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Introduction
The heart's ability to pump blood efficiently throughout the 
body relies on a well-coordinated electrical conduction 
system. Central to this system is the Atrio ventricular (AV) 
node, a small but vital structure located between the atria and 
ventricles. The AV node ensures the orderly transmission of 
electrical impulses, which is crucial for maintaining the heart's 
rhythm and synchronizing atrial and ventricular contractions. 
The AV node is situated in the right atrium, near the tricuspid 
valve and the opening of the coronary sinus. It is part of 
the specialized cardiac conduction system that includes the 
Sino Atrial (SA) node, bundle of His, bundle branches, and 
Purkinje fibers. The AV node consists of a compact node, 
the transitional cells, and the penetrating bundle, which 
collectively facilitate the delay and transmission of electrical 
impulses. [1,2].

The primary function of the AV node is to regulate the timing 
of electrical impulses from the atria to the ventricles. The SA 
node generates electrical impulses that spread through the 
atria, causing atrial contraction. These impulses then reach 
the AV node, where a deliberate delay occurs. This delay is 
essential as it allows the atria to complete their contraction 
and the ventricles to fill with blood before they contract. The 
delay in the AV node is achieved through its unique cellular 
structure and ion channel properties. The slow conduction 
velocity within the AV node is due to the presence of fewer gap 
junctions and smaller cell sizes, which limit the speed at which 
impulses can travel. Additionally, the AV node is influenced 
by autonomic nervous system inputs, with sympathetic 
stimulation accelerating conduction and parasympathetic 
stimulation slowing it down. Characterized by a prolonged 
PR interval on the Electro Cardio Gram (ECG), indicating a 
delayed conduction through the AV node. [3,4].

Further divided into Mobitz type I and Mobitz type II. In 
type I, the PR interval progressively lengthens until a beat 
is dropped. In type II, the PR interval remains constant, but 
occasional non-conducted P waves occur. A complete block 
where no atrial impulses are conducted to the ventricles. This 
results in atrioventricular dissociation, with atria and ventricles 
beating independently. Is a common type of supraventricular 
tachycardia characterized by a re-entrant circuit within or near 
the AV node. Patients typically present with sudden onset 
of palpitations, rapid heart rate, dizziness, or syncope. The 
reentrant circuit causes rapid and regular heartbeats, often at 

rates between 150 and 250 beats per minute. Treatment may 
include vagal maneuvers, medications, or catheter ablation 
to disrupt the re-entrant pathway. In atrial fibrillation, the 
AV node plays a critical role in controlling the ventricular 
response. Pharmacological agents such as beta-blockers, 
calcium channel blockers, and digoxin are often used to slow 
AV nodal conduction and manage the ventricular rate. In 
some cases, catheter ablation may be performed to modify the 
AV node's conduction properties or to create a complete AV 
block, necessitating pacemaker implantation. [5,6].

The Atrio Ventricular (AV) node, located at the junction 
of the atria and ventricles, is a critical component of the 
heart's conduction system, ensuring the coordinated timing 
of electrical impulses. This node delays the transmission of 
impulses from the atria to the ventricles, allowing sufficient 
time for the ventricles to fill with blood before contracting. 
This delay is achieved through the AV node's unique cellular 
structure and ion channel properties. Acting as a gatekeeper, 
the AV node prevents excessively rapid atrial impulses from 
reaching the ventricles, which is crucial in conditions like 
atrial fibrillation. Dysfunction of the AV node can lead to 
various cardiac conditions, including AV block and AV Nodal 
Re-entrant Tachycardia (AVNRT). Therapeutic approaches 
for AV node-related disorders range from pharmacological 
management with beta-blockers and calcium channel blockers 
to interventional procedures like catheter ablation and 
pacemaker implantation, underscoring the node's vital role in 
maintaining cardiovascular health. [7,8].

Catheter ablation is a minimally invasive procedure used 
to treat arrhythmias originating from or involving the AV 
node. Radiofrequency energy or cryotherapy is used to 
destroy small areas of tissue that contribute to abnormal 
electrical pathways. This approach is particularly effective for 
AVNRT and can provide a permanent cure.In cases of severe 
AV block, particularly third-degree AV block, pacemaker 
implantation is often necessary. A pacemaker ensures that the 
ventricles receive regular electrical impulses, maintaining an 
adequate heart rate and preventing symptoms associated with 
bradycardia. [9,10].

Conclusion
The Atrio ventricular (AV) node is integral to the cardiac 
conduction system, ensuring the proper timing and 
coordination of atrial and ventricular contractions. Its role as a 
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gatekeeper is crucial in preventing rapid atrial impulses from 
overwhelming the ventricles and maintaining synchronized 
heart function. Understanding the anatomy, physiology, and 
clinical significance of the AV node is essential for diagnosing 
and managing various cardiac conditions. Advances in 
pharmacological and interventional therapies continue to 
improve outcomes for patients with AV nodal dysfunction, 
highlighting the importance of this small but mighty structure 
in cardiovascular health.
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