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A B S T R A C T

Introduction: Myocardial bridging (MB) in coronary artery exhibits a role of a double-edged sword in
coronary artery disease (CAD). The objectives under study were to validate the prevalence and segments
of coronaries with myocardial bridging, length and diameter of bridging segments and cardiac
dominance patterns among a west coastal population of Kerala and Karnataka, India from coronary
angiogram reports. The co-relation of bridged segments and cardiac dominance patterns in diseased and
non-diseased coronary arteries were assessed to find out the significance of both in CAD.
Materials and Methods: The angiograms were obtained from K.S Hegde Medical Academy and Hospital,
Karnataka after procuring the ethical clearance. 1000 cases with clinical symptoms, ECG abnormalities
were studied prospectively. Recanalized normal looking coronary arteries were excluded.
Results: Myocardial bridging were seen in 50 cases with majority involvement of mid-segment of the left
anterior descending artery (LAD). Mean � S.D for the length of bridged segments can be expressed as
17.96 � 9.79 mm for upper limit (U.L) and 14.51 �7.56 mm for lower limit (L.L) respectively. Cardiac
dominance was seen as right in 863 cases, left in 77 cases, co-dominant in 60 cases. 629 patients had
diseased coronaries among the study group. Out of the 50 bridged coronaries, eleven cases had stenosis
among bridged segments
Discussion and conclusion: Significant association (p < 0.001) which indicated a chance of occurrence of
stenosis in the bridged segment or in the artery were bridging is present; if bridge involvement
percentage is less than 15% in a coronary artery.
© 2018 Anatomical Society of India. Published by Elsevier, a division of RELX India, Pvt. Ltd. All rights

reserved.
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1. Introduction

The right and left coronary arteries arise from the ascending
aorta in its anterior and left posterior sinuses. Three major
coronary arteries customarily sequel along the epicardial surface of
heart. Occasionally, short moieties of coronary artery dip into the
myocardium for a variable distance which is termed as myocardial
bridging. This has a prevalence of 5% to 12% among patients and is
usually confined to the left anterior descending (LAD).1 Myocardial
bridging has an idiosyncratic presentation on angiography. The
bridged segment exhibits a normal calibre during diastole and
precipitously constricts with each systole.2Analysis of the signifi-
cance of myocardial bridging by coronary angiogram showed that
even though tunnelling provides an atheroprotective locale,
atherosclerosis will become an axiomatic phenomenon in a
segment proximal to the bridged segment. Bridging alters the
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micro and macro coronary mechanics and also lure and inveigle
atherosclerosis at the same time.3 Studies regarding this aspect
have not shown any consistent result as their sample size was
small. This study will aid in providing reliable data to study this
association. MB might have a far-reaching role in the safeguarding
of distal segments of the bridged arteries from atherosclerosis
rather than causing proximal atherosclerosis.4

The right coronary artery (RCA) is dominant in 80–85% of
patients and nondominant in 7–13% of patients in which the left
circumflex artery (LCx) is the dominant vessel. The remaining 2–5%
patients have RCA that gives rise to the PDA (posterior descending
artery), with LCx artery providing all the postero-lateral branches
termed as balanced or codominant circulation.5 Cardiac domi-
nance patterns and their correlations with atherosclerotic promi-
nence give a better understanding of its clinical significance.
Though left dominant patterns appear to have significantly higher
mortality rate; supporting evidence are lacking due to reduced
sample size. In this context, the present study outlooks the
incidence of right, left and co-dominance patterns in a broader
aspect.
X India, Pvt. Ltd. All rights reserved.
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The study was aimed to find out the prevalence and significance
of myocardial bridging among a west coastal population of Kerala
and Karnataka. The objectives under study were to evaluate the
segments involved in bridging and percentage of distribution of
bridging in coronary arteries, to assess the morphology of bridged
segments in patients with myocardial bridging among coronary
arteries, to find the correlation of cardiac dominance pattern to
bridging segments, to find the distribution of normal and tunnelled
segments among diseased and non-diseased coronary arteries, to
validate the quantitative data obtained as a protective mechanism
against atherosclerosis or as a risk factor to cause coronary artery
diseases.

2. Materials and methods

2.1. Study design

A cross-sectional study was conducted.

2.2. Study setting

After procuring the ethical clearance coronary angiogram
reports of one thousand patients were studied prospectively for
a period of 9 months. This study protocol conforms to the ethical
guidelines as reflected in a priori approval by the institution's
human research committee of the centre involved in the study.

2.3. Study subjects

The age group of the study population was given a cut-off at 75
years due to marginal benefits marked during the follow-ups.
Hence conservative approach is proven appropriate for the above
mentioned age which itself indicates a poor prognosis with an
average yearly mortality rate of 33%–35%.6

2.3.1. Inclusion criteria
All patients who had undergone through a percutaneous

coronary angiographic procedure due to abnormalities in the
normal cardiac parameters were selected for the study purpose
after obtaining their Informed consent.
Fig. 1. Diastolic (A) and Systo
2.3.2. Exclusion criteria
Patients with previous history of a coronary artery bypass

grafting (CABG) and recanalized normal looking coronary arteries
with or without in-stent restenosis coronary arteries were
excluded.

2.4. Sample size and its calculation

One thousand samples were estimated statistically for con-
ducting the study.

The sample size was estimated by consulting a statistician and
using the statistical software G* Power 3.0.10

2.5. Sampling technique

Convenience sampling was done. Patients will be approached at
the cath lab prior to angiogram procedure.

2.6. Data collection

Calibration of the Quantitative Coronary Angiography (QCA) 7,8

systems was carried out by the method in which the coronary
catheter is employed by automated edge detection technique
resulting in corresponding calibration factors (mm/pixel). The
vessel contour was detected by operator independent edge
detection algorithms. The dimension of the coronary artery with
a bridge was then measured as a function of the catheter diameter.
The absolute diameter in mm was calculated by the computerized
software analysis performed using the automated coronary
analysis package of the Innova 2100 IQ Cath at a AW4.4
workstation. All angiograms were reviewed by two cardiologists
using the double blinding method of randomisation for subsequent
quantitative analysis. The vessels were assessed in an end diastolic
frame for bridge length and diastolic measurements.

2.6.1. Measurement of a bridged segment
Bridging is usually confined to the left anterior descending

(LAD) artery.1 The bridged segment exhibits a normal calibre
during diastole and precipitously constricts with each systole.2

Right anterior oblique (RAO) cranial view displays the proximal,
middle, distal segment of the LAD and allows separation of the
lic (B) phase of bridging.



Fig. 2. Length of bridged segment (A) and Left anterior descending artery (LAD) length with bridge (B).
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diagonal branches superiorly and the septal branches inferiorly.
The anteroposterior (AP) view requiring cranial (20 to 40 degrees)
skew often projects the mid portion of the LAD, separating the
vessel from its diagonal and septal branches. The RAO caudal
projection is also used for visualization of the distal LAD and its
apical termination.5 In the case of bridges present in the left
circumflex artery or right coronary artery, the appropriate views
were selected accordingly to visualise a bridged segment (Fig. 1).

Bridged coronary arteries were documented for its location,
diameter of the bridged segment in both systolic and diastolic
phase. This is done to assess the percentage of narrowing in the
artery during systole. The maximum diameter region will be taken
Table 1
Association between categorised bridge coronary artery segments and percentage invo

Sl.no Categorisation of bridged segments 

a. BDDOS n 1 

Percentage among diseased segme
(n = 23 � n1 + n2 + n3)
Percentage among BL% in TCAL 

b. BSD n 2 

Percentage among diseased segme
(n = 23 � n1 + n2 + n3)
Percentage among BL% in TCAL 

c. Both n 3 

(BDDOS Percentage among diseased segme
and BSD) (n = 23 � n1 + n2 + n3)

Percentage among BL% in TCAL 

d. Normal and bridged n 4 

(NB) Percentage among diseased segme
(n = 27 � n 4 only)
Percentage among BL% in TCAL 

e. Total n 5(a1 + b1) 

Percentage among diseased segme
Percentage among BL% in TCAL 

Abbreviations used: Normal Bridging segment with stenosis in other segments of corona
and BSD) Normal and bridged coronary artery with no stenosis (NB); BL% in TCAL: Bridg
number; a1: Above 15% bridging; b1: Below 15% bridging.
for assessment in case of diastolic and a minimum diameter in the
case of systolic calibration. The length of a bridged segment will be
noted down as well as the whole length of the artery in which
bridging is present will also be documented (Fig. 2). The
percentage of bridging in the artery can be assessed using these
parameters. Normal or diseased segment among bridging will be
noted if present.

2.6.2. Coronary dominance patterns and assessment
The origin of the PDA and the posterolateral branches are best

evaluated in the left anterior oblique (LAO) cranial or anteropos-
terior (AP) cranial view for right dominance.5 If the left circumflex
lvement of stenosis (n = 50).

BL% in TCAL Total

Above 15% (a1) Below 15% (b1)

11 1 12
nts 91.70% 8.30% 100.00%

29.70% 7.70% 24.00%
1 5 6

nts 16.70% 83.30% 100.00%

2.70% 38.50% 12.00%
0 5 5

nts 0.00% 100.00% 100.00%

0.00% 38.50% 10.00%
25 2 27

nts 92.60% 7.40% 100.00%

67.60% 15.40% 54.00%
37 13 50

nts 74.00% 26.00% 100.00%
100.00% 100.00% 100.00%

ry artery (BDDOS); Bridged and stenosis in bridged segment (BSD); 3. Both (BDDOS
e length percentage in total coronary artery length in which bridging is present; n:



Graph 1. a. Normal Bridging segment with stenosis in other segments of coronary artery (BDDOS),b. Bridged and stenosis in bridged segment (BSD), c. Both (BDDOS and
BSD), d. Normal and bridged coronary artery with no stenosis (NB).
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artery (LCx) is dominant, the optimal projection for the left
posterior descending artery (PDA) is the left anterior oblique (LAO)
cranial view. Left anterior oblique (LAO) cranial or anteroposterior
(AP) cranial view gives an optimal projection to observe the co-
dominance5. The co-relation of cardiac dominance pattern to
bridging segments as well as normal or diseased segment among
each dominant pattern was noted down.

3. Results

Presence of myocardial bridging was seen in 50 (5%) cases.
Majority of bridges were seen in mid segment of left anterior
descending artery (LAD) among thirty seven (37) cases of type lll
variety.5 Distal segment bridges of left anterior descending artery
(LAD) were seen in ten (10) cases. Remaining three (3) cases
involved two (2) cases of mid-segment of right coronary artery and
a case of the distal segment of ramus branch with bridging.
Mean � standard deviation (S.D) for the length of bridged seg-
ments can be expressed as 17.96 � 9.79 mm for upper limit (U.L)
and 14.51 �7.56 mm for lower limit (L.L) respectively. Mean � S.D
Graph 2. Comparison of percentage of bridge length in total coronary artery length. a. No
b. Bridged and stenosis in bridged segment (BSD), c. Both (BDDOS and BSD), d. Norma
for the length of artery segments with bridging can be expressed as
117.41 � 23.78 mm for upper limit (U.L) and 97.8 � 15.15 mm for
lower limit (L.L) respectively. Mean � S.D for systole and diastole
artery diameter can be expressed as 1.2 � 0.36 and 2.2 � 0.49 mm
respectively (Table 3 Row 7). The difference between artery
diameter in diastole and systole ranges from 0.3 mm to 3.3 mm
with Mean � S.D of 1 �0.54 mm. Cardiac dominance was seen as
right in 863 (863/1000–86.3%) cases, left in 77 (77/1000–7.7%)
cases, co-dominant in 60 (60/1000–6%) cases (Table 4 Row 1).
Among bridged segments (n = 50), 43 were right, 2 were left and 5
were co-dominant. 629 patients had diseased coronaries among
the study group. Out of this 534 (534/863–61.9%) were right, 63
(63/77–81.8%) were left and 32 (32/60–53.3%) were co-dominant
respectively. Among fifty bridged coronaries 23 had diseased
coronaries out of that 18 were right, 1 was left and 4 were co-
dominant respectively.

3.1. Abbreviations used

a. Normal Bridging segment with stenosis in other segments of
coronary artery (BDDOS) b. Bridged and stenosis in bridged segment
rmal Bridging segment with stenosis in other segments of coronary artery (BDDOS),
l and bridged coronary artery with no stenosis (NB).



Table 2
Association between percentage of bridging and stenosis involvement.

g2 Value Degrees of freedom p- value

Association test 31.279a 3 <0.001*

Interpretation: When chi-square test was done to find the association, a result of
g2 = 31.279, Degrees of freedom (d.f) = 3, p < 0.001* were obtained. Since p<0.001*,
this indicates an association between percentage of bridging and stenosis
involvement of the artery with bridging.
Statistical test used: Chi-square test
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(BSD) c. Both (BDDOS and BSD) d. Normal and bridged coronary artery
with no stenosis (NB)

3.2. Descriptive statistics

Among fifty (n = 50) bridged coronary arteries 23 (23/50–46%)
had diseased coronaries [BDDOS + BSD + (BDDOS + BSD)]; out of
that 6 (6/50–12%) had stenosis in bridged segments (BSD) itself.
(Table 1 Row 2) Analysing the percentage of bridging present in the
artery among BSD patients (n = 6); it was found that n = 5 (5/6–
83.3%) of patients with disease in the bridged segments were
having less than 15% bridging and (n = 1) (1/6–16.7%) had more
than 15% bridging. (Table 1 Row 2). If the disease were in the other
coronary segments (BDDOS) in which bridged segment were
normal (BSD) (n = 11) (11/12–91.7%) had more than 15% of bridging
percentage in the involved artery and (n = 1) (1/12–8.3%) had less
than 15% of bridging (Table 1 Row 1).

If both bridged segments and other segments of coronary
arteries (BDDOS + BSD) were included in stenosis; (n = 5)(5/5–
100.0%) of patients with disease in the bridged segments(BSD)
among BDDOS + BSD group were having less than 15% bridging of
the involved artery in which bridging was present(Table 1 Row 3).
Among normal patients with bridge (NB) (n = 25) (25/27–92.6%)
had more than 15% of bridging and n = 2 (2/27–7.4%) less than 15%
bridging in the total length of artery involved in bridging (Table 1
Row 4) (Graphs 1 and 2).

Chi-square test for association between percentage of bridging
and stenosis involvement among bridged segments was done. A
significant association (p < 0.001*) were obtained which indicated
when bridge involvement percentage is less than 15% in an artery
in which it is present there is a chance of occurrence of disease in
bridge segment or in the artery were bridging is present. A
significant association between disease involvement and percent-
age of the bridge were found (Table 2).
Table 3
Comparison of present study with studies of other authors with topic of same discipli

Sl.no. Authors and
Views

Bridge Length 

1 Mann 5 23.4 mm 

2 Hwang et al. 12 Superficial 16.4 � 8.6mm 

Deep 27.6 � 12.8 mm
3 Jeong et al. 13 For systole – regression(r)of 0.394, p-value of 0.028 For di

p-value of 0.001

4. Jodocy et al.14 14.9 � 6.5nmm 

5. Bayrak et al4 14 � 7 mm 

6. Zeina et al.10 Overall 19.5 � 5.7 mm 

Normal to mild 18 � 5.6 mm 

Moderate to severe 22.9 � 4.5mm 

7. Present study Upper limit of artery dimension (U.
L)

Lower limit of arte
L)

17.96 � 9.79 mm 14.51 � 7.56 mm 
4. Discussion

Out of 23 patients with diseased coronaries [(BDDOS) + (BSD) +
(BDDOS + BSD)], eleven patients (11/23–47.8%) were categorised
under [(BSD) + (BDDOS + BSD)] (Table 1 Row 2 and 3). Angiogram
reports revealed that 10 (10/11–90.9%) had stenosis extending
from the proximal segment above the bridge into the bridged
segment. Three (n = 3) patients with bridge segment stenosis had
undergone percutaneous transluminal coronary angioplasty
(PTCA) and stenting at their own risk even after briefing the
complications behind the same. The incidence of perforation
(n = 3) during PTCA was more in a bridged segment stent
implantation compared to other non-bridged diseased segments.
These views support that use of sirolimus-eluting stents to treat
atherosclerotic lesions in coronary arteries with bridging can result
in major adverse cardiovascular events when compared to patients
with stenosis in the non-bridged segments of the coronary artery.

Alegria et al. reported the prevalence of myocardial bridging has
a 5% to 12% among patients and is usually confined to the left
anterior descending (LAD).1 Chatzizisis et al. found that the mid left
anterior descending artery (LAD) was the most common coronary
artery involved in bridging.9 Mann et al. mentioned about the
incidence percentages and locations of myocardial bridging in
their study. The prevalence of bridging was observed as 10.4% with
its commonest location being mid-left anterior descending
coronary artery in most cases.5

The present study indicated the prevalence percentage of
myocardial bridging as 5% and the frequent location involved in
bridging as mid left anterior descending artery (LAD) which
correlates with the above- mentioned study results.

Zeina et al. stated that the surrounding myocardium initiates an
idiosyncratic atheroprotective hemodynamic microenvironment
within bridges even though the mechanisms induced for this
initiation uniqueness are largely unknown.10 Donkol et al.
encountered the prevalence of myocardial bridges as 22.5% with
most of the intramuscular segments were of the superficial type.
All bridges were confirmed to the mid left anterior descending
(LAD) artery (24.6%).11

The present study indicated the prevalence percentage of
myocardial bridging as 5% which is less compared to the above-
mentioned study. But bridges were more predominantly observed
in mid left anterior descending artery (LAD) which is similar to the
above-mentioned study result.

Mann et al. mentioned about characteristics of myocardial
bridging in terms of its location, length, and depth. The average
ne.

Bridge Depth

2.6 mm
3.0 � 1.4 mm

astole- r = 0.524, Systole Diastole
1.3 � 0.3 mm and 1.2 � 0.5
mm

1.4 � 0.4 mm and 1.6 � 0.6
mm

2.6 � 1.6 mm
1.6 � 11 mm
2 � 0.6 mm
1.8 � 0.7nmm
2.3 � 0.7 mm

ry dimension (L. Bridge diameter

Systole Mean � S.D Diastole Mean � S.D
1.2 �n0.36 mm 2.2 � 0.49 mm
Difference = 0.3mm to 3.3mm
Mean � S.D of 1 � 0.54mm



Table 4
Coronary dominance patterns and comparisons.

Sl. No. Different authors and corresponding studies Coronary Dominance

Right Left Co-dominant

1. Present study 86.3% 7.7% 6%
2. Kosar 20 76% 9.1% 14.8%
3. Reagan21 85% 7%–8% 7%–8%.

D.P. A. et al. / Journal of the Anatomical Society of India 67 (2018) 70–76 75
myocardial bridge length and depth were found as 23.4 mm and
2.6 mm respectively (Table 3 Row 1).5 The incidence for the
occurrence of atherosclerotic plaques were assessed as 16% in its
proximal segments prior to a myocardial bridge (MB) of 2-cm in
length reported by Hwang et al. When the mean length of a
tunnelled segment was evaluated the superficial myocardial
bridges (MB) had an average length of 16.4 � 8.6 mm and for deep
MB’s had 27.6 � 12.8 mm and thickness of 3.0 � 1.4 mm, respec-
tively (Table 3 Row 2).12

When systolic and diastolic phase of myocardial bridges (MB)
was assessed for its correlation within the MB diameters on multi-
detector computed tomography coronary angiography (MDCT-CA)
and computed coronary angiography (CCA) by Jeong et al. showed
a significant correlation during systolic (1.3 � 0.3 mm and 1.2 � 0.5
mm: regression(r)of 0.394, p-value of 0.028) and diastolic phases
(1.4 � 0.4 mm and 1.6 � 0.6 mm: r = 0.524, p-value of 0.001) (Table 3
Row 3).13

The myocardial bridges of the left anterior descending artery
(LAD) were common and exhibiting a percentage prevalence of
23% with average length of 14.9 � 6.5 mm and a depth of
2.6 � 1.6 mm revealed through the studies of Jodocy et al. A
significant difference was noted between the LAD luminal
diameter in systole and diastole (p < 0.001) with a higher diameter
reduction of 27% for end-systole compared to end-diastole with
15% (p = 0.006) (Table 3 Row 4).14 Bayrak et al. evaluated the
average length and depth of myocardial bridges (MBs) as
14 �7 mm and 1.6 � 11 mm respectively (Table 3 Row 5). Preva-
lence of atherosclerotic plaques at the distal left anterior
descending artery (LAD) was 3.5% which was significantly lower
(p-value: 0.0001) in patients with MB on the middle LAD 19.7%.4

Zeina et al. visualised the overall mean length of a bridge
segment as 19.5 � 5.7 mm (range, 8–30 mm) and the maximum
myocardial thickness overlying the bridge termed as depth was
2 � 0.6 mm (range, 1–3.1 mm) respectively. If the mean length and
mean thickness of the bridge in subjects with left anterior
descending artery (LAD) myocardial bridge (MB) is 18 � 5.6 mm
and 1.8 � 0.7 mm, it can be categorized as normal to mild. In
subjects who were categorized as moderate to severe were having
22.9 � 4.5 mm and 2.3 � 0.37 mm of mean length and mean
thickness of the bridge based on coronary computed tomographic
angiography (CCTA) assessments (Table 3 Row 6). A significant
difference was found between these two groups regarding the
mean length (p < 0.0002) and thickness (p < 0.0014) of the
bridge.10 Mohlenkamp et al. found that the presence of stenosis
in the left anterior descending artery (LAD) proximal to the
myocardial bridge when correlated with the bridge diameter and
its length.15

In the present study, the prevalence of myocardial bridging was
5% and average myocardial bridge length was 17.96 � 9.79 mm for
upper limit (U.L) and 14.51 �7.56 mm for lower limit (L.L)
respectively. Mean � S.D for systole and diastole diameter can be
expressed as 1.2 � 0.36 mm and 2.2 � 0.49 mm respectively. The
difference between diastole and systole ranges from 0.3 mm to
3.3 mm with Mean � S.D of 1 �0.54 mm. (Table 3 Row 7)

Ghaffari et al. stated that left coronary dominance and
atherosclerotic involvement of left anterior descending artery
(LAD) is neither related nor left coronary dominance is associated
with atherosclerotic involvement of LAD ostium and ischemic
myocardial infarction.16 A study to find a relationship between
coronary arterial dominance and the extent of coronary artery
disease by Vasheghani-Farahani et al. reported a relationship
between angiographic coronary artery disease (CAD) severity,
arterial territory involvement and dominance patterns.17 Domi-
nance exhibits a significant role in inferior wall infarcts and in that
left dominant patterns appears to have significantly higher
mortality revealed by Goldberg A et al. and Amin et al.18,19

The complex anatomy of the coronary artery system can
accurately be depicted by 64-slice computed tomographic
angiography (CTA). The coronary artery system was right dominant
in 76%, left dominant in 9.1% and co-dominant in 14.8% of the cases
has been reported by Kosar et al. (Table 4Row 2).20 Right
dominance was observed relatively in 85% of individuals, left
dominance and co-dominance was noted down with a prevalence
of 7%–8% by Reagan et al. (Table 4 Row 3).21

Prevalence of right and left dominance patterns was almost
similar to the comparative studies; the co-dominant prevalence
was lower in the present study. The present study lines up with this
finding as the disease prevalence was more for left dominant
patterns, followed by right dominant patterns and least for co-
dominant patterns.

No comparative studies were identified to analyse and compare
cardiac dominance pattern to bridging segments.

Left coronary dominance and atherosclerotic involvement of
left anterior descending artery

(LAD) is neither related nor associated with atherosclerotic
involvement of LAD ostium and

Ischemic myocardial infarction stated by Ghaffari et al. 16 But
the present study had more stenosis prevalence among left
dominant patterns, followed by right and least for co-dominant
patterns.

The surrounding myocardium initiates an idiosyncratic athe-
roprotective hemodynamic microenvironment within bridges
even though the mechanisms induced for this initiation unique-
ness are largely unknown.9 The present study reveals that the
mechanism which the author points out can be the percentage of
bridging present in the artery in which a bridged segment was
involved. The comparative studies for analysing the same were not
available which indicates the novelty in the present study.

5. Conclusion

When bridge involvement percentage is less than 15% in an
artery in which bridge is present there is chance of occurrence of
disease in bridge segment or in the artery were bridging is present.
The significant association between stenosis involvement and
percentage of the bridge was found.

Study limitations

The correlation of superficial and deep bridges to coronary
artery disease as well as the presence of stenosis in the left anterior
descending (LAD) proximal to the myocardial bridge with the
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bridge diameter and its length to coronary artery disease
involvement strategies were not assessed in the present study.

Atherosclerosis is a common finding in segments proximal to
the myocardial bridge (MB), but the prevalence of plaques in
equivalent segments in patients with analogous coronary artery
disease risk and without MB was not higher.4

Conflict of interest
All authors hereby declare that there is no conflict of interest for

this manuscript.

Acknowledgements

All authors appreciate the great effort of Mr Joseph. PT, the chief
cardiac technician of the cardiac catheterization laboratories, K.S
Hegde Medical Academy and Hospital, Karnataka.

India in the conduction of this study. All authors appreciate the
great effort of Mrs Megha .H. Nair, Statistician Yenepoya Research
Centre, Mangalore, Karnataka, India in the analysis of the data of
this study.

References

1. Alegria JR, Herrmann J, Holmes Jr. DRJr., Lerman A, Rihal CS. Myocardial
bridging. Eur Heart J. 2005;26(12):1159–1168.

2. Ishikawa Y, Akasaka Y, Suzuki K, Fujiwara M, Ogawa T, Yamazaki K, et al.
Anatomic properties of myocardial bridge predisposing to myocardial
infarction. Circulation. 2009;120(5):376–383.

3. Tripathy PR, Das D, Paul D. Prevalence of myocardial bridging by coronary
angiogram: analysis and significance. J Evol Med Dent Sci. 2015;4(64):11202–
11208.

4. Bayrak F, Degertekin M, Eroglu E, Guneysu T, Sevinc D, Gemici G, Mutlu B,
Aytaclar S. Evaluation of myocardial bridges with 64-slice computed
tomography coronary angiography. Acta Cardiol. 2009 Jun;64(3):341–346.

5. Mann DL, Zipes DP, Libby P, Bonow RO. Braunwald’s heart disease: a textbook of
cardiovascular medicine. Elsevier Health Sciences; 2014.

6. Azad N, Lemay G. Management of chronic heart failure in the older population.
J Geriatr Cardiol. 2014;11(4):329–337.
7. Hermiller JB, Cusma JT, Spero LA, Fortin DF, Harding MB, Bashore TM.
Quantitative and qualitative coronary angiographic analysis: review of
methods, utility, and limitations. Cathet Cardiovasc Diagn. 1992;25(2):110–131.

8. MacAlpin RN, Abbasi AS, Grollman Jr. JHJr., Eber L. Human coronary artery size
during life. A cinearteriographic study. Radiology. 1973;108(3):567–576.

9. Chatzizisis YS, Giannoglou GD. Myocardial bridges spared from
atherosclerosis: overview of the underlying mechanisms. Can J Cardiol.
2009;25(4):219–222.

10. Zeina AR, Odeh M, Blinder J, Rosenschein U, Barmeir E. Myocardial bridge:
evaluation on MDCT. Am J Roentgenol. 2007;188(4):1069–1073.

11. Donkol RH, Saad Z. Myocardial bridging analysis by coronary computed
tomographic angiography in a Saudi population. World J Cardiol. 2013;5
(11):434–441.

12. Hwang JH, Ko SM, Roh HG, Song MG, Shin JK, Chee HK, Kim JS. Myocardial
bridging of the left anterior descending coronary artery: depiction rate and
morphologic features by dual-source CT coronary angiography. Korean J Radiol.
2010 Oct 1;11(5):514–521.

13. Jeong YH, Kang MK, Park SR, Kang YR, Choi HC, Hwang SJ, Jeon KN, Kwak CH,
Hwang JY. A head-to-head comparison between 64-slice multidetector
computed tomographic and conventional coronary angiographies in
measurement of myocardial bridge. Int J Cardiol. 2010 Sep 3;143(3):243–248.

14. Jodocy D, Aglan I, Friedrich G, Mallouhi A, Pachinger O, Jaschke W, Feuchtner
GM. Left anterior descending coronary artery myocardial bridging by
multislice computed tomography: correlation with clinical findings. Eur J
Radiol. 2010 Jan 31;73(1):89–95.

15. Mohlenkamp S, Hort W, Ge J, Erbel R. Update on myocardial bridging.
Circulation. 2002;106(20):2616–2622.

16. Ghaffari S, Kazemi B, Dadashzadeh J, Sepehri B. The Relation between Left
Coronary Dominancy and Atherosclerotic Involvement of Left Anterior
Descending Artery Origin. J Cardiovasc Thorac Res. 2013;5(1):1.

17. Vasheghani-Farahani A, Kassaian SE, Yaminisharif A, Davoodi G, Salarifar M,
Amirzadegan A, et al. The association between coronary arterial dominancy
and extent of coronary artery disease in angiography and paraclinical studies.
Clin Anat. 2008;21(6):519–523.

18. Goldberg A, Southern DA, Galbraith PD, Traboulsi M, Knudtson ML, Ghali WA,
et al. Coronary dominance and prognosis of patients with acute coronary
syndrome. Am Heart J. 2007;154(6):1116–1122.

19. Amin K, Javed M, Mehmood A, Zakria M. Acute inferior wall myocardial
infarction: frequency of AV blocks. Professional. 2004;11(1):31–37.

20. Kosar P, Ergun E, Ozturk C, Kosar U. Anatomic variations and anomalies of the
coronary arteries: 64-slice CT angiographic appearance. Diagn Interv Radiol.
2009;15(4):275–283.

21. Reagan K, Boxt LM, Katz J. Introduction to coronary arteriography. Radiol Clin
North Am. 1994;32(3):419–433.

http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0005
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0005
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0010
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0010
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0010
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0015
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0015
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0015
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0020
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0020
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0020
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0025
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0025
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0030
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0030
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0035
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0035
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0035
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0040
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0040
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0045
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0045
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0045
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0050
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0050
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0055
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0055
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0055
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0060
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0060
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0060
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0060
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0065
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0065
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0065
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0065
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0070
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0070
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0070
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0070
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0075
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0075
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0080
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0080
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0080
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0085
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0085
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0085
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0085
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0090
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0090
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0090
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0095
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0095
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0100
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0100
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0100
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0105
http://refhub.elsevier.com/S0003-2778(17)30126-0/sbref0105

	Myocardial bridging ‘a double-edged sword’: Analysis and significance
	1 Introduction
	2 Materials and methods
	2.1 Study design
	2.2 Study setting
	2.3 Study subjects
	2.3.1 Inclusion criteria
	2.3.2 Exclusion criteria

	2.4 Sample size and its calculation
	2.5 Sampling technique
	2.6 Data collection
	2.6.1 Measurement of a bridged segment
	2.6.2 Coronary dominance patterns and assessment


	3 Results
	3.1 Abbreviations used
	3.2 Descriptive statistics

	4 Discussion
	5 Conclusion
	Study limitations
	Acknowledgements

	References


