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(57) ABSTRACT 

The symptoms of congenital heart failure are addressed in 
this surgical procedure for mounting a patch in the ventricle 
of the heart to reduce ventricular volume. Placement of the 
patch is facilitated by palpating a beating heart to identify 
akinetic, although normal appearing, tissue. An apical patch 
having an oval con?guration facilitates return of the heart to 
a normal apical shape Which enhances muscle ?ber ef? 
ciency and a normal Writhing pumping action. An inferior 
patch having a triangular con?guration can also be used. The 
patches include a semi-rigid ring, and a circumferential rim 
to address bleeding. Patch placement is further enhanced by 
creating a Fontan-type neck and use of pledged sutures. 
Intraoperative vasculariZation and valve replacement is eas 
ily accommodated. Increased injection fraction, reduced 
muscle stress, improved myocardial protection, and ease of 
accurate patch placement are all achieved With this proce 
dure. 
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ANTERIOR AND INFERIOR SEGMENT 
VENTRICULAR RESTORATION APPARATUS AND 

METHOD 

BACKGROUND OF THE INVENTION 

[0001] 1. Field of the Invention 

[0002] This invention relates generally to surgical meth 
ods and apparatus for addressing ischemic cardiomyopathy, 
and more speci?cally to methods and apparatus for restoring 
the architecture and normal function of a mammalian heart. 

[0003] 2. Discussion of the Prior Art 

[0004] The function of a heart in an animal is primarily to 
deliver life-supporting oxygenated blood to tissue through 
out the body. This function is accomplished in four stages, 
each relating to a particular chamber of the heart. Initially 
deoxygenated blood is received in the right auricle of the 
heart. This deoxygenated blood is pumped by the right 
ventricle of the heart to the lungs Where the blood is 
oxygenated. The oxygenated blood is initially received in 
the left auricle of the heart and ultimately pumped by the left 
ventricle of the heart throughout the body. It can be seen that 
the left ventricular chamber of the heart is of particular 
importance in this process as it is relied upon to pump the 
oxygenated blood initially through a mitral valve into and 
ultimately throughout the entire vascular system. 

[0005] A certain percentage of the blood in the left ven 
tricle is pumped during each stroke of the heart. This 
pumped percentage, commonly referred to as the ejection 
fraction, is normally about sixty percent. It can be seen that 
in a heart having a left ventricular volume such as seventy 
milliliters, an ejection fraction of sixty percent Would deliver 
approximately 42 milliliters of blood into the aorta. A heart 
With reduced left ventricular volume might have an ejection 
fraction of only 40% and provide a stroke volume of only 28 
millimeters. RealiZing that the heart is part of the body 
tissue, and the heart muscle also requires oxygenated blood, 
it can be appreciated that the normal function of the heart is 
greatly upset by clotting or closure of the coronary arteries. 
When the coronary arteries are blocked, an associate portion 
of the heart muscle becomes oxygen-starved and begins to 
die. This is clinically referred to as a heart attack. Ischemic 
cardiomyopathy typically occurs as the rest of the heart 
dilates in an attempt to maintain the heart’s output to the 
body. 

[0006] As the ischemic area loses its contraction, the area 
of dilatation is restricted to the remaining muscle. The three 
regions of typical infraction include, 1) the anterior Wall 
septum and anterolateral Wall Which are supplied by the 
anterior descending coronary artery; 2) the septum and 
inferior Wall supplied by the left anterior artery and the right 
coronary artery Which narroWs due to the heart’s elliptical 
shape; and 3) the lateral Wall supplied by the circum?ex 
artery Which perfuses the lateral Wall including the papillary 
muscle attachments to the ventricular Wall. 

[0007] As the ischemic cardiomyopathy progresses, the 
various structures of the heart are progressively involved 
including the sternum, the apex and the anterolateral Wall of 
the left ventricle. Within a particular Wall, the blood star 
vation begins at the inside of the Wall and progresses to the 
outside of the Wall. It can be seen that addressing ischemic 
cardiomyopathy shortly after the heart attack can limit the 
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detrimental effects to certain elements of the heart structure, 
as Well as the inner most thicknesses of the Walls de?ning 
those structures. 

[0008] Attorney Docket: CA-5729-GBAs a heart muscle 
is denied blood nourishment support, its ability to partici 
pate, let alone aid, in the cardiac pumping function, is 
greatly diminished and typically nil. Such muscle is com 
monly referred to as akinetic, meaning it does not move. In 
some cases the Wall Will form elastic scar tissue Which tends 
to balloon in response to the pumping action. This muscle 
tissue is not only akinetic, in that it does not contribute to the 
pumping function, but it is in fact dyskinetic, in that it 
detracts from the pumping function. 

[0009] The akinetic tissue Will, in addition to not contract 
ing, cause cardiac enlargement due to dilatation or loss of its 
contractile capacity. The dilatation Will Widen, and thereby 
change the ?ber orientation of the remaining muscle in the 
left ventricle. This Will make the ventricle spherical, and 
change it from the normal elliptical form Which optimiZes 
contraction. 

[0010] The shape of the ventricle is normally elliptical or 
conical With an apex that alloWs a 60 degree ?ber orientation 
of the muscle. This orientation ensures ef?cient development 
of intramuscular torsion to facilitate the pumping of blood. 
Compression of the left ventricular cavity occurs by tor 
sional defamation Which thickens the left ventricular Wall. 
This increases progressively from the mid-ventricular Wall 
to the apex. As a result, maintenance of the apical anchor is 
a central theme of cardiac contraction. 

[0011] Perhaps the most notable symptom of ischemic 
cardiomyopathy is the reduction in the ejection fraction 
Which may diminish, for example, from a normal sixty 
percent to only tWenty percent. This results clinically in 
fatigue, and inability to do stressful activities, that require an 
increase in output of blood from the heart. The normal 
response of the heart to a reduction in ejection fraction is to 
increase the siZe of the ventricle so that the reduced per 
centage continues to deliver the same amount of oxygenated 
blood to the body. By Way of example, the volume of the left 
ventricle may double in siZe. Furthermore, a dilated heart 
Will tend to change its architecture from the normal conical 
or apical shape, to a generally spherical shape. The output of 
blood at rest is kept normal, but the capacity to increase 
output of blood during stress (i.e., exercise, Walking) is 
reduced. Of course, this change in architecture has a dra 
matic effect on Wall thickness, radius, and stress on the heart 
Wall. In particular, it Will be noted that absent the normal 
conical shape, the tWisting motion at the apex, Which can 
account for as much as one half of the pumping action, is 
lost. As a consequence, the more spherical architecture must 
rely almost totally on the lateral squeeZing action to pump 
blood. This lateral squeeZing action is inef?cient and very 
different from the more efficient tWisting action of the heart. 
The change in architecture of the heart Will also typically 
change the structure and ability of the mitral valve to 
perform its function in the pumping process. Valvular insuf 
?ciency can also occur due to dilatation. 

[0012] A major determinant of both cardiac oxygen 
requirement and ef?ciency is based upon a formula Where 
stress or pressure is multiplied by the radius and divided by 
tWice the thickness of the cardiac Wall. Increasing stress 
reduces contractility or rejecting capacity, and raises energy 
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requirements in the remaining contracting muscle. As the 
shape changes from elliptical to spherical, Wall stress 
increases thereby demanding higher energy from the 
remaining cardiac muscle. This dilation, Which occurs ante 
riorly, effects the septum, apex and anterolateral Wall. Thus, 
the normally oval apex becomes more spherical due to 1) a 
loss of infarcted muscle, and 2) dilation of the remaining 
contracting muscle. 

[0013] With inferior coronary artery involvement, the 
inferior Wall, septum, and apex are affected. These elements 
form, naturally a myocardial triangle, With a base adjacent to 
the mitral valve, and the septum and free lateral Walls 
forming the planes going to the cardiac apex. As the triangle 
becomes Widened, due to loss of contracting muscle after 
infraction, the same form of ventricular dilatation occurs. 
HoWever, instead of making the oval ventricle into a sphere 
in the anterior segment, With subsequent enlargement (dila 
tation) of the non-infarcted remaining contracting muscle, 
there is an increase in the triangle inferiorly. As a result, 
there is an increase in both the transverse diameter as Well 
as the longitudinal dimension. Thus, inferior coronary 
involvement results in dilatation of the entire inferior seg 
ment. 

[0014] Although the dilated heart may be capable of 
sustaining life, it is signi?cantly stressed and rapidly 
approaches a stage Where it can no longer pump blood 
effectively. In this stage, commonly referred to as congestive 
heart failure, the heart becomes distended and is generally 
incapable of pumping blood returning from the lungs. This 
further results in lung congestive and fatigue. Congestive 
heart failure is a major cause of death and disability in the 
United States Where approximately 400,000 cases occur 
annually. 

[0015] FolloWing coronary occlusion, successful acute 
reperfusion by thrombolysis, (clot dissolution) percutaneous 
angioplasty, or urgent surgery can decrease early mortality 
by reducing arrhythmias and cardiogenic shock. It is also 
knoWn that addressing ischemic cardiomyopathy in the 
acute phase, for example With reperfusion, may salvage the 
epicardial surface. Although the myocardium may be ren 
dered akinetic, at least it is not dyskinetic. Post-infarction 
surgical revasculariZation can be directed at remote viable 
muscle to reduce ischemia. HoWever, it does not address the 
anatomical consequences of the akinetic region of the heart 
that is scarred. Despite these techniques for monitoring 
ischemia, cardiac dilation and subsequent heart failure con 
tinue to occur in approximately ?fty percent of post-infarc 
tion patients discharged from the hospital. 

[0016] The distribution of heart failure is more common 
With occlusion of the left anterior descending coronary 
artery (LAD) due to its perfusion of the apex. But, this can 
also occur With inferior infarction, especially if there is 
inadequate blood supply to the apex due to 1) prior damage 
to the left anterior descending artery, or 2) inadequate blood 
supply due to stenosis or poor function. In general, the 
distribution of ischemia is 45% anterior, 40% inferior, and 
15% circum?ex. HoWever, the incidence of congestive heart 
failure is more common in the anterior infarction. 

[0017] Various surgical approaches have been taken pri 
marily to reduce the ventricular volume. This is also 
intended to increase the ejection fraction of the heart. In 

Jan. 22, 2004 

accordance With one procedure, viable muscle is removed 
from the heart in an attempt to merely reduce its volume. 
This procedure, Which is typically accomplished on a beat 
ing heart, has been used for hearts that have not experienced 
coronary disease, but nevertheless, have dilated due to 
leaking heart valves. Other attempts have been made to 
remove the scarred portion of the heart and to close the 
resulting incision. This has also had the effect of reducing 
the ventricular volume. 

[0018] In a further procedure, a round, circular patch has 
been proposed for placement typically in the lateral ven 
tricular Wall. Unfortunately, providing the patch With a 
circular shape has alloWed the dilated heart to remain 
someWhat enlarged With a thin and over-stressed Wall sec 
tion. The exact placement of the patch has been visually 
determined using only a visual indication Where the typi 
cally White scar tissue meets the typically red normal tissue. 
Location of the patch has been facilitated in a further 
procedure Where a continuous suture has been placed around 
the ventricular Wall to de?ne a neck for receiving the patch. 
The neck has been formed in the White scar tissue rather than 
the soft viable muscle. This procedure has relied on car 
dioplegia methods to stop the beating of the heart and to aid 
in suture placement. 

[0019] In the past, the patch has been provided With a ?xed 
or semi-rigid Wall Which has prevented the muscle from 
becoming reduced to an apical anchor Which facilitates the 
tWisting motion. The patches have had a ?xed planar con 
?guration Which have prevented the lateral muscle from 
coapting to form an apex. 

[0020] These surgical procedures have been met With 
some success as the ejection fraction has been increased, for 
example, from tWenty-four percent to forty-tWo percent. 
HoWever, despite this level of success, little attention has 
been paid to myocardial protection, the potential for moni 
toring the Writhing action associated With apical structure, or 
the preferred structure for the patch. Failure to protect the 
heart during restoration of the segment has increased hos 
pital mortality, morbidity, and irreversibly damaged some 
normal muscle needed to maintain the heart’s output. 

SUMMARY OF THE INVENTION 

[0021] The procedure of the present invention is prefer 
ably performed on a beating heart. This is believed to greatly 
improve the myocardial protection during the restoration 
process. The procedure further bene?ts from the beating of 
the heart by providing a palpable indication of preferred 
patch placement. As opposed to prior procedures, the pri 
mary intent is to exclude, not only the budging dyskinetic 
segments, but also the non-contracting akinetic segments of 
the heart Which do not contribute to the pumping action. As 
a result, akinetic segments, despite a normal visual appear 
ance, can be included for exclusion in this procedure. The 
process may include an endoventriclar Fontan suture, but the 
stitch Will typically be placed in normal tissue With palpable 
guidance rather than in scar tissue and only a visual deter 
mination. 

[0022] Anon-circular, anatomically-shaped, typically oval 
patch is proposed and may be formed of a sheet material 
such as mammalian ?xed pericardium. The patch may 
include a continuous ring Which separates the body of the 
material from a hemostatic rim or ?ange Which facilitates 
bleeding control. The patch is ?xed to the Fontan neck 
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preferably using pledgeted, interrupted sutures to secure 
patch placement and avoid distortion. Closure of the 
excluded ventricle over the hemostatic patch avoids dead 
space and provides security against patch leaks and resulting 
expansion. 
[0023] For anterior infarction, the Fontan suture Will 
change the spherical circular muscle evident by ventricular 
opening, to an oval con?guration Which conforms more 
precisely to the elliptical or gothic ventricular con?guration. 

[0024] For inferior infarction, the endoventricular suture is 
placed to reform the triangle (i.e. septum, apeX, inferior 
Wall) that becomes enlarged by the noncontractile muscle 
after infarction. This muscle can either appear normal, be 
scarred trabecularly, or scarred completely to diverge from 
the normal triangular smaller siZe con?guration. The intent 
is to “retriangulate” the inferior Wall to its more normal 
con?guration. 
[0025] The restoration of an anatomically shaped apeX 
With an oval patch may include the conical con?guration of 
the patch to ensure progressive re-creation of the cone by the 
improving muscle. For this reason, the ring (attached to the 
more normal remaining muscle but not the contracting 
muscle) should be completely pliable (not rigid or semi 
rigid) to alloW reformation of the cone by contracting 
muscle. As cardiac output improves With ventricular volume 
reduction and Wall motion, contractility increases during 
healing. A semi-rigid cone or apical patch can ?X this 
transverse diameter to prevent coaptation. 

[0026] The use of a conical apical patch may avoid closure 
of the muscle of the eXcluded area over the patch to thereby 
alloW the normal re-con?guration to occur. For this reason, 
it may be desirable to make the rim of the patch (the border 
that is not connected to the interventricular chain) to be 
relatively Wide. In this case, a 1-2 centimeter siZe Will 
typically alloW the material surface (i.e. pericardium fascia 
or other soft element) to be coapted to remaining muscle for 
hemostatic purposes. Thus, the closure of the muscle over 
the patch can be avoided Without limiting restoration of the 
apical con?guration if bleeding occurs beneath the closed 
muscle. 

[0027] These and other features and advantages of the 
invention Will become more apparent With a description of 
preferred embodiments and reference to the associated 
draWings. 

DESCRIPTION OF THE DRAWINGS 

[0028] FIG. 1 is a perspective vieW of the abdominal 
cavity of a human body shoWing the heart in cross section; 

[0029] FIG. 2 is a front plan vieW of the heart shoWing 
coronary arteries Which feed the septum, apeX and lateral 
Wall of the myocardium; 

[0030] FIG. 3 is a aXial cross section vieW of the ven 
tricular portions of the heart illustrating a dilated, generally 
spherical left ventricle; 

[0031] FIG. 4 is an anterior elevation vieW of the heart 
With an incision into the left ventricle through dyskinetic 
scar tissue; 

[0032] FIG. 5 is an anterior elevation vieW similar to FIG. 
4 Where the incision is made in marbled akinetic tissue; 

Jan. 22, 2004 

[0033] FIG. 6 is an anterior elevation vieW similar to FIG. 
5 illustrating the incision made in normal-looking akinetic 
tissue; 

[0034] FIG. 7 is a aXial cross section vieW of the left 
ventricle shoWing the surgeon’s hand palpating the mycar 
dium to de?ne an imaginary circumferential line of separa 
tion betWeen viable and akinetic tissue; 

[0035] FIG. 8 is a aXial cross section vieW similar to FIG. 
7 illustrating the palpating heart and a preferred Zone of 
placement for a patch associated With the present invention; 

[0036] FIG. 9 is an anterior elevation vieW similar to FIG. 
4 and illustrating placement of a Fontan stitch in the ven 
tricular Wall; 

[0037] FIG. 10 is an aXial cross section vieW taken along 
lines 10-10 of FIG. 9 and illustrating a Fontan neck created 
by the Fontan stitch; 

[0038] FIG. 11 is a side elevation vieW of the opening 
illustrated in FIG. 9 With the Fontan suture tightened to 
facilitate the natural oval formation of the opening; 

[0039] FIG. 12A is a plan vieW of sheet material included 
in one embodiment of the patch associated With the present 
invention; FIG. 12B is a cross section vieW taken along lines 
12B-12B of FIG. 12A and illustrating the sheet material in 
a concave con?guration; 

[0040] FIG. 13 is a top plan vieW of a ring associated With 
the patch of the present invention; 

[0041] FIG. 14 is a circumferential cross section taken 
along lines 14-14 of FIG. 13; 

[0042] FIG. 15 is a top plan vieW shoWing the sheet 
material and ring combined to form one embodiment of the 
patch of the present invention; 

[0043] FIG. 16 is a cross section vieW of the patch taken 
along lines 16-16 of FIG. 15; 

[0044] FIG. 17 is a cross section vieW similar to FIG. 12B 
and illustrating the sheet material in a conveX con?guration; 

[0045] FIG. 18 is a cross section vieW similar to FIG. 16 
and illustrating the ring disposed on a concave surface of the 
sheet material; 

[0046] FIG. 19 is a cross section vieW similar to FIG. 18 
and illustrating the ring sandWiched betWeen tWo pieces of 
the sheet material; 

[0047] FIG. 20 is a cross section vieW similar to FIG. 19 
and illustrating the ring sandWiched betWeen tWo pieces of 
material, but having only a single layer in the center of the 
patch; 

[0048] FIG. 21 is an anterior elevation vieW similar to 
FIG. 11 and illustrating the placement of pledgeted, inter 
rupted sutures engaging the patch in a remote location; 

[0049] FIG. 22A is an aXial cross section vieW of the left 
ventricle illustrating the patch being moved along the inter 
rupted sutures from the remote location to the Fontan neck; 

[0050] FIG. 22B is a perspective vieW similar to FIG. 21 
and illustrating an alternative method for placement of 
interrupted sutures; 
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[0051] FIG. 23 is an axial cross section vieW similar to 
FIG. 22 and illustrating the patch in its ?nal disposition 
against the Fontan neck, and further illustrating use of the 
hemostatic rim to control bleeding; 

[0052] FIG. 24 is an axial cross section vieW of the 
ventricular portion of the heart, With the patch mounted in 
place, the ventricle Wall restored to its apical con?guration, 
and the lateral ventricular Wall closed in overlapping rela 
tionship With the septum Wall next to the patch; 

[0053] FIG. 25 illustrates a front elevation vieW of the 
heart after it has been lifted from the chest cavity and its 
apex has been rotated backWardly about its base to expose 
the inferior Wall of the heart; 

[0054] FIG. 26 is a front elevation vieW similar to FIG. 25 
and illustrating an incising step in a method for patching the 
inferior Wall of the heart; 

[0055] FIG. 27 is a front elevation vieW similar to FIG. 26 
and illustrating the preferred placement of basting sutures to 
retriangulate the inferior Wall of the heart; 

[0056] FIG. 28 is a front perspective vieW of a preferred 
embodiment of an inferior patch; being sutured to the heart 
of FIG. 27; 

[0057] FIG. 29 is a front elevation vieW similar to FIG. 28 
and illustrating ?nal placement of the patch With a circum 
ferential rim extending outWardly of the ventricle along the 
inner surface of the inferior Wall; and 

[0058] FIG. 30 is a front elevation vieW similar to FIG. 29 
and illustrating ?nal suturing of the circumferential rim to 
the inner surface of the inferior Wall. 

DESCRIPTION OF PREFERRED 
EMBODIMENTS AND BEST MODE OF THE 

INVENTION 

[0059] Abdominal portions of the human body are illus 
trated in FIG. 1 and designated by the reference numeral 10. 
The body 10 is merely representative of any mammalian 
body having a heart 12 Which pumps blood containing 
nutrients and oxygen, to vitalize tissue in all areas of the 
body 10. Other organs of particular importance to this blood 
circulation process include the lungs 14 and 16, and the 
vasculature of the body 10 including arteries Which carry 
blood aWay from the heart 12 and veins Which return blood 
to the heart 12. 

[0060] The heart 12 typically includes four chambers, a 
right auricle 18, a right ventricle 21, a left auricle 23 and a 
left ventricle 25. In general, the auricles 18 and 23 are 
receiving chambers Which the ventricles 21 and 25 are 
pumping chambers. Each of these chambers 18-25 is asso 
ciated With a respective function of the heart 12. For 
example, it is the purpose of the right auricle 18 to receive 
the deoxygenated blood returning in the veins of the body 
10, such as the femoral vein 27. From the right auricle 18, 
the deoxygenated blood passes into the right ventricle 21 
from Which it is pumped through a pulmonary artery 30 to 
the lungs 14 and 16. 

[0061] Within the lungs 14 and 16, the deoxygenated 
blood is reoxygenated and returned to the left auricle 23 of 
the heart 12 through a pulmonary vein 32. From this 
chamber, the oxygenated blood passes through a mitral 
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valve 34 into the left ventricle 25. With each beat of the heart 
12, the left ventricle 25 contracts pumping the oxygenated 
blood into the arteries of the body, such as the femoral artery 
36. 

[0062] The shape of the normal heart 12 is of particular 
interest as it dramatically affects the Way that the blood is 
pumped. It Will be noted, for example, that the left ventricle 
25, Which is the primary pumping chamber, is someWhat 
elliptical, conical or apical in shape in that it is longer than 
it is Wide and descends from a base 35 With a decreasing 
cross-sectional circumference, to a point or apex 37. The left 
ventricle 25 is further de?ned by a lateral ventricle Wall 38, 
and a septum 41 Which extends betWeen the atrium 18, 23, 
and betWeen the ventricles 21, 25. The mitral valve 34 is 
situated in an antero-ventricular junction 42 Which extends 
laterally betWeen the atrium 18, 23, and ventricles 21, 25. 
The “base” of the inferior muscle is also in this general 
location. This Wide base 35 extends to the apex 37 on the 
inferior cardiac surface. In the area of the base 35, the 
muscle is relatively ?at or slightly spherical compared to the 
curvilinear form in the anterior Wall. The muscle ?ber 
orientation is maintained at approximately 60 degrees from 
base 35 to apex 37 to maintain the torsional gradient Which 
facilitates ejection. This orientation of ?bers changes to 
accentuate ejection, With less tWisting at the base 35 and 
more tWisting at the apex 37. 

[0063] On the backside, the heart 12 has an inferior Wall 
44 that is not curved or linear, but rather ?at or slightly 
spherical in con?guration. This inferior Wall 44 extends 
from the antero-ventricular junction 42, at the Wide area of 
the heart, toWard the apex 37. 

[0064] The pumping of the blood from the left ventricle 25 
is accomplished by tWo types of motion. One of these 
motions is a simple squeezing motion Which occurs betWeen 
the lateral Wall 38 and the septum 41 as illustrated by the 
arroWs 43 and 45, respectively. The squeezing motion 
occurs as a result of a thickening of the muscle ?bers in the 
myocardium. This compresses the blood in the ventricle 
chamber 25 and ejects it into the body 10. The thickening is 
reduced in diastole (When the heart is contracting) and 
increased in systole (When the heart is ejecting). This is seen 
easily by echocardiogram, and can be routinely measured. 

[0065] In addition to the squeezing, there is a tWisting of 
?bers that results in thickening of the ventricular Wall, and 
shortening of the muscle from the base 35 to the apex 37. 
This is the predominant aspect of left ventricle systole. The 
muscle untWists after tWisting (When the heart is prepared to 
?ll) during the ?rst third of ventricular relaxation. 

[0066] The tWisting or Writhing motion Which begins at 
the apex 37 and rises toWard the base 35, as shoWn by the 
arroW 47. The rising Writhing motion occurs because the 
heart muscle ?bers run in a circular or spiral direction 
around the heart 12. When these ?bers constrict, they cause 
the heart to tWist initially at the small area of the apex 37, 
but progressively and ultimately to the Wide area of the base 
35. 

[0067] Recent studies by MRI shoW that tWisting in sys 
tole accounts for approximately 80% of stroke volume, 
While untWisting (in diastole) accounts for 80% of left 
ventricle ?lling. This tWisting and untWisting occurs in the 
same muscle segments, as the ventricle shortens during 
ejection and lengthens after blood is ejected. 
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[0068] The amount of blood pumped from the left ven 
tricle 25 divided by the amount of blood available to be 
pumped is referred to as the ejection fraction of the heart 12. 
Generally, the higher the ejection fraction the more healthy 
the heart. A normal heart, for example, may have a total 
volume of one hundred milliliters and an ejection fraction of 
sixty percent. Under these circumstances, 60 milliliters of 
blood are pumped With each beat of the heart 12. It is this 
volume of blood in the normal heart of this example, that is 
pumped With each beat to provide nutrients including oxy 
gen to the muscles and other tissues of the body 10. 

[0069] The muscles of the body, of course, include the 
heart muscle or myocardium Which de?nes the various 
chambers 18-25 of the heart 12. This heart muscle also 
requires the nutrients and oxygen of the blood in order to 
remain viable. With reference to FIG. 2, it can be seen that 
the anterior or front side of the heart 12 receives oxygenated 
blood through a common artery 50 Which bifurcates into a 
septal artery branch 52, Which is directed toWard the septum 
41, and an anterior descending artery 54 Which is directed 
toWard the apex 37 and the lateral ventricle Wall 38. 

[0070] The inferior Wall 44 is supplied by the right coro 
nary artery Which also perfuses the septum 41. This Wall 44 
forms a triangle Which extends from the base 35 to the apex 
37. Consequently, the apex 37 is supplied by both the 
anterior descending artery and the right coronary artery. 

[0071] When a blockage occurs in one of these coronary 
arteries, that portion of the heart muscle Which is fed by the 
blocked artery no longer receives the oxygen needed to 
remain viable. These blockages typically occur in the com 
mon artery 50 and in the septal artery branch 52. When the 
common artery is involved, the septum 41, apex 37 and 
lateral Wall 38 all become ischemic or oxygen deprived. 
When only the septal artery branch 52 is involved, the 
ischemic symptoms are limited primarily to the septum 41 
and the apex 37. In this latter case, the septum 41 is almost 
alWays affected, the apex 31 is usually affected, and the 
lateral Wall 38 is sometimes affected. 

[0072] As the ischemia progresses through its various 
stages, the affected myocardium dies losing its ability to 
contribute to the pumping action of the heart. The ischemic 
muscle is no longer capable of contracting so it cannot 
contribute to either squeezing or the tWisting motion 
required to pump blood. This non-contracting tissue is said 
to be akinetic. In severe cases the akinetic tissue, Which is 
not capable of contracting, is in fact elastic so that blood 
pressure tends to develop a bulge or expansion of the 
chamber. This is particularly detrimental as the limited 
pumping action available, as the heart 12 loses even more of 
its energy to pumping the bulge instead of the blood. 

[0073] The body’s reaction to ischemic infraction is of 
particular interest. The body 10 seems to realiZe that With a 
reduced pumping capacity, the ejection fraction of the heart 
is automatically reduced. For example, the ejection fraction 
may drop from a normal sixty percent to perhaps tWenty 
percent. RealiZing that the body still requires the same 
volume of blood for oxygen and nutrition, the body causes 
its heart to dilate or enlarge in siZe so that the smaller 
ejection fraction pumps about the same amount of blood. As 
noted, a normal heart With a blood capacity of seventy 
milliliters and-an ejection fraction of sixty percent Would 
pump approximately 42 milliliters per beat. The body seems 

Jan. 22, 2004 

to appreciate that this same volume per beat can be main 
tained by an ejection fraction of only thirty-percent if the 
ventricle 25 enlarges to a capacity of 140 milliliters. This 
increase in volume, commonly referred to as “remodeling” 
not only changes the volume of the left ventricle 25, but also 
its shape. The heart 12 becomes greatly enlarged and the left 
ventricle 25 becomes more spherical in shape losing its apex 
37 as illustrated in FIG. 3. In this vieW, the stippled area of 
cross section shoWs the ischemic or infracted region of the 
myocardium. 

[0074] On the level of the muscle ?bers, it has been noted 
that dilation of the heart causes the ?bers to reorient them 
selves so that they are directed aWay from the inner heart 
chamber containing the blood. As a consequence, the ?bers 
are poorly oriented to accomplish even the squeeZing action 
as the lines of force become less perpendicular to the heart 
Wall. It Will be noted that this change in ?ber orientation 
occurs as the heart dilates and moves from its normal 
elliptical shape to its dilated spherical shape. The spherical 
shape further reduces pumping ef?ciency since the ?bers 
Which normally encircle the apex to facilitate Writhing are 
changed to a more ?attened formation as a result of these 
spherical con?gurations. The resulting orientation of these 
?bers produce lines of force Which are also directed laterally 
of the ventricle chamber 25. Thus, the dilatation and result 
ing spherical con?guration greatly reduce contraction ef? 
ciency. It also raises myocardial oxygen demands as tor 
sional defamation (strain) increases. When a remote muscle 
is supplied by a non-occluded vessel under stress, the remote 
muscle tends to contract inef?ciently. 

[0075] Although the remodeling of the heart 12 by the 
body 10 helps in maintaining the blood ?oW, it places the 
heart Wall under considerable stress Which eventually can 
result in congestive heart failure. While myocardial 
ischemia or infarction is the primary cause of death and 
disability in this country, congestive heart failure is certainly 
the secondary cause With over 400,000 cases reported annu 
ally. It is this post-infarction congestive heart failure Which 
is a primary focus of the present invention. 

[0076] As noted, successful acute reprefusion by throm 
bolysis, percutaneous angioplasty, or urgent surgery can 
decrease early mortality by reducing arrhythmia and cardio 
genic shock. These procedures applied in the early stages of 
ischemia can also aid in salvaging the epicardial surface of 
the myocardium and thereby prevent akinetic tissue from 
becoming dyskinetic. NotWithstanding these knoWn meth 
ods of intervention, cardiac dilation and subsequent conges 
tive heart failure occur in approximately ?fty percent of the 
post-infarction patients. Ventricular volume is not excessive 
or >100 ml/m2 left ventricular end systolic volume. The 
akinetic lateral Wall may contain non-functional (contractile 
tissue) that is hibernating. This indicates viable tissue that 
improves contraction several months after complete revas 
culariZation or When ventricular volume is reduced to pro 
duce a more normal ventricular contour (i.e. ellipse). This 
recovery after revasculariZation can occur only When ven 
tricular volume is not very large, or the left ventricular end 
systolic volume index>100 ml/m2. This aspect of recovery 
of akinetic hibernating muscle is potentially important When 
the ventricular shape is changed surgically to go from a 
sphere (failing heart) to a conical or apical (more normal 
con?guration) contour. 
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[0077] The procedure of the present invention addresses 
the effects of myocardial infraction using a cardioprotective 
approach to restore the geometry of the left ventricle. This 
is not a “remodeling” procedure automatically produced by 
the body 10, nor a “reconstructive” procedure Which leaves 
the heart With other than a normal geometry. Rather, this is 
a procedure Which attempts to “restore” the normal geom 
etry, and particularly the apical con?guration of the left 
ventricle 25. The procedure reduces the volume of the left 
ventricle 25, but also increases the percentage of the ven 
tricle Wall Which is viable. This greatly increases the ejection 
fraction of the heart and signi?cantly reduces heart stress. 

[0078] With a primary purpose of reducing the left ven 
tricle volume, the intent of the procedure initially is to 
remove that portion of the Wall Which is not capable of 
contracting. This, of course, includes the scarred dyskinetic 
segments, Which are easy to visualiZe, but may also include 
akinetic segments, Which do not contract despite their nor 
mal appearance. 

[0079] An incision 61 is cut into the myocardial Wall of the 
dilated heart 12 as illustrated in FIG. 4. If the surrounding 
tissue is dyskinetic, it Will typically be formed entirely of 
thin, elastic scar tissue. It is the elasticity of this scar tissue 
Which causes the detrimental ballooning or bulging effects 
previous discussed. 

[0080] In some cases, the tissue surrounding the incision 
61 Will be someWhat marbled as illustrated in FIG. 5 With 
patches of both scar tissue 63 and viable red tissue 65. This 
marbled tissue is often characterized by trabeculae 67 Which 
form ridges along the inner surface or endothelium of the 
Wall. In spite of the presence of some viable tissue 65, these 
marbled Walls of the heart 12 may nevertheless be akinetic. 

[0081] With reference to FIG. 6, it is apparent that the 
akinetic portion of the myocardium may even appear to be 
viable With an absence of White scar tissue and the presence 
of a full red color. Nevertheless, these portions are akinetic 
and offer no positive effect to the pumping process. 

[0082] Given these factors, it is apparent that a determi 
nation as to Where the akinetic portions begin and end cannot 
be a visual determination as relied on by the prior art. 
Although the visual appearance may be of some value in this 
determination, ultimately, one must palpate the tissue as 
illustrated in FIG. 7. Note that this emphasiZes the impor 
tance of performing the restorative surgery on a beating 
heart. By palpating the myocardial Wall, one can feel Where 
the contractions of the lateral ventricular Wall 38 and the 
septum 41 begin and end. Without regard for color or other 
properties visually distinguishable, the palpating Will usu 
ally indicate viable tissue on one side of an imaginary 
circumferential line 70, With akinetic and dyskinetic tissue 
on the other side of the imaginary line 70. As described in 
greater detail beloW, a patch 72 Will ultimately be positioned 
relative to this imaginary circumferential line 70 not only to 
reduce the volume of the left ventricle 25 but also to de?ne 
that reduced volume With a larger percentage of viable heart 
muscle. 

[0083] After the preferred location of the patch 72 has 
been determined relative to the circumferential line 70, a 
continuous Fontan stitch 74 can be placed in proximity to the 
line 70 as illustrated in FIG. 9. This stitch 74 produces an 
annular protrusion 76 Which forms a neck 78 relative to the 
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imaginary line 70. This neck 78 initially may have a round 
circular con?guration as illustrated in FIG. 9. HoWever, as 
the suture 74 is tightened, the musculature of the myocar 
dium Will form a natural oval shape as illustrated in FIG. 11. 
It is this oval-shaped neck 78, formed by the Fontan stitch 
74, Which in its natural ovoid shape is particularly adapted 
to receive the patch 72 of the present invention. 

[0084] Providing the patch 72 With a con?guration com 
plimentary to the ovoid shape of the Fontan stitch 74 is 
believed to be of particular importance and advantage to the 
present invention. In the past, patches of a round, circular 
form Were used. This form maintained the ?bers in their less 
ef?cient transverse orientation. This Was especially true of 
rigid and semi-rigid patches. As a result, the ?ber contrac 
tion continued to be very inef?cient. Providing the patch 
With an oval con?guration restores the apex 37 or elliptical 
form of the heart 12. On a muscle ?ber level, the ?bers are 
directed back to the more ef?cient 60 degree orientation 
Which produces lines of force more perpendicular With 
respect to the heart Wall 38. This reorientation of the lines of 
forces greatly increases contraction ef?ciency. 

[0085] Of perhaps equal concern is the use of semi-rigid or 
rigid rings on the patches of the past. By keeping the edges 
of the patch in a rigid con?guration, these rings have 
inhibited the natural tendency of the heart to form the 
remaining muscle into a normal apical chamber. 

[0086] Construction of various embodiments of the patch 
72 are discussed With reference to FIGS. 12A-20. In the plan 
vieW of FIG. 12A, a sheet material 81 is illustrated to have 
the shape of an ellipse With a major axis 83 betWeen 30 and 
50 millimeters and a minor axis 85 betWeen 20 and 30 
millimeters. It is contemplated that the sheet material 81 can 
be provided in tWo siZes, such as 20x30 millimeters and 
30x40 millimeters. 

[0087] The sheet material 81 may be formed, for example, 
from Dacron (Hemoshield), or polytetra?uroethylene (Gor 
tex). HoWever in a preferred embodiment, the sheet material 
81 is formed of autologous pericardium, or some other ?xed 
mammalium tissue such as bovine or porcine pericardium. 
Importantly, the sheet material 81 is preferably siZed and 
con?gured With a shape similar to that of the Fontan neck 78 
as illustrated in FIG. 11. As noted, this shape is non-circular 
and preferably oval. 

[0088] The sheet material 81 can have a generally ?at 
planar con?guration, or can be shaped as a section of a 
sphere. The spherical shape can be achieved as illustrated in 
FIG. 12B by ?xing the pericardium While it is stretched over 
a spherical die to form a concave surface 90. 

[0089] In addition to the sheet material 81, the patch 72 
also preferably includes a ring 87 Which Will typically have 
a toroidal con?guration With a circumferential cross section 
that is circular, as shoWn in FIG. 13. The ring Will typically 
be formed of a plastic graft material that can also be made 
of curled autogenous tissue such as fascia or pericardium. In 
general, the ring 87 can be formed from any biocompatible 
material having a degree of ?exibility suitable to prevent 
interference With the normal contractions of the heart 12. 

[0090] The circumferential cross section vieW of FIG. 14 
illustrates that the ring 87 may be enclosed in a tubular 
sheath 90 Which may be formed from Woven Dacron, and 
incorporated to promote tissue ingroWth to the patch 72. 










