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Posterior Reversible Encephalopathy Syndrome in a Patient with

Intoxication of Arisaema amurense
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Sa-Yoon Kang, MD, Joong-Goo Kim, MD

Department of Neurology, Jeju National University Hospital, Jeju, Korea

Arisaema amurense is well-known as a poisonous plant. Its toxicity is probably due to calcium oxalate crystal, which provokes

the painful oropharyngeal edema, hypersalivation, aphonia, oral ulceration, airway obstruction and hypocalcemia. Posterior

reversible encephalopathy syndrome (PRES) is a disorder manifesting as neurological symptoms such as headache,

encephalopathy, seizures and visual disturbance with reversible cerebral edema usually involving the bilateral posterior

portion of the cerebral hemispheres. Here we report a case of PRES following ingestion of Arisaerna amurense.
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Figure 1. (A) Brain magnetic resonance imaging (MRI) on hospital day 5 showed bilateral occipital cortical high signal intensity on diffusion
weighted image ([DWI], TR/TE=3,320/69 ms) and hypo- or iso-intensity on apparent diffusion coefficient map. There was no associated signal
change on fluid-attenuated inversion recovery ([FLAIR], TR/TE/TI=11,000/125/2,800 ms) image. (B) Brain MRI on hospital day 7 showed
bilateral temporo-occipital cortical lesions that were advanced than before. FLAIR image showed high signal intensity on corresponding lesions.
(C) Brain MRI on hospital day 12 showed reversal of bilateral temporo-occipital cortical lesions on DWI (TR/TE=3,879/95 ms) and FLAIR
(TR/TE/TI=9,000/87/2,500 ms) image. TR; repetition time, TE; echo time, TI; inversion time.
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Figure 2. (A) T1-weighted contrast enhanced axial, (B) coronal, and (C) sagittal images showed leptomeningeal enhancement in bilateral temporo-

occipital cortical lesions (arrowheads).

J Korean Neurol Assoc Volume 40 No. 4, 2022 329



A7) Aof|A0] B2, AH|EO|ES H[ESE o Fo] So] 1
o HHAol| 9IRS Z291S TRsAJo] Qlth SEl AR Hol
o] Zheea} Agtsle] B840 A AAAARS P4k 8
PRI AZS A2 4= Qiek” R 2 ZdlolA] 715wy
Zo] W7 Ho] FhkEa 918k Z191A] FThYTA L] 4} v
QA R o)
()]
T [ I | AN

2 aste) AU epEE, H?FET‘M o Fol5 04 64|
o] o]¢7]EQ2 100-105 mmHg 0]8}% ‘%%JO]: AT 7
oM 25% ool FAT Bt el
2 AR e’ ARk 50 RSk e
A

&= Qe o] B EUAIE Fofsliof gheh. AT 2hate]

>
oM,
r
EE
E
oX
N
rir
oM.
Ho
oldt
>
=
[
=
ﬁ>
o F
—m
=
o
-
>
)
f
©

B T P

QUG £ TFAS F U MK alole B,
B E AT 57 RolAw A2t Al

HFOR Aol ol 4 qirk. £ Felold 2 4 glo] 4

ZAg0] Z1ge] vlsto] ABANA olifol MASI 7] ARZE
A7k ke 2 Gl7) Wl 2710l ZRIFREEE SIS AR

330 CHSHMEMOIRIN NI402 NI4%2, 2022

Sh= o] Fasich Hue AR *1636}% A9 s

o] ol ki A ol S
AN AR
0% e 4 ok B
Tzl &

Z ubkg_],]. Z4lg|
AREL- o] o] 4
U A T TR sl Rl 3

A %Oj Rk

10.

REFERENCES

. Ryoo SM, Sohn CH, Oh BJ, Kim WY, Lim K§, Lee CC. Oropharyngeal

airway obstruction after the accidental ingestion of Arisaema amurense.
J Emerg Med 2013;45:352-354.

. AliH, Yaqoob U. Traditional uses, phytochemistry, pharmacology and

toxicity of Arisaema (Areaceae): a review. Bull Natl Res Cent 2021;45:
1-19.

. Hong MK, Park JO, Wang SJ. A case of toxicity caused by Arisaematis

rhizoma ingestion. J Korean Soc Clin Toxicol 2003;1:40-42.

. Chunxia C, Peng Z, Huifang P, Hanli R, Zehua H, Jizhou W. Extracts of

Arisaema rhizomatum C.E.C. fischer attenuate inflammatory response
on collagen-induced arthritis in BALB/c mice. ] Ethnopharmacol 2011;
133:573-582.

. Crenshaw BL, McMartin KE. Calcium oxalate monohydrate is asso-

ciated with endothelial cell toxicity but not with reactive oxygen spe-
cies accumulation. Cardiovasc Toxicol 2020;20:593-603.

. Fugate JE, Rabinstein AA. Posterior reversible encephalopathy syn-

drome: clinical and radiological manifestations, pathophysiology, and
outstanding questions. Lancet Neurol 2015;14:914-925.

. Gewirtz AN, Gao V, Parauda SC, Robbins MS. Posterior reversible en-

cephalopathy syndrome. Curr Pain Headache Rep 2021;25:19.

. Largeau B, Boels D, Victorri-Vigneau C, Cohen C, Salmon Gandonniére

C, Ehrmann S. Posterior reversible encephalopathy syndrome in clin-
ical toxicology: a systematic review of published case reports. Front
Neurol 2010;10:1420.

. Servillo G, Bifulco F, De Robertis E, Piazza O, Striano P, Tortora F, et al.

Posterior reversible encephalopathy syndrome in intensive care medicine.
Intensive Care Med 2007;33:230-236.

Lee SJ. Posterior reversible encephalopathy syndrome. ] Korean Neurol
Assoc 2016;34:277-289.



