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Extravasation Injury

Extravasation injury (EI) during intravenous therapy is a significant source of morbidity,
mortality and liability in children and adults. The spectrum of injury goes from mild
irritation without inflammation to tissue necrosis depending if the agent extravasated is a
vesicant, irritant or flare producing. Vesicants can produce tissue necrosis by absorption
from local tissue and DNA binding. They should be administered by central vein route.
Patients at increased risk of El include the very young or old with impaired venous
circulation and lymphatic drainage, and the critically ill child. Device related factors
include metal needles, large gauge catheters, poorly secured IV cannulas, IV placed in
antecubital fossa, dorsum of hand or near joint area, and catheter dysfunction by
separation, breakage or dislodgement. Patients should be informed of risk of EI and
encourage to notify the nurse of any change in sensation, swelling, leakage, pain,
machine flow malfunction or burning. Management consists of immediate
discontinuance of infusion, aspirate residual extravasated fluid and removal of the
peripheral catheter. Affected extremity should be elevated. Avoidance of the extremity
for future cannulation or blood pressure recording. Prompt consultation with the wound
nurse should follow. Serial photographs are useful to monitor wound progress.
Conservative local care is given and plastic and physical therapy are consulted as
needed.
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Hurthle Cell Neoplasms

Oncocytic or Hurthle cell adenoma and carcinoma represent less than 5% of all thyroid
neoplasms in children and adults. The distinction between Hirthle cell adenoma and
carcinoma is histologically determined by the presence of vascular or capsular invasion



2

in the latter. Hurthle cells are large polygonal eosinophilic cells with pleomorphic
hyperchromatic nuclei and fine granular cytoplasm containing an abundance of
mitochondria commonly associated with Hashimoto thyroiditis, nodular goiter and
well-differentiated thyroid cancer. Hurthle cell tumors contain increased number of
mitochondria with structural abnormalities resembling patients with mitochondrial
disease or myopathy. Adenomas are more common than carcinomas. Hurthle carcinoma
IS more aggressive, produces more metastasis, has a lower survival rate and low uptake
for radioiodine. Hirthle adenomas can be managed with hemithyroidectomy, while the
carcinoma variety will need total thyroidectomy. Since most Hirthle cell neoplasms
secrete thyroglobulin it can be used to detect recurrent disease. Hurthle cell tumor size
is predictive of malignancy with adenomas on the average smaller than carcinomas (2
cm vs. 4 cm). Huarthle carcinoma has a prognosis that is reliably predicted by degree of
invasion, tumor size, extrathyroidal disease extension, and initial nodal or distant
metastasis. Molecular expression of high Ki-67 phenotype proliferative index correlates
with recurrence and tumor-related mortality among Hdrthle cell tumors.
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Cloacogenic Polyps

Inflammatory cloacogenic polyps are very rarely found in the pediatric age. They arise
from the transitional zone of the anal canal, but can extend proximally toward the
sigmoid colon. Characterized histologically by marked hyperplasia of the muscularis
mucosa with extension of smooth muscle and fibrous stroma into the lamina propria.
The typical presentation of the patient is difficulty with defecation and passage of
mucous and blood per rectum. The polyps can prolapse; this is due to the malfunction of
the internal anal sphincter; and the smooth muscle that covers the rectum. During
endoscopy they can appear polypoid with flat base. The polyps vary in size from 3-4 cm
in diameter, and have a sessile appearance. Inflammatory cloacogenic polyp is related
to solitary rectal ulcer syndrome and is most likely due to prolapse of the anorectal
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transition zone. Cloacogenic polyps are not a neoplasm arising from a preexistent
normal transitional epithelium but a nonspecific regenerative process. Management
consists of endoscopic removal of the polyps. Those unable to be removed
endoscopically or endorectal will need sigmoidectomy with low anterior resection.
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