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1) Gelofen compound (cap) wads 4y8 &m0
2) Cephalexin 500 (cap) cielw 6
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1) Gelofen compound (cap)
2) Cephalexin 500 (cap)
3) Desmopressin (nasal spray)




Desmosaline vs. Dekosaline

Desmosaline vs. Desmopressin
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* Cerebral edema
» Nausea malaise
* Lethargy confusion-obtandation

* Stupor-seizure-coma
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* Osmotic demyelination syndrome (OSD)
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TREATMENT

Approach Considerations

When faced with a patient with hyponatremia, the first decision is what type of fluid, if any, should be
given. The treatment of hypertonic and pseudo-hyponatremia is directed at the underlying disorder in the
absence of symptoms.

Hypotonic hyponatremia accounts for most clinical cases of hyponatremia. The first step in the approach
and evaluation of hypotonic hyponatremia is to determine whether emergency therapy is warranted. The
following three factors guide treatment:

« Degree and severity of clinical symptoms
» Duration and magnitude of the hyponatremia
« Patient's volume status

The recommendations for treatment of hyponatremia rely on the current understanding of the central
nervous system (CNS) adaptation to an alteration.in. serum osmolality. In the setting of an acute fall in
the serum osmolality, neuronal cell swelling occurs due to the water shift from the extracellular space to.
ace (ie, Starling forces). Therefore, correction of hyponatremia should take into
account the limited capacity of this adaptation mechanism to respond to acute alteration in the serum
tonicity, because the degree of brain edema and consequent neurologic symptoms depend as much on
the rate and duration of hypotonicity as they do on its magnitude.

A panel of United States experts on hyponatremia issued guidelines on the diagnosis, evaluation, and
treatment of hyponatremia in 2007; the guidelines were updated in 2013. [3] Additionally, in 2014, the
European Society of Intensive Care Medicine, the European Society of Endocrinology, and the
European Renal Association—European Dialysis and Transplant Association released guidelines on the

diagnosis, classification, and treatment of true hypotonic hyponatremia. (46!

Although not completely uniform in their recommendations (see the table below), the guideline have a
common aim of acute treatment of moderately and severely symptomatic patients with the goal of
increasing the serum sodium concentration by about 4-6 mmol/L in the first few hours, to prevent brain
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