CARVAR

- Rationale and results -
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Procedure
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Without Concurrent CABG

In-Hospital
Mortality

With Concurrent CABG

In-Hospital
Mortality
(95% CI) No. (95% CI)

lsolated aortic valve
replacement

First-time
Repeat
Owerall

Multiple valve replacement
First-time

Repeat

Owerall

n = 46,397 (95% Confidence inter

43% 71,831
(355.1) (18,868 _24,793)
2% 1,489
(47-11.6) (1,194-1,784)

45%, 23,319
(3.8-5.4) (18,806-27,831)

2,645
(2,039-3,252)
512
(377-648)

7.6% 18,213
(6.7—8.6) (15,490-20,935)
17.7% 621
(10.7-24.7) (451-792)
8.0% 18,834
(7.0-9.0) (14,972-22,696)

s

(686-1,224)

CABG = coronary artery bypass gram;

Ann Thorac Surg 2000;70:1939-45.




| Males
1 Females

In-hospatal
myortality (%) "

M- 25- 30- 35 40 45 S 55- 60- 65 e T3 Bl B5- 90

24 20 3 39 M 49 54 59 o4 69 T4 T B4 B0 8

Ape Caterory

Ann Thorac Surg 2000;70:1939-45.




Tissue < 65
— — Mechanical < 65
— Tissue = 65

~— -~. 7777 Mechanical =65
— —

% Survival (mean S \

lyear Syears 10 years 15 years
— 94+2 3 8BO0x4.0 6749 5559
— =-05+1.4 8Fx24 7T3z38 61153
— 8B8+1.4 T1x2.2 40+3.2 17+3.4
———g1+1.4 T1+2.4 309+31 17438
- °r
0 5 10
Years

™
=
c
=
7]
=<

Nurber at lrnferval
111 75 20
Gd
58
70

J Thorac Cardiovasc Surg 2001,;122:257-69.
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Atrial systole 1I Atrial systole 1 Reduced filling i Reduced filling 1 Rajpid filling







Shape and diameter change of aortic
root from AV closure to AV opening

LV compartment pressure change:

100->0->80 mmHg (shrink-> expand)

Aortic compartment pressure change:
100> 80mmHg
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Cystic medial
necrosis
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Systole : Facilitate ejection, Diastole : Shock absorber

6.3 ° at systole

Diastole




A4l

Synchronized movement with IV septum muscle Resistant to IV septum movement

Aortic root base(ILT) Commissure level

R-L> L-N > N-R

LV compartment(low p.) Aortic compartment(high p.)
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M= el 2010 2011 2012 A

3 1

Coronary stenosis (2008 (2009)

1 1

Residual AR (2008) (2008)

2 1 3

008) = (008 52008

I/E

Progressive sinus
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Proximal Coronary Artery Stenosis after Direct Coronary Artery Ostial Perfusion

-Report of 3 Cases-

Jae Hyun Kim, M.D.*, Chan Young Na, M.D.*, Sam Se Oh, M.D.*, Kil Soo Yie, M.D.*, Sung Ho Shinn, M.D.*

Proximal coronary artery stenosis after direct coronary artery ostial perfusion is an infrequent but life-threatening
complication. We had been experienced 3 cases of proximal coronary artery stenosis related to direct ostial perfu-
sion since September, 2000. And now we report the cases.

(Korean J Thorac Cardiovasc Surg 2006;39:706-709)

Key words: 1. Coronary artery pathology
2. Stenosis
3. Coronary disease
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