

Great Debate in Interventional Therapy

HEA : 108 £ 11 A 2 H(3@7X) 13:30-17:30
e MEIEAREHEESE 802 B2 (SitmHPLUEES 11 3R)
BREM - SREFARAT)/EZHNERERRNARAT)/GEEREENNEROBIRAT

LiEk 2L

13:30 | OPENING ‘

Debate 1: & 3k & % Multi-vessel PCl in STEMI and Shock

13:35 | Vote

13:37 | I Don't Care What the Data Says, This Maybe the Patient's Only Chance! w PR3 R &

Let’s Pause and Review the Data Before We Change the Approach to T .
13:47 , 1 RS 3 k4
Reperfusion Therapy for STEMI

13:57 | Rebuttal (3 min each)

14:03 | Vote & Discussion

Debate 2: CTO A< %, Remnant Non-LAD CTO with High JCTO Score ‘% & Revascularization *%?

14:08 | Vote
14:10 | Optimal Medical Treatment Will Be First Choice 3 Ek #e g
14:20 | Revascularization Whatever Any CTO? FLE P N

14:30 | Rebuttal (3 min each)

14:36 | Vote & Discussion

Debate 3: § 3k A % Significant Small Vessel Disease #p DEB vs. DES b #&

14:41 | Vote
14:43 | DEB Is a First Choice in Significant Small Vessel Disease! * &k a3
14:53 | DES Is Always Better Than DEB e & w3

15:03 | Rebuttal (3 min each)

15:09 | Vote & Discussion

15:15 Coffee JRreak
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Taiwan Society of Cardiovascular Interventions

Debate 4:3.48 & ¥, IABP in Cardiogenic Shock

15:45 | Vote

15:47 | Management of Cardiogenic Shock: IABP Is Still Gold Standard i % iE mig iz

Management of Cardiogenic shock: IABP Is an Old Fashion. PCPS Is New o o
15:57 i T
Gold Standard

16:07 | Rebuttal (3 min each)

16:13 | Vote & Discussion

Debates 5: Ex#> &k #: Stroke Routine IA or Not

16:18 | Vote
16:20 | Wait! 1A therapy Is Only for Bail-out Choice for Thrombolytic Therapy B ¥ Mo 2
16:30 | Door to IA Time! All Stroke Patients Should Receive IA Therapy BRI Mz

16:40 | Rebuttal (3 min each)

16:46 | Vote & Discussion

Debates 6: P 7} & B Asymptomatic Low Risk AS: TAVR or SAVR?

16:51 | Vote
16:53 | Asymptomatic Low Risk Severe Aortic Stenosis: TAVR Is a Good Option i ;ﬂ % prik
17:03 | Asymptomatic Low Risk Severe Aortic Stenosis: SAVR Is a Gold Standard Z AR b EE

17:13 | Rebuttal (3 min each)

17:19 | Vote & Discussion

17:25 | TAKE HOME MESSAGE 2R B




i

B

N

BtEEhRAENIEsSa

ERMARCELE RS
#ERARHFIRE R & TR

&2 Bt 108 8 A 268 (E#—) 18:30
A 2h R E R
HEAB X X ¥En
BlExE Ehik
X BIEIME YBRE-BETLBEXE - RMER - FESA - BB
R
HBAB R BIFBE-BEREBEH
FImAB  BRIEBEHEFR
BMERCEFRAEIR > BT MREE - HEIER - RWE (25F)

MEFIE
E 2

#%— © TSpecial Skills in Rare Cases g & B RE/ MMM % -
WAL RN RBUEL B
2.8 Rl C108F9 A7 8 (X)
3.3 B EREZR
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- Coronary aneurysm #9747 R %
- Coronary AV fistula
- Alcohol septal ablation
- The extravasation of periphery artery during coronary interventions
- Unexpanded stent
- Paravalvular leakage
- Tx of Pericardial effusion
- Home made cover stent
- Tx of pseudo aneurysm
- How to implant stent in Ostia lesion precisely?
- Cath-related stroke
- Celiac artery or other unusual artery stenting
- The use of filter wire in STEMI
- Tx of pulmonary stenosis
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@4 7 Small Vessel & DEB & DES tb#x
® Multiple CTO's with High JCTO Score % % Complete Revascularization %% ?
@ a1 % 2 Multiple CTO with Prior CABG
-AMI ¢
® % & Thrombus Aspiration %% ?
@ % % IABP "% ?
® STEMI Cardiogenic Shock 4 index procedure 2 # Culprit Lesions %5 ?
- VALVE :
@ Asymptomatic Low Risk Severe Aortic Stenosis # TAVR or SAVR?
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GreatDebate in Interventional Therapy
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13:30 | OPENING BiEE BEE

Debate 1: & 3t X & Multi-vessel PCl in STEMI and Shock

13:35 | VOTE

13:37 | I Don't Care What the Data Says, This Maybe the Patient's Only Chance! 147 BA B4 EX L

Let’s Pause and Review the Data Before We Change the Approach to J
13:47 . P RS E 2
Reperfusion Therapy for STEMI

13:57 | Rebuttal (3 min each)

14:03 | Vote & Discussion

Debate 2: CTO X% Remnant Non-LAD CTO with High JCTO Score % & Revascularization %%?

14:08 | VOTE
14:10 | Optimal Medical Treatment Will be First Choice X B A& g Fa
14:20 | Revascularization Whatever Any CTO? REH JEER
14:30 | Rebuttal (3 min each)
14:36 | Vote & Discussion

Debate 3: ¥k A Significant Small Vessel Disease &) DEB vs. DES tb#t
14:41 | VOTE
14:43 | DEB is a First Choice in Significant Small Vessel Disease! KRR HBEE
14:53 | DES is Always Better than DEB WEZ EL

15:03 | Rebuttal (3 min each)

15:09 | Vote & Discussion

15:15 Coffee Jreak
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Debate 4:30.48 X 8. IABP in Cardiogenic Shock

15:45 | VOTE

15:47 | Management of Cardiogenic Shock: IABP is Still Gold Standard RS AE BRR 4=

Management of Cardiogenic shock: IABP Is an Old Fashion. PCPS is New .
15:57 g g Ef21= # A
Gold Standard

16:07 | Rebuttal (3 min each)

16:13 | Vote & Discussion

Debates 5: B4 K B Stroke Routine IA or Not

16:18 | VOTE
16:20 | Wait! IA Therapy is Only for Bail-out Choice for Thrombolytic Therapy BE FROEK R
16:30 | Door to IA Time! All Stroke Patients Should Receive IA Therapy EE ] & E

16:40 | Rebuttal (3 min each)

16:46 | Vote & Discussion

Debates 6: A 4 X ¥ Asymptomatic Low Risk AS: TAVR or SAVR?

16:51 | VOTE
16:53 | Asymptomatic Low Risk Severe Aortic Stenosis: TAVR is a Good Option 2w 3 B
17:03 | Asymptomatic Low Risk Severe Aortic Stenosis: SAVR is a Gold Standard Sy %2

17:13 | Rebuttal (3 min each)

17:19 | Vote & Discussion
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Critical Issues for Peripheral Intervention in 2020

Sunday (W?7), January 5, 2020 15:00PM - 16:30PM Room 301
Time Speaker Topic Moderator
15:00 | Opening R & X%

15:05 The Safety & Efficacy of Drug-Eluting Device

FIER wEHE
15:25 Q&A
15:30 Medication for arterial & venous intervention update

FAAAR 7))
15:50 Q&A
15:55 DVT Intervention Update 2020

22 i Ao
16:20 Q&A

16:25 | Closing Remark & v & £ &
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56-years old man, a smoker, had hepatitis B. He received percutaneous coronary intervention in another hospital
one month ago. Revascularization of left circumflex artery was performed at that time. Right coronary artery was
also attempted. However, ostial dissection happened due to deep seating of guiding catheter (AL). Procedure
was stopped and he was referred to tertiary medical center thereafter. Angiography in tertiary center was showed
below. What is true lumen of right coronary artery? Which guiding catheter may be considered for PCI?

BItERRER ORI SRAF A
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Judkins right guiding catheter (GC) was selected first. There was poor backup. Short Amplatz Left 0.75/6
Fr GC engaged right coronary artery instead. True lumen was found to be smaller caliber (red arrow)
and false lumen was larger caliber (green arrow). This was confirmed by intravascular ultrasound that
showed side branch (yellow arrow), true lumen (red arrow), false lumen (green arrow). Final result of right
coronary artery was shown below with preservation of side branches.
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BREATIA (1

Clinical Use of Intracoronary Imaging. Part 2:
Acute Coronary Syndromes, Ambiguous Coronary
Angiography Findings, and Guiding Interventional
Decision-making: an Expert Consensus Document
of the European Association of Percutaneous
Cardiovascular Interventions.

Thomas W. Johnson, et al. European Heart Journal 2019 Aug 14;40(31):2566-2584.

ABSTRACT

This consensus document is the second of two reports summarizing the views of an expert panel organized
by the European Association of Percutaneous Cardiovascular Interventions (EAPCI) on the clinical use of
intracoronary imaging including intravascular ultrasound (IVUS), optical coherence tomography (OCT),
and near infrared spectroscopy (NIRS)-IVUS. Beyond guidance of stent selection and optimization of
deployment, invasive imaging facilitates angiographic interpretation and may guide treatment in acute
coronary syndrome. Intravascular imaging can provide additional important diagnostic information when
confronted with angiographically ambiguous lesions and allows assessment of plaque morphology enabling
identification of vulnerability characteristics. This second document focuses on useful imaging features to
identify culprit and vulnerable coronary plaque, which offers the interventional cardiologist guidance on
when to adopt an intracoronary imaging-guided approach to the treatment of coronary artery disease and
provides an appraisal of intravascular imaging-derived metrics to define the haemodynamic significance of
coronary lesions.

Indications and clinical value of intravascular imaging in acute coronary syndromes
® Thrombus detection facilitates identification of an ACS culprit lesion.
® OCT is the current gold standard for thrombus detection.

® Intravascular imaging facilitates delineation of underlying plaque etiology in ACS and may guide
tailoring of therapy.

® When a culprit lesion, attributable to a NSTEACS presentation, is not evident angiographically, an
intravascular imaging-based assessment to guide appropriate management should be considered.

® Invasive imaging evaluation in suspected SCAD should be reserved for cases where angiographic
assessment is unclear (usually Types 3 and 4 or if clinical/hemodynamic instability).

® Consider intravascular imaging where there is no evidence of significant CAD, in order to characterize
MINOCA.



BREALIA (1)

Role of imaging in vulnerable plaque detection and risk stratification
® [VUS-defined plaque burden >60-70% is predictive of subsequent MACE.

® Lipid-rich plaque (LCBI4mm> 400) is a predictor of plaque vulnerability and associated with a higher
incidence of MACE.

® OCT and IVUS derived plaque characteristics enable identification of high-risk patients.
® Invasive plaque characterization provides superior positive predictive value of future events than CTCA.

® [dentification of presumable high-risk plaque characteristics using IVUS, OCT, or NIRS-IVUS can be
considered to identify high-risk patients who would benefit from an increased intensity of risk factor
modification and emerging therapies targeting atherosclerosis. Prospective validation of this strategy
requires confirmation.
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TEARENARIN E PRI & 2 ERFR{ER - 8285 MR OEE
AR ERBIRMEESERER » FIESHT ANRR
ECMER OMEN ABGENEREENH -

ez - —EARENR OMAT MR

ISR S T RIEE - #EAS T BRSO A AR S (EAPCL) AHARAVEESS MERVERES -
I/ N 2 B R B e IR B AR N R R IR PR FE AT - S IVE A& (IVUS) - SEEREGREN g iS (OCT)
I EALAMEFE (NIRS) -IVUS » ARIELERIZ M T M1 A #2145 (intravascular imaging) 3# A S 4 5t/ O fE (acute
coronary syndromes) * N BHHERY e AR B R IS 5245 5 (ambiguous coronary angiographic findings) PAK ST AR
FAJMER PAS S P A 3%

DUN 2R CERER A
® 112 #9{& I (thrombus detection) A DUNIE 43 #2256t Ui HYE B 4L (culprit lesion) » 1] OCT 2 B B el
[ S B 14E (gold standard)

B MR AR i = (culprit lesion) HYRETS » JOH B ARSI BIRE R - B 2H H RTHL
1.2 Ky " MINOCA (MI No Obstructive Coronary Atherosclerosis—new term) | * JERZIRIZINE N5 ATHEE) 2K
il E YA

® OCT FT{EHIFYBTELRIRE (plaque characteristics) » FJ DA HH 5 JE\Bg A7 e e B
7 OCT T R4 #HHE R E B BEHE (high risk plaque) » #%EE R 7T LLo> B H & il b H A7 S A = o B JRl 15 7%
(increased intensity of risk factor modification) FJJE A °

O (IS THEE: R JIFF(L (Pressure-derived haemodynamic assessment) FUFE S AT DAMBCR IR A= F e AR B AR /1
(non-LMCA) H RIS E MR MEF » BB A FRMEEE (deferring revascularisation) Y2 S ARHUE

il

HiJ

& N2 G AR = E AR BN AR T A RIS SR » ELFE part 1 WYSCE AR - Rl e A DU T 28w iE
(BRI  BERAYSE IR B BN 5 [Frsd(t - d6KF OCT SEFI A 748 # i A (1L (optimization) HIZEFRY! By
Class ITa © L4 » IVUS #55 [ AVUS-guided) B2 [ME #7255 | (angio-guided) /1 AJBHFEFLELHIM R - #HER
IVUS $585 [f977 AGEEE AT DA 12 B H BY target vessel failure ; i B Ef BT TR Ze P48 HEGE TR L3R
BEL o AN NARRIEERT - RITE S Y ATBRIFAE (R AG R AT AR MLASEE(S (pre-PCI assessment of the
coronary vasculature) ° Part 2 HY 3 F R AR M17E N s G AE S el OIER AR » DU st 2R 3 1%
EAREE{EIEEE (composition of atherosclerotic plaque) HYRARY. » HF A& (HHI E 7L (culprit lesions) UK BEHRAG
51 EHIFRRS (markers of vulnerability) © FRILZAN » AR SCEZERFME NG AEE - FRENE Fe 5
TE NEARHECIEH ZEMERR AL - UGS DIRE LIRS (stenosis haemodynamic significance) HIVE /T o TEARENR S
BRHE LB e e R A B /1 A BT B L RS PR L AHE REOME(E - NI - S5 LEQRIsih = R R SE B B » 32
s b 7R E S - TR R B A SR LR UV N2 G ERUFES | - DU N MRS S AR SCEANEE
A -
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et OIE

B AR ENAR A A B i KR IG R S ME  OVE © 05 20 ARSI 56 OIERIR A LR ZE - BE &
B0 M7 S5 JEL B (major adverse cardiovascular events (MACE) » & iR BIAR (175 #& 52 Jc K BB S BigtfE A e
TR RFAR 0 R B R 2& IR (geometry) » 1T ELESFRBEBRATRE AR (plaque components) AR A Y (H I T %
(presence of thrombus) LTI - BB LA NG EME N2 G2 o B ENRZE SFAENE
IR A ENEE T - M FERNE NG K B2 DURGH# - (Figure 1)

I P AE FH iR e b o0 b 7 €

VO {1 BTHE M IR SRR - VB S8 B R =k HH = b B R B - £ ATHEROREMOIVUS HFT i A
(9591 95 A+ ELBLIME 2 DU VHAIVUS 5248 » 3598 A MUE R -4 TCFA BI%E (thin-cap fibroatheroma, TCFA
phenotype) H.EFEHLLLA (increased plaque burden >70%)) % » E—F-HBEHEHHZ W =1 MACE » A1 @ 18
SEEMIEH  BERERBE - FEEEE VHIVUS &5 0] DU LR A B R0 E ks R+ 2 a0 ey
il o BRILZ AN » LRP #FZEF1 ATHEROREMO-NIRS X 53477 BE/R BEHR AR 43 » 5 H1/2 LCBI(lipid core burden
index) FHEBATHR T AR © fxfk * £ CLIMA study FRTHUARY 1003 Ji5 A » S5 RBIIRIE 572 DU OCT
218 TEIRIE ML MR T U /2 BT R S YRR 9E 93477 » B TCFA #URE (thin-cap fibroatheroma, TCFA phenotype) * lipid
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Comparison of PPV and NPV of Imaging Modality
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Figure 5 A comparison of the positive and negative predictive values of intravascular and non-invasive imaging modalities. Summary of the positive
and negative predictive values of coronary imaging-derived variables for prediction of clinical outcomes in the PROSPECT, ATHEROREMO-IVUS,
PREDICTION, ATHEROREMO-NIRS, CLIMA, and PROMISE studies. AP, angina pectoris; CACS, CT angiography calcum score; CD, cardiac death;
CTA, computed tomography angiography; ESS, endothelial shear stress; LCBI, lipid-core burden index; MACE, major adverse cardiac events; Ml,
myocardial infarction; MLA, minimal lumen area; PB, plaque burden: PCl, percutaneous coronary interventions; TCFA, thin-cap fibroatheroma; TV-
M, target vessel-MI. Adapted from Koskinas et al.”'
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Survival After Alcohol Septal Ablation in Patients
With Hypertrophic Obstructive Cardiomyopathy

Batzner et al. JACC Volume 72, Issue 24, 18 December 2018, Pages 3087-3094

OBJECTIVES

This study sought to report on long-term survival after echo-guided alcohol septal ablation (percutaneous
transluminal septal myocardial ablation [PTSMA]) in symptomatic patients with HOCM.

METHODS

Between May 2000 and June 2017, PTSMA with alcohol injection was performed in 952 patients (age 55.7
+ 14.9 years; 59.2% men; 73.3% New York Heart Association functional class III or IV; 50.3% syncope;
10.3% sudden cardiac death in family). Clinical follow-up after 6.0 £ 5.0 years was achieved in all
patients.

RESULTS

We injected 2.1 + 0.4 cc of alcohol. Maximal creatine kinase rise was 872 + 489 U/l. Two (0.21%) patients
died 3 and 33 days after ablation. Permanent pacemaker was implanted in 100 (10.50%) patients. Echo
gradients were acutely reduced from 63.9 + 38.2 mm Hg to 33.6 = 29.8 mm Hg at rest and from 104.6
+ 44.0 mm Hg to 56.5 £ 41.0 mm Hg at Valsalva (p<0.0001, each). During follow-up, 164 (17.2%)
patients underwent reablation due to the planned staged procedure, 18 (1.9%) patients underwent surgical
myectomy, and 49(5.10%) patients underwent cardioverter-defibrillator implantation. Seventy patients
died: causes of death were identified as noncardiovascular in 50, stroke related in 6, and cardiac in 14
patients. Estimated 5-year survival was 95.8%, estimated 5-year survival free of cardiovascular events was
98.6%, and an estimated 5-year survival free of cardiac events was 98.9%. Corresponding values at 10
years were 88.3%, 96.5%, and 97.0%, and at 15 years were 79.7%, 92.3%, and 96.5%.

CONCLUSIONS

In this study, PTSMA could be proofed as a safe procedure with ongoing symptomatic improvement and
excellent long-term survival. Therefore, PTSMA is a reasonable alternative to surgical myectomy in
HOCM.
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TABLE 1 Baseline Characteristics of 952 With Alcohol Injection
During Alcohol Septal Ablation (PTSMA)
Age, yrs 55.7+14.9
Male 564 (59.2)
Height, cm 170.3 £13.8
Body weight, kg 82.8 £17.1
Dyspnea

MNYHA functional class llI/IV 698 (73.3)
Angina pectoris

CCS class 1l 354 (34.9)

CCS class Il 166 (16.4)
Syncope

Unexplained 893 (9.6)

Exercise-induced 388 (40.7)

Presyncope 341 (35.8)
Palpitations 293 (30.8)
Medication

Beta-blocker 662 (69.5)

Verapamil 246 (25.8)

Disopyramide 13 (1.4)
Prior septal reduction

PTSMA 44 (4.6)

Myectomy 20 (2.1)
Family history

HCM positive 227 (23.8)

SCD positive 98 (10.3)
Prior pacemaker 52 (5.6)
Prior ICD 90 (9.7)
Cardiovascular diseases

Hypertension 516 (54.3)

Coronary artery disease 123 (12.9)

Atrial fibrillation 133 (14.0)

Paroxysmal 113 (11.9)
Permanent 20 (2.1)
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TABLE 2 Hospital Course and Follow-Up Events of 852 Patients With PTSMA

Invasive gradient baseline, mm Hg
Rest
Valsalva
Post-extrasystolic beat
PTSMA
Branches tested by contrast echo
=1 branch tested
Branches treated with alcohol injection
=1 branch treated*
Alcohol injected, cc
Maximal CK rise, U/L
ECG including Holter
Sinus rhythm
Atrial fibrillation
Right bundle branch block
Left bundle branch block
Nonsustained ventricular tachycardia
Paroxysmal supraventricular tachycardia
Complications
Cath lab
Temporary AV block Il
Nonsustained ventricular tachycardia
Left main dissection
Hospital course
Permanent pacemaker implantation
Pericardial effusion
Tamponade requiring pericardiocentesis
Death
Echo Doppler gradients at discharge, mm Hg
Rest
Valsalva
Events during follow-up
Myectomy
Re-PTSMA,
Permanent pacemaker
ICD
Permanent atrial fibrillation
Stroke
Death
Causes of death during follow-up
Cardiovascular
Stroke
Cardiac
Sudden
Heart failure
Acute myocardial infarction
Other

51.3 + 381
94.9 + 386
134.8 £ 48.8

1.2+ 05
154 (16.2)
1.01 £ 0.2
1(1.2)
21+ 04
872 + 489

804 (87.0)
40 (4.3)
436 (46.1)
137 (14.5)
77 (8.3)
107 (11.6)

377 (39.8)
8 (0.9)
1(0.1)

100 (10.5)
24 (2.5)
5 (0.5)
2(0.2)

33.6 = 29.81
56.5 + 41.01

18 (1.9)
164 (18.1)
25 (2.6)
49 (5.1)
50 (5.2)
14 (1.5)
70 (7.4)

20 (2.1)
6 (0.6)
14 (1.5)
4(0.4)
8 (0.9)
2(0.2)
50 (5.3)

Values are mean + SD or n (%). *Patients with subaortic and midventricular obstruction,

tp < 0.00017 versus baseline measurements.

AV = atrioventricular; CK = creatine kinase; other abbreviations as in Table 1.
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FIGURE 1 Kaplan-Meier Curve of Estimated Overall Survival
With 95% CI After PTSMA in 952 Patients
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Kaplan-Meier survival analysis after percutaneous transluminal
septal myocardial ablation (PTSMA) estimated a 5-year survival
of 95.8% (95% confidence interval [Cl]: 94.1% to 97.2%), a
10-year survival of 88.3% (95% Cl: 84.8% to 91.2%), and a
15-year survival of 79.7% (95% Cl: 73.9% to 84.4%). Orange
lines represent 95% ClI.
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FIGURE 2 Kaplan-Meier Curve of Estimated Survival Free
of Cardiovascular Events With 95% CI After PTSMA
in 952 Patients
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Kaplan-Meier survival analysis after PTSMA in 952 patients
resulted in survival free of cardiovascular events after 5 years
in 98.6% (95% Cl: 97.4% to 99.3%), after 10 years in 96.5%
(95% Cl: 94.2% to 98.0%), and after 15 years in 92.3%
(95% Cl: 85.8% to 95.9%). Orange lines represent 95% Cl.
Abbreviations as in Figure 1.
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FIGURE 3 Kaplan-Meier Curve of Estimated Survival Free of
Cardiac Events With 95% CI After PTSMA in 952 Patients
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Kaplan-Meier survival analysis after PTSMA in 952 patients
resulted in survival free of cardiac events after 5 years in
98.9% (95% Cl: 97.7% to 99.5%), after 10 years in 97.0%
(95% Cl: 94.7% to 98.3%), and after 15 years in 96.5% (95%
Cl: 93.9% to 98.0%). Orange lines represent 95% Cl.
Abbreviations as in Figure 1.
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CENTRAL ILLUSTRATION Clinical, Hemodynamic, and Morpholaogic Changes After Percutaneous
Transluminal Septal Myocardial Ablation in Hypertrophic Obstructive Cardiomyopathy
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Batzner, A. et al. J Am Coll Cardiol. 2018;72(24):3087-94.

Demonstrates clinical, hemodynamic, and morphologic changes (3,7) after successful percutaneous transluminal septal myocardial ablation
(PTSMA) in patients with hypertrophic obstructive cardiomyopathy. The downward arrows indicate reduction and the upward arrows
indicate widening. LVOT = left ventricular outflow tract.
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5-Year Outcomes According to FFR of Left
Circumflex Coronary Artery After Left Main
Crossover Stenting

Lee CH, et al. JACC Cardiovasc Interv. 2019 May 13;12(9):847-855.

OBJECTIVES

The aim of the current study was to evaluate the long-term clinical impact of fractional flow reserve (FFR)
in jailed left circumflex coronary artery (LCx) after left main coronary artery (LM) simple crossover
stenting.

BACKGROUND

Although the provisional side-branch intervention with FFR guidance has been validated for non-LM
bifurcation lesions, the outcome of such a strategy in LM bifurcation disease is not well-known.

METHODS AND RESULTS

Patients who underwent LM-to—left anterior descending coronary artery simple crossover stenting and
who had FFR measurements in the LCx thereafter were enrolled. A low FFR was defined as = 0.80. The
clinical outcomes were assessed by the 5-year rate of target lesion failure (TLF) (a composite of cardiac
death, target-vessel myocardial infarction, or target lesion revascularization).

RESULTS

In 83 patients, the mean FFR of the LCx after LM stenting was 0.87 = 0.08, and 14 patients (16.9%) had a
low FFR. There was no correlation between the FFR and angiographic % diameter stenosis in jailed LCx (R’
= 0.039; p = 0.071) and there was no difference in the angiographic % diameter stenosis in the high and
low FFR groups. At 5 years, the low FFR group had a significantly higher rate of TLF than the high FFR
group (33.4% vs. 10.7%; hazard ratio: 4.09, 95% confidence interval: 1.15 to 14.52; p = 0.029). However,
there was no difference in the clinical outcomes according to the angiographic % diameter stenosis. In a
multivariate analysis, a low FFR was an independent predictor of the risk for a 5-year TLF (hazard ratio:
6.49; 95% confidence interval: 1.37 to 30.73; p = 0.018).

CONCLUSIONS

The patients with a high FFR in jailed LCx had better 5-year outcomes than those with a low FFR. The
FFR measurement in jailed LCx can be helpful in selecting an adequate treatment strategy and may reduce
unnecessary complex procedures.
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TABLE 1 Baseline Characteristics of Patients

All Patients High FFR Low FFR
(N = 83) (n =69) (n =14) p Value
Age, yrs 63.8 (59.0-70.0) 63.8 (58.0-71.0) 64.1(61.8-68.5) 0.93
Men 68 (81.9) 59 (85.5) 9 (64.3) 0.13
Hypertension 49 (59.0) 37 (53.6) 12 (85.7) 0.054
Diabetes mellitus 33 (39.8) 27 (39.1) 6 (42.9) 0.99
Hyperlipidemia 38 (45.8) 30 (43.5) 8 (57.1) 0.52
Current smoker 25 (30.1) 21(30.4) 4 (28.6) 0.99
Previous MI 3(3.6) 3(4.3) 0 (0.0) 0.99
Previous PCl 13 (15.7) 9 (13.0) 4 (28.6) 0.29
Ejection fraction, % 62.0 (59.0-67.0) 61.2 (57.0-67.0) 66.3 (60.5-69.5) 0.19
Clinical presentation 0.57
Stable angina 46 (55.4) 38 (55.1) 8 (57.1)
Acute coronary syndrome 37 (34.5) 31(34.9) 6 (42.9)
Multivessel disease 45 (54.2) 35 (50.7) 10 (71.4) 0.26

Values are mean (interquartile range) or n (%).

FFR = fractional flow reserve; Ml = myocardial infarction; PCl = percutaneous coronary intervention.

TABLE 2 Lesion and Procedural Characteristics

All Patients (N = 83) High FFR (n = 69) Low FFR (n =14) p Value
Baseline
LM-LAD
Reference vessel diameter, proximal, mm 3.9(3.5-4.3) 3.9 (3.5-44) 3.7 (3.3-4.1) 0.34
Reference vessel diameter, distal, mm 31(2.8-34) 3.1(2.8-3.4) 3.0(2.5-3.4) o4
Minimal lumen diameter, mm 1.0 (0.8-1.3) 1.0 (0.8-1.2) 1.1(0.9-1.4) 0.34
Diameter stenosis, % 70.1 (64.0-78.0) 71.0 (64.0-78.5) 66.0 (57.8-7.8) 0.039
LCx
Reference vessel diameter, distal, mm 2.9(2.7-3.0) 3.0 (2.7-3.3) 2.7 (2.5-29) 0.012
Minimal lumen diameter, mm 23(1.9-2.6) 2.4 (21-27) 1.9 (1.6-2.1) <0.001
Diameter stenosis, % 29.7 (22.0-38.0) 28.8 (20.5-36.5) 34.1 (28.0-43.0) 0.014
LM-LAD stent
Stent length, mm 27.9 (18.0-30.0) 27.5 (18.0-29.0) 30.2 (21.8-30.8) 0.66
Stent diameter, mm 3.5 (3.5-4.0) 3.6 (3.5-4.0) 3.3 3.0-3.5) 0.004
After LM-LAD stenting
LM-LAD
Minimal lumen diameter, mm 3.0(2.7-3.3) 3.0 (2.8-3.3) 2.9 (2.7-3.2) 0.40
Diameter stenosis, % 17.7 (12.0-23.0) 17.7 (11.0-22.5) 17.9 (12.8-25.3) 0.93
Ostial LCx
Minimal lumen diameter, mm 1.9 (1.6-2.2) 2.0 (1.6-2.3) 1.5 (1.2-1.9) 0.025
Diameter stenosis, % 40.6 (34.0-50.0) 40.1 (33.5-50.5) 43.4 (38.5-51.5) 0.66
FFR 0.87 (0.83-0.94) 0.90 (0.86-0.95) 0.74 (0.73-0.79) <0.001

Values are mean (interguartile range). QCA measurements were all calculated as per lesion.

FFR = fractional flow reserve; LAD = left anterior descending artery; LCx = left circumflex coronary artery; LM = left main coronary artery; QCA = quantitative coronary

analysis.
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TABLE 3 5-Year Clinical Outcomes According to Jailed LCx FFR
High FFR (n = 69) Low FFR (n = 14) p Value Hazard Ratio (95% CI) p Value

Target lesion failure* 6 (10.7) 4(33.4) 0.018 4.09 (1.15-14.52) 0.02%
Target vessel failure 8 (13.7) 4(33.4) 0.067 2.92 (0.88-9.72) 0.080
Death from any cause 2(3.8) 1(10.0) 0.34 3.02 (0.27-33.31) 0.37

Cardiac death 0 (0.0) 1(10.0) 0.016 - -

Noncardiac death 2(3.8) 0 (0.0) Q.57 - -
Myocardial infarction 4 (7.0) 1(2.7) Q.77 1.38 (0.15-12.38) Q.77

Target vessel 3 (5.5) 1(7.7) 0.59 1.84 (0.19-17.67) 0.60
Repeat revascularization 10 (17.5) 4(34.7) 012 2.45 (0.77-7.83) 013

Target vessel 8 (13.9) 3(23.8) 0.22 2.23 (0.59-8.45) 0.24

Target lesion 6 (11.3) 3(23.8) 0.088 3.05 (0.76-12.26) 012
MACE 11 09.0) 5(42.9) 0.045 2.82 (0.98-8.15) 0.055
Definite or probable stent thrombosis 1(2.0) 0 (0.0) 0.67 - -
Values are n (%) unless otherwise indicated. Event rates are based on the Kaplan-Meier estimates. *Target lesion failure was defined as a composite of death of cardiac causes,
target vessel myocardial infarction, or target lesion revascularization,

Cl = confidence interval; MACE = major adverse cardiac event; other abbreviations as in Table 2,

TABLE 4 Univariate and Multivariate Cox Proportional Hazard Analyses for 5-Year TLF
Univariate Multivariate

HR (95% CI) p Value HR (95% CI) p Value
Multivessel disease 9.18 (1.16-72.55) 0.036 ® *
PS5 LCx FFR =0.80 4.09 (1.15-14.52) 0.029 549 (1.37-30.73) 0.018
Male 3.74 (1.05-13.27) 0.041 * *
LM-LAD lesion length, per mm 0.90 (0.03-1.22) 0.077 - *
PS LM-LAD MLD, per mm 0.19 (0.03-1.22) 0.081 0.01 (0.01-0.39) 0.013
Stent generation, 2nd generation 0.16 (0.05-0.55) 0.004 0.12 (0.02-0.80) 0.025
Mean stent diameter, per mm 0.08 (0.01-0.57) 0.012 0.04 (0.01-0.77) 0.035
*Mot retained as independent predictor in multivariate analysis.

HR = hazard ratio; MLD = minimal lumen diameter; PS = post-stent; TLF = target lesion failure; other abbreviations are as in Tables 2 and 3.
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FIGURE 1 Correlation Between FFR and % DS of Jailed LCx
After LM Simple Crossover Stenting
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FFR = fractional flow reserve; DS = diameter stenosis; LCx =
left circumflex coronary artery; LM = left main coronary artery;
NPV = negative predictive value; PPV = positive predictive
value; Sen = sensitivity; Spe = specificity.
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FIGURE 2 Unadjusted 5-Year Event Rate According to FFR in LCx After LM Simple Crossover Stenting
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FIGURE 3 Location of Restenosis
S-year TLR rate of LM M
(10.0% Low FFR vs. 3.9% @ Low LCX FFR / DS 71-99%
High FFR, p=0.348) @ High LCX FFR / DS 71-99%
‘ ® Low LCX FFR / DS 50-70%
@ g
: @ High LCX FFR / DS 50-70%
09 S
¢
@) 5-year TLR rate of LCXos
® LCX | (23.8% Low FFR vs. 5.1%
o High FFR, p=0.006)
5-year TLR rate of LAD
(5.7% Low FFR vs. 7.7%
High FFR, p=0.539) LAD
Over 5 years, target lesion revascularization (TLR) events occurred in a total of 9 patients. Three patients had 2 sites of restenosis (same
pattern in dots) and a total of 12 restenosis sites were observed. The Kaplan-Meier method was used to calculate the 5-year TLR rate at each
location. LAD = left anterior descending coronary artery; LCxos = left circumflex coronary artery ostium; other abbreviations as in Figures 1
and 2.

CENTRAL ILLUSTRATION FFR guidance of LM Simple Crossover Stenting

™
-

-."

Current practice FFR guidance

Simple crossover stenting
with/without POT

Y
Simple crossover stenting FER <0.80 \J
with/without additional procedures <«————— Check FFR

(e.g., POT, FKI, rePOT)

| FFR >0.80
Follow up with OMT-=s——

Lee, CH. et al. J Am Coll Cardiol Intv. 2019;12(9):847-55.
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FIGURE 1 A Proposed Algorithm for LM Provisional Stenting Strategy

Distal LM lesions
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Drug-coated Balloon for Treatment of De-novo Coronary
Artery Lesions in Patients With High Bleeding Risk
(DEBUT): a Single-blind, Randomised, Non-inferiority Trial

Tuomas T Rissanen, et al. Lancet 2019, published online ahead of print

BACKGROUND

The optimal technique of percutaneous coronary intervention in patients at high bleeding risk is not
known. The hypothesis of the DEBUT trial was that percutaneous coronary intervention with drug-coated

balloons is non-inferior to percutaneous coronary intervention with bare-metal stents for this population.

METHODS

The DEBUT trial is a randomised, single-blind non-inferiority trial done at five sites in Finland. Patients
were eligible if they had an ischaemic de-novo lesion in a coronary artery or bypass graft that could be
treated with drug-coated balloons, at least one risk factor for bleeding, and a reference vessel diameter of
2-:5-4-0 mm. Those with myocardial infarction with ST-elevation, bifurcation lesions needing a two-stent
technique, in-stent restenosis, and flow-limiting dissection or substantial recoil (>30%) of the target lesion
after predilation were excluded. After successful predilation of the target lesion, patients were randomly
assigned (1:1), by use of a computer-generated random sequence, to percutaneous coronary intervention
with a balloon coated with paclitaxel and iopromide or a bare-metal stent. The primary outcome was major
adverse cardiac events at 9 months. Non-inferiority was shown if the absolute risk difference was no more
than 3%. All prespecified analyses were done in the intention-to-treat population. This trial is registered
with ClinicalTrials.gov, number NCT01781546.

FINDINGS

Between May 22, 2013, and Jan 16, 2017, 220 patients were recruited for the study and 208 patients
were assigned to percutaneous coronary intervention with drug-coated balloon (n=102) or bare metal
stent (n=106). At 9 months, major adverse cardiac events had occurred in one patient (1%) in the drug-
coated balloon group and in 15 patients (14%) in the bare-metal stent group (absolute risk difference —13-
2 percentage points [95% CI —6-2 to —=21-1], risk ratio 0-07 [95% CI 0-01 to 0-52]; p<0-00001 for non-
inferiority and p=0-00034 for superiority). Two definitive stent thrombosis events occurred in the bare
metal stent group but no acute vessel closures in the drug-coated balloon group.

INTERPRETATIONS

Percutaneous coronary intervention with drug-coated balloon was superior to bare-metal stents in patients
at bleeding risk. The drug-coated balloon-only coronary intervention is a novel strategy to treat this
difficult patient population. Comparison of this approach to the new generation drug-eluting stents is
warranted in the future.
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220 patients recruited

>

12 ineligible after predilation
(>30% recoil or flow-limiting
dissection)

4

208 randomly assigned

v

102 assigned to drug-coated
balloon

v

106 assigned to bare-metal stent

5 received additional treatment
for another lesion
3 treated with drug-eluting
stent
2 treated with bare-metal
stent

23 received additional
treatment for another lesion(s)
22 treated with drug-coated

A 4

97 received drug-coated balloon
(per protocol)

v

102 in intention-to-treat analysis

& -

83 received bare-metal stent
(per protocol)

v

106 in intention-to-treat analysis

& -

—»
balloon
1treated with drug-eluting
stent
v

Figure 1: Trial profile




Drug-coated
balloon (n=102)

Bare-mental
stent (n=106)
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Patient characteristics
Age, years
Sex

Male

Female
Smoking

Current smoker

Ex-smoker
Hypertension
Hypercholesterolaemia
Diabetes

Non-insulin dependent

Insulin dependent

New onset™
Previous myocardial infarction
Acute coronary syndrome
Severity of symptomst

0

1

2

3

4
Haemoglobin, g/L
Creatinine, pmol/L
Inclusion criteriaf
Age =80 years
Anaemia or thrombocytopenia

Previous intracerebral haemorrhage
or stroke

Planned elective surgery
Severe renal dysfunction

Non-compliant for 12 months of
dual antiplatelet therapy

Active malignant disease
Previous bleeding
Frailty or cachexia
Severe liver dysfunction
Use of anticoagulation
Warfarin
Novel oral anticoagulant
Indication for anticoagulation
Atrial fibrillation
Prosthetic valve
Thromboembolism

Other or not known

776 (8-4)

63 (62%)
39 (38%)
34 (34%)
4 (4%)
30 (29%)
89 (87%)
80 (78%)
27 (26%)
16 (16%)
9 (9%)
2 (2%)
23 (23%)
47 (46%)

4 (4%)

5 (5%)
25 (25%)
33(32%)

35(34)

135(17)

91(29)

54 (53%)
30 (29%)
11 (11%)

7(7%)
3(3%)
3(3%)

2(2%)
1(1%)
1(1%)
0
58 (57%)
54 (53%)
4 (4%)

42 (41%)
4(4%)
7 (7%)
5(5%)

762(8:5)

68 (64%)
38 (36%)
36 (33%)
7 (7%)
29 (27%)
96 (91%)
89 (84%)
52 (49%)
31(29%)
18 (17%)
3(3%)
20 (19%)
49 (46%)

3(3%)
1(1%)
26 (25%)
38 (36%)
38 (36%)
132 (16)
103 (79)

53 (50%)
36 (34%)
12 (11%)

1(1%)
8 (8%)
4 (4%)

1(1%)
3(3%)
1(1%)
0

66 (62%)

64 (60%)
2.(2%)

53 (50%)
5(5%)
5(5%)
3(3%)

Data are n (%) or mean (SD). *Diagnosed at the time of index procedure.
‘tMeasured with the Canadian Cardiovascular Society grading scale. tPatients
with at least one criterion were included in the study.

Drug-coated

Bare-metal p value

balloon stent
(n=125) (n=118)
Target vessel 0-94

Left anterior descending 50 (40%) 45 (38%)

artery

Diagonal branch 6 (5%) 9 (8%)

Left circumflex artery 22 (18%) 20 (17%)

Marginal branch 10 (8%) 9 (8%)

Right coronary artery 31 (25%) 28 (24%)

Right posterior descending 1(1%) 0

Right posterior lateral 1(1%) 3 (3%)

Vein graft 4 (3%) 4 (3%) -
Bifurcated lesion 21(17%) 15 (13%) 0-47
Calcified lesion 13 (10%) 13 (11%) 1.0
Cutting balloon 11 (9%) 8 (7%) 0-64
Rotational atherectomy 6 (5%) 4 (3%) 0-75
Mean device diameter, mm 3-0(0-4) 3-1(0-4) 0-35
Device diameter, mm* 0-47

25 30 (23%) 22 (18%)

275 16 (12%) 12 (10%)

3-0 48 (37%) 57 (46%)

35 25 (19%) 23 (18%)

40 10 (8%) 11 (9%)

Maximum dilation pressure, 9(2) 16 (4) <0-0001
atm

Dilatation time, s 358 (10-4)

Mean length of device, mm 19-6 (4-8) 16-2(52)  <0-0001
Devices used per lesion 10

1 117 (94%) 110 (93%)

2 8 (6%) 7 (6%)

3 0 1(1%)

Data are n (%) or mean (SD). *Information missing for six of 260 devices.

Table 2: Procedural data for 243 lesions in 208 patients

Table 1: Baseline patient characteristics and study inclusion criteria

(bleeding risk factors)

4
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one patient in the drug-coated balloon group died of cancer 223 days after randomisation.

Drug-coated Bare-metal stent  Riskratio (95% Cl) p value p value (superiority)
balloon (n=102)  (n=106) (non-inferiority)

Major adverse cardiac event (primary outcome) 1(1%) 15 (14%) 0-07 (0-01-0-52) <0-0001 0:00034
Target-lesion revascularisation 0 6 (6%) 0-08 (0-01-1-40) <0-0001 0-015
Cardiovascular death 1(1%) 6 (6%) 0-17 (0-02-1-41) 0-00085 0-061
Non-fatal myocardial infarction 0 6 (6%) 0-08 (0-01-1-40) <0-0001 0-015

Data are n (%) unless stated otherwise. In addition to cardiovascular deaths, one patient in the bare metal stent group died by suicide 216 days after randomisation, and

Table 3: Prespecified outcomes and study endpoints at 9 months (intention-to-treat analysis)

9-month analysis
p<0-0001 for non-inferiority
p=0-00034 for superiority

A

1004 —— Drug-coated balloon
. —— Bare-metal stent 159
& 90
0 12
c
% 80 1
3 h
g 704
>
K] 6
‘_;‘s 60
3
Z 50+
5 0
S 404 0
=y
©
1S
=
=
2
4]
s
2
=
©
o

o

Number at risk

Drug-coated balloon 102 102 101 100 97 94 93 8 76 72 66 53 42
Bare-metalstent 108 99 96 90 90 84 79 74 69 61 54 46 40
B
100 .
15— 9-month analysis
90 p<0-0001 for non-inferiority
5 12~ p=0-015 for superiority
§ 80
5 91
& 704
= 6
g 60+
: ER
Ag 50
% 0 T 1 1
S 40 0 3 6 9
S8
ey
£ (O
= 3
S 20
< o] HRO58(95%C1019-177); log-rank p=033
H—'—'—F"
0 T T B T T T T T T T 1
0 3 6 9 12 15 18 21 24 27 30 33 36
Number at risk Follow-up (months)
Drug-coated balloon 102 102 101 100 98 95 94 8 79 75 69 56 46
Bare-metal stent 106 101 98 93 93 87 82 77 74 69 60 53 47

Figure 2: Kaplan-Meier curves of the cumulative proportion of patients with major cardiovascular adverse events

(A) and target-lesion revascularisation (B)
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Major adverse cardiac events at 9 months Major adverse cardiac events
during follow-up
Drug-coated  Bare-metal p value for OR (95% Cl) p value for HR (95% Cl) p value for
balloon stent difference OR HR
Clinical presentation w ) ™ 0-06 (0-01-0-46)  0-0067 0-45 (0-24-0-85) 0-015
Stable coronary artery disease 0/55 6/57 (11%) 0-027 NC . 0-35 (0-11-1-09) 0-069
Acute coronary syndrome 1/47 (2%) 9/49 (18%) 0-016 0-10 (0-01-0-80)  0-030 0-52 (0-24-1-14) 0-10
Diabetes . . . 007 (0-01-0-55)  0-011 0-46 (0-24-0-89) 0021
Yes 0/27 10/52 (19%) 0013 NC . 0-20 (0-05-0-87) 0-032
No 1/75 (1%) 5/54 (9%) 0-035 013 (0-02-117) 0-069 0-68 (0-31-1-52) 0-68
Target vessel diameter* - - - 0-12 (0-03-0-55)  0-0060 0-50 (0-27-0-92) 0-025
<3mm 0/44 3/33 (9%) 0-041 NC D 0-57 (0-17-1-86) 035
>3 mm 2/81 (2%) 11/82 (13%) 0-010 016 (0-04-0.76)  0:021 0-48 (0-24-0-97) 0-040
Bifurcated lesion = . . 012(0:03-052)  0-0051 0-48 (0-26-0-86) 0-018
Yes 0/21 3/15 (20%) 0-032 NC . 0-35(0-10-1:27) 011
No 2/105(2%)  11/102 (11%)  0-085 016 (0-04-0-74)  0:019 0-53 (0-27-1:05) 0-070
All patients 1/102 (1%)  15/106 (14%)  0-00037  0.06 (0-01-0-46)  0.0070 0-45 (0-23-0-86) 0016
Data are n/N (%) unless stated otherwise. Data were adjusted for clinical presentation, diabetes, target vessel diameter, and bifurcated lesions. OR=odds ratio. HR=hazard
ratio. NC=non-calculable because there were no events in at least one of the groups. *Information missing for three (one in the drug-coated balloon group and two in the
bare metal stent group) of 243 vessels.
Table 4: Prespecified subgroup analyses of the proportion of patients with, and the risk of, major adverse cardiac events at 9 months and during follow-up
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INFORMATION FOR AUTHORS

Scope

Journal of Taiwan Society of Cardiovascular Interventions (J Taiwan Soc Cardiovasc Intervent) is an official Journal of
Taiwan Society of Cardiovascular Interventions. It is a peer reviewed journal and aims to publish highest quality material,
both clinical and scientific, on all aspects of Cardiovascular Interventions. It is published on a basis of 6 months.

Article Categories
Reviews, Original Articles, Brief articles including images, Case Reports, Letters to the Editor, Editorial Comments. Please
look into each category for specific requirements and manuscript preparation.

Manuscript Preparation: General Guidelines

Taiwan Society of Cardiovascular Interventions reserves copyright and renewal on all material published. Permission is
required from the copyright holder if an author chooses to include in their submission to Journal of Taiwan Society of
Cardiovascular Interventions any tables, illustrations or other images that have been previously published elsewhere. Copy of
the letter of permission should be included with the manuscript at the time of submission.

Manuscripts should conform to the Uniform Requirements for Manuscripts Submitted to Biomedical Journals (N Engl J
Med 1997;336:309-15). Text should be double-spaced throughout. The Title page, Abstract, Body Text, Acknowledgments,
References, Legends, Tables and Figures should appear in that order on separate sheets of paper. Define all abbreviations at
first appearance, and avoid their use in the title and abstract. Use generic names of drugs.

Covering Letter
The main author should write a covering letter requesting the publication of the manuscript and assuring that the other authors
have read the manuscript and agree to its submission. The editorial board reserves the right to confirm this in case it needs to.

Title Page

The title page should include a Title, full names and affiliations of all authors, and an address, telephone number, facsimile
number and E-mail address for correspondence. Acknowledgment of grant support should be cited. A short Running Title (40
characters or less) should be provided.

Abstract
A concise description (not more than 250 words) of the Purpose, Methods, Results, and Conclusions is required. Give 3-6 key
words for indexing.

Body Text

The text of Original Articles should be divided into Introduction, Materials and Methods, Results and Discussion sections.
Other article types may use other formats as described in specefic guidelines against each category of manuscript below.
Acknowledgments are typed at the end of the text before references.

References

References are cited numerically in the text and in superscript. They should be numbered consecutively in the order in which
they appear. References should quote the last name followed by the initials of the author(s). For less than four authors provide
all names; for more than four, list the first three authors' names followed by "et al.". List specific page numbers for all book
references. Refer to Index Medicus for journal titles and abbreviations. Examples are provided below. Authors are responsible
for the accuracy of the citation information that they submit.

Journals

1. Xu J, Cui G, Esmailian F, et al. Atrial extracellular matrix remodeling and the maintenance of atrial fibrillation.
Circulation 2004;109:363-8.

2. Boos CJ, Lip GY. Targeting the renin-angiotensin-aldosterone system in atrial fibrillation: from pathophysiology to
clinical trials. J Hum Hypertens 2005;19:855-9.

Books

1. Gotto AJ, Farmer JA. Risk factors for coronary artery disease. In: Braunwald E, Ed. Heart Disease: A Textbook of
Cardiovascular Medicine. 3rd ed. Philadelphia: Saunders, 1988:1153-90.

2. Levinsky NG. Fluid and electrolytes. In: Thorn GW, Adams RD, Braunwald E, et al, Eds. Harrison's Principles of
Internal Medicine. 8th ed. New York: McGraw-Hill, 1977:364-75.
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Tables
All tables should be cited, by number, in the text. It should be typed double spaced, give a title to each table and describe all
abreviations or any added relevant information as a footnote. Type each table on a separate page.

Figures & Illustrations

Number figures in the order in which they appear in the text. Figure legends should correspond to figure/illustration numbers
and appear on a separate sheet of paper. Prepare your figures according to your mode of submission:

e-mail Submission: Figures should be submitted in high-resolution TIF format, or alternatively in GIF, JPEG/JPG, or EPS
format. The figures should be placed in separate files, named only with the figure numbers (e.g. "Figurel.tif".)

Regular Mail: Photographs and drawings should be unmounted, glossy prints, 5" X7" in size. Three sets of each illustration
must be submitted in a separate envelope. Label the back of each figure with the title of the article and an arrow indicating the
top of the figure.

Manuscript Preparation: Specific Guidelines

Review Articles. These are scholarly, comprehensive reviews whose aims are to summarize and critically evaluate research in
the field and to identify future implications. Unsolicited reviews may be submitted to the editor-in-chief and will be subject to
approval by the editorial board. Instructions for Title page, Abstract, References, Tables and Illustrations/figures remains the
same. The text can follow independent pattern as per the authors desire, subject to approval of the editorial board.

Original Articles. Clinical human studies and experimental studies will appear in this category. It should not exceed 6,000
words including references and figure legends. It should conform the general pattern of submission i.e., Title page, Abstract,
Body Text, References, Tables and Illustrations/figures.

Brief Articles including images. These will present brief clinical, technical, or preliminary experimental results or
cardiovascular intervention related images and should not exceed 3,000 words. It should conform the general pattern of
submission i.e., Title page, Abstract (< 200 words), Body Text, References, Tables and Illustrations/figures.

Case Reports. Case reports should not exceed 2,000 words in total with not more than 6 authors. Abstract should be less than
150 words. In the body text, the Materials and Methods and Results sections should be replaced with a Case Report(s) section
which should describe the patient's history, diagnosis, treatment, outcome, and any other pertinent information. All other
sections should follow the general format. Only two figures/illustrations are permitted. The number of references should not
exceed 15.

Letters to the Editor. The editors welcome all opinions and suggestions regarding the journal or articles appearing in the
journals. A title for the letter should be provided at the top of the page. The writer's full name should be provided. The Letter
should be no more than 250 words long and may include one table or figure and up to four references. The editorial board
reserves the right to edit any letter received. Author should provide a covering letter, on his/her own letterhead, to the Editor-
in-Chief stating why the Letter should be published. If it is concerning a particular article in Journal of Taiwan Society of
Cardiovascular Intervention it should be within 6 months of that article's publication.

Editorial Comments. These will include invited articles or brief editorial comments representing opinions of local and
foreign experts in cardiovascular medicine and research. They should be 1000-1500 words in length and not more than 20
references should be cited.

Submission of Manuscripts: e-mail submission is preferable

e-mail submission to tsci.med @msa.hinet.net

Please prepare text file or Microsoft Word file for your manuscript. Figures should be submitted in high-resolution TIF
format, or alternatively in GIF, JPEG/JPG, or EPS format. The figures should be placed in separate files, named only with the
figure numbers (e.g. "Figurel.tif".)

Regular Mail: Three copies any kind of Manuscripts including figures/illustrations should be submitted to:

Editorial Office, Taiwan Society of Cardiovascular Interventions,

16F-18, No.50, Sec. 1, Zhongxiao W. Rd., Taipei 10041, Taiwan, R.O.C.

Time Line
The first decision will be made within 6 weeks from receipt of the manuscript. Once a manuscript, if sent by regular mail has
been accepted, it should be submitted on a compact disc as a text file or Microsoft Word file.

Author Reprints and Costs

Fifty reprints of each article will be furnished to authors free of charge. Additional reprints will be charged at a rate of US$20
per 50 copies. No charges will be instituted for articles less than seven printed pages. The cost of color reproductions will be
borne by the author.



