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't Endoscupic Procedures
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TABLE 333-1 Antibiotic Prophylaxiz

PATIENT CONDITION
All cardiac conditions

Bile duct obstruction in the absendg
cholangitis

| FRBCEDURE CONTEMPLATED

GOAL OF PROPHYLAXIS

PERIPROCEDURAL ANTIBIOTIC
PROPHYLAXIS

-}
'A | Any endoscopic procedure

Prevention of infective endocarditis

Not recommended

ERCP with complete drainage

Prevention of cholangitis

Not recommended

Bile duct obstruction in the absence’™d
cholangitis

ERCP with anticipated incomplete
drainage (e.g., sclerosing cholangitis,
hilar strictures)

Prevention of cholangitis

Recommended; continue antibiotics
after the procedure

Sterile pancreatic fluid collection (e.g., ERCP Prevention of cyst infection Recommended; continue antibiotics
pseudocyst, necrosis), which communicates after the procedure

with pancreatic duct

Sterile pancreatic fluid collection Tr | drainage Prevention of cyst infection Recommended

Solid lesion along upper Gl tract

EUS-FNA or FNB

Prevention of local infection

Not recommended?

Solid lesion along lower Gl tract

EUS-FNA or FNB

Prevention of local infection

Mot recommended*

Cystic lesions along Gl tract (incleding EUS-FNA or FNE Prevention of cyst infection Recommended
mediastinum and pancreas)
All patients Percutaneous endoscopic feeding tube | Prevention of peristomal infection Recommended®

placement

Cirrhosis with acute Gl bleeding

Recommended for all such patients,
regardless of endoscopic procedures

Prevention of infectious complications
and reduction of mortality

Recommended, upon admission®

Continugus peritoneal dialysis

Lower Gl tract endoscopy

Prevention of bacterial peritonitis

Recommended

Symthetic vascular graft and other
nonvalvular cardiovescular devices

Any endoscopic procedure

Prevention of graft and device infection

Not recommended®

Prosthetic joints

Any endoscopic procedure

Prevention of septic arthritis

Not recommended

*Low rates of bacteremia and local infection. “Cefazolin @r an antibiotic with equivalent coverage of oral and skin flora. <Risk for bacterial infection associated with cirrhosis
and G| bleeding is well established; ceftriaxone or a quinolone antibiotic recommended. “Very low risk of infection.

iations: ERCP, end pic retrograde cholangiopancreatography; EUS-FNA, endoscopic ultrasound-—fine-needle aspiration; EUS-FNE, endoscopic uitrasound—fine
needle biopsy; Gl, gastrointestinal
Source: Reproduced with permission from MA Kashab et al: Antibiotic prophylaxis for Gl endoscopy. Gastrointest Endosc 81:61, 2015,
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TABLE 333-2 Management of Antithrombotic Drugs Prior to Endoscopic Procedures

BLEEDING RISK INTERVAL BETWEEN LAST
DRUG OF PROCEDURE | MANAGEMENT DOSE AND PROCEDURE COMMENTS
Warfarin Low® Continue N/A Ensure that INR is not supratherapeutic
High* Discontinue 3-7 days (usually 5), INR should | Consider bridging therapy with low-molecular-weight

be <1.5 for procedure

heparin for patients at high risk of thrombosis®; usually
safe to resume warfarin on the same or next day

For lite-threatening Gl hemarrhage, consider reversal
with unactivated prothrombin complex concentrate

Dabigatran, rivaroxaban, Low® Hold morning dose on N/A
apixaban, edoxaban day of procedure
Dabigatran High® Discontinue 2-3 days if GFR is =50 mL/min, | Bridging therapy not recommended; resume drug when
4-5 days if GFR is 3049 mL/min | bleeding risk is low
For life-threatening Gl hemorrhage, consider use of a
reversal agent
Rivaroxaban, apixaban, High® Discontinue 2 days if GFR is 260 mL/min, 3 Bridging therapy not recommended; resume drug when
edoxaban days if GFR is 30-59 mL/min, 4 | bleeding risk is low
days if GFR is <30 mL/min For life-threatening gmorrhage, consider use of a
reversal agent
Heparin Low= Continue N/A
High® Discontinue 46 h for unfractionated heparin -molecular-weight heparin
Aspirin Any Continue N/A does not substantially increase the risk
Aspirin with dipyridamole Low® Continue N/A
High® Discontinue 2-7 days inuing aspirin monotherapy
P2Y,, receptor antagonists | Low* Continue N/A

(clopidogrel, prasugrel, Hight
ticlopidine, ticagrelor,
cangrelor)

Coronary stentin place:
discuss with cardiologist

5 days (clopidogrel or
ticagrelor), 7 days (prasu
10~14 days (ticlopidine)

Risk of stent thrambosis for at least 12 months after
rtion of drug-eluting coronary stent or 1 month after
nsertion of bare metal coronary stent

No coronary stent:
discontinue, consider
substituting aspirin

aspuannn (FNA), and endoscopm rem:grade cholangiopancreatography (ERCR
dilation, polypectomy, or thermal ablation; percutaneous endoscopic gastrg
therapy with low-molecular-weight heparin should be considered
(1) prosthetic metal heart valve, (2) atrial fibrillation with a CHA.D
mechanical mitral valve; (4) mechanical aortic valve with other thr
(VTE) within the past 3 months.

Abbreviations: GFR, glomerular filtration rate; G, gastrointesti
Source: Adapted from RD Acosta et al: Gastmints End
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If oral or pharyngeal dysphagia is suspected, a fluoroscopic swallow study, usually done by a
swallow therapist, is the procedure of choice. Otolaryngoscopic and neurologic evaluation also can
be important, depending on the circumstances. For suspected esophageal dysphagia, upper
endoscopy is the single most useful test. Endoscopy allows better visualization of mucosal lesions
than does barium radiography and also allows for procurement of mucosal biopsies. Endoscopic or
histologic abnormalities are evident in the leading causes of esophageal dysphagia: Schatzki’s

ring, gastroesophageal reflux disease, and eosinophilic esophagitis.

Dysphagia localized

to neck, nasal
regurgitation, aspiration,
associated ENT symptoms y

Oropharyngeal dysphagia I

l Solid and liquid

dysphagia
Structural I

Dysphagia localized
to chest or
neck, food impaction

Esophageal dysphagia,

;

Propulsive

Odynophagia
‘ Neurogenic I [ Myogenic I Inteemittent « Pill esophagitis
«@&chatzki ring = Infectious
+ Esophageal web esophagitis
Progressive : gaustic injury
+ Neoplasm hematherapy
mucositis
= Zenker's diverticulum = Cerebral vascular * Myasthenia grévis, *» GERDwith weak Variable » Sclerotherapy
= Neoplasm accident * Polymyositis peristalsis « Peptic stricture = Crohn’s disease
= Cervical web = Parkinson's * Mixed connective » Achalasia(primary + Eosinophilic + Behcet's syndrome
= Cricopharyngeal bar = Amyotropic lateral tissue disordess, and segondary) esophagitis * Bullous pemphygoid
= Osteophytes sclerosis * Oculophagfpgeal = Diffuse’esophageal | | « Hiatal hernia « Lichen planus
» Congenital abnormalities » Brainstem tumor muscular dystrophy spasm » Extrinsic compression
= Post head and neck surgery = Guillain-Barré + Barapeoplastic # Scleroderma * Surgical stenosis
» Chemotherapy mucositis * Huntington's chorea Syfidrome + Radiation esophagitis
= Radiation = Post-polio syndrome * Niyotomic dystrophy * Ringed esophagus
= Corrosive injury = Multiple sclerosis » Sarcoidosis * Congenital esophageal
+ Infection = Cerebral palsy stenosis

&
FIGURE 47-2 Approach to the patient with dysphagiax Etiologies in bold print are the most common. ENT, ear, nose, and throat; GERD, gastroesophageal reflux disease.
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Gastrinomas can develop in the presence of MEN 1 syndrome.in'=25% 0f patients. This autosomal
dominant disorder involves primarily three organ sites: the parathyréid glands (80-90%), pancreas
(40-80%), and pituitary gland (30-60%). The syndrome is‘¢aused by inactivating mutations of the
MENT tumor-suppressor gene found on the long arm of chromesome 11q13.
In view of the stimulatory effect of calcium<on gasttic seeretion, the hyperparathyroidism and
hypercalcemia seen in MEN 1 patients may have a dinect effect on ulcer disease. Resolution of
hypercalcemia by parathyroidectomy reducesgpgastiiné and gastric acid output in gastrinoma
patients. Establishing the diagnosis of MEN 14§ eritical in order to provide genetic counseling to
the patient and their family and also to'determine/the recommended surgical approach. Therefore,
gastrinoma patients should be screened for MEN 1 by performing a detailed family history and
obtaining several serum markers including calcium, parathyroid, prolactin, and pancreatic
polypeptide levels.

T2 RLE 335-8 1When to Obtain a Fasting Serum Gastrin Level
Miltiple ulcers
Ulcersin unusual locations; associated with severe esophagitis; resistant

to,therapy with frequent recurrences; in the absence of nonsteroidal anti-
inflammatory drug ingestion or Helicobacter pyloriinfection

Uicer patients awaiting surgery

Severe or refractory GERD

GERD associated with diarrhea

Extensive family history for peptic ulcer disease
Postoperative ulcer recurrence

Basal hyperchlorhydria

Unexplained diarrhea or steatorrhea

Diarrhea improved with PP1

Hypercalcemia

Family history of pancreatic islet, pituitary, or parathyroid tumor
Prominent gastric or duodenal folds
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