Laryngopharyngeal Reflux 

Reflux is derived from the Latin word meaning re and fluxus, which literally means backflow. 

Gastroesophageal reflux is defined as backflow of stomach contents into the esophagus. This may be physiologic and actually occurs in normal persons up to 50 times a day. 

Gastroesophageal reflux disease is GER that is excessive and this results in tissue damage, i.e. esophagitis and or clinical symptoms, i.e. heartburn. 

Then there is laryngopharyngeal reflux, which is backflow of the stomach contents into the laryngopharynx and this consists mainly of acid and activated pepsin.

The key differences in these two entities are enumerated below:

	LPR patients are predominantly upright daytime refluxers
	GERD patients are predominantly supine or nocturnal refluxers

	There are prolonged periods of acid exposure in GERD
	It is really a short exposure, but high damage phenomenon.

	Dysmotility and prolonged esophageal acid clearance
	NA

	primary defect in GERD is lower esophageal dysfunction
	primary defect in LPR is upper esophageal sphincterdysfunction


Barrett's oesophagus

In Barrett's oesophagus the stratified squamous epithelium that normally lines the distal oesophagus is replaced by an abnormal columnar epithelium that has intestinal features. The abnormal epithelium (called specialised intestinal metaplasia) usually shows evidence of DNA damage that predisposes to malignancy, and most oesophageal adenocarcinomas seem to arise from this metaplastic tissue. Barrett's oesophagus affects mainly white men, among whom the incidence of oesophageal adenocarcinoma has more than quadrupled over the past few decades.

The quandary is to know what to do to prevent Barrett's oesophagus from turning into oesophageal cancer. 

Barrett's oesophagus develops as a consequence of chronic gastro-oesophageal reflux disease (GERD), and is usually discovered during endoscopy performed to evaluate the symptoms of reflux disease. 

Endoscopists recognise Barrett's oesophagus because the dull red of the metaplastic columnar epithelium contrasts sharply with the pale glossy normal squamous lining.

These include (a) normalisation (rather than mere reduction) of oesophageal acid exposure with antisecretory drugs, often in doses and combinations beyond those required to heal the symptoms and signs of reflux disease; (b) antireflux surgery; (c) endoscopic ablation of the metaplastic epithelium; (d) non-steroidal anti-inflammatory drugs that inhibit cyclo-oxygenase and its effects on cellular proliferation; and (e) regular endoscopic surveillance

