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E » Neuroleptic malignant syndrome is a dose-independent idiosyncratic  Vitals 0 J| 98 98% from FAERS (From 1968 to June 30, 2021)
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» ED evaluation was limited due to patient being “mute”. Family states at EKG Sinus tachycardia, HR 140s, corrected QT 379ms

Pharmacologic Agents

baseline, he is talkative & confirmed medication compliance but had 1A)
C ase Re E rt stopped in the past week due to poor oral feeding.
» In the ED, pt. was hemodynamically unstable - NS fluid resuscitation

—> admitted for failure to thrive & secondary acute kidney injury on

1B) ‘

preliminary lab work-up. SNpc
» On admission, pt. spiked a fever of 102.7F /w persistent tachycardia - 2) — Striatum
SOn Dang MD activation of sepsis protocol & further lab workup (table 1).
Normeen SlddquI BS » Simultaneously, C&L consulted for behavioral agitation. Pt noted to non-
_ verbal /w bilateral upper extremities stifftness - recommended for IM/IV
SaChIda Na nd Peteru |V|D lorazepam & hold all psych meds amid suspicions for NMS. |

SNpc
2) — Striatum
3) — Uninhibited GPe

» |D consultation = lumbar puncture - empiric ceftriaxone, acyclovir,
vancomycin & dexamethasone. Despite fluids & NSAIDs, his fever was

unwavering /w rising interval CPK - ICU upgrade.

Grace Vallejo MD

MOhammad RaJa M D » EEG r/o seizure activities. CT head, chest, & abd/pelvis showed no
acute abnormality. CSF analysis r/o infectious meningoencephalitis &
Arsen ASkandaryan MD discontinued empiric coverage. Anesthesia consultation = unlikely
malignant hyperthermia due to lack of exposure to inhaled anesthetics
& neuromuscular paralytics.

SNpc: Substantia Nigra pars compacta

Consultation & Liaison Service > NMS criteria fulfilled as diagnosis of exclusion = C&L recommend for Wﬂﬂ@m . - . d ‘ s b
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Jamaica Hospital Medical Center his recovery was complicated by worsening dyspnea & tachycardia ~> BRI L O CEAID
Jamaica. NY 11418 CTPA /w bilateral submassive PE (figure 1) - therapeutic LMWH. DISCUSSION
! > Repletion of dopamine agonist was tapered & LMWH was transition to - - : : . . . : : -
. . » This case emphasizes the need for having a high suspicion of NMS, even in the absence of antipsychotics, and when it is
oral apixaban. Pt was discharged w/o recurrence of NMS to date. masked by concurrent medical conditions.2
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