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Posterior Reversible Encephalopathy Syndrome Following Bee Venom

Acupuncture

Manyong Lee, MD, Dong-Gyu Park, MD, Min Seung Kim, MD, Hong Il Seo, MD, Min Kim, MD,

So Young Moon, MD, PhD

Department of Neurology, Ajou University School of Medicine, Suwon, Korea

A 64-year-old woman presented with headache and visual disturbance which occurred 10 minutes after bee venom
acupuncture. She was normotensive. Her pupils were isocoric and normally reflexive but she could precept only lights
just in front of her eyes. The brain MRI showed vasogenic edema in the cerebellum and occipitotemporoparietal areas.
She fully recovered 2 days later. The brain MRI taken after 7 days revealed remarkable improvement. This case suggests
that bee venom might cause posterior reversible encephalopathy syndrome.
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Figure 1. The brain MRI which was taken 12 hours after bee venom
acupuncture. The patient's brain MRI shows high signal intensities
in her cerebellum and occipitotemporoparietal areas on axial fluid
attenuated inversion recovery (FLAIR) (A), diffusion-weighted
images (B) and apparent diffusion coefficient map (C), which
suggests that lesions are caused by vasogenic edema. The lesions
appear bilaterally, but predominantly on the left side.

A ghgrom A RARRALS] Fxlo|u) HiRIAT| -0 2hE B 2]
NS BEEA ol A adoRE AETARSE
(erythrocyte sedimentation rate, ESR)7} 28 mm/hr (A}, 0-25
mm/hr) &2 ZFrsH| A5 24 Qo] C-RESHHE(C-reactive
protein, CRP)& L35t Th2 FFHA|ALL] 452 HolA] o3k
th @4 o 7|uoAl(creatine kinase) 3 Z|opd7|uof
AMB, E &z I(troponin-1)} £ A AL 2= Aol
ow AAZHA A ZZ=HY(left axis deviation) £]of] Eo]4
ATk Al FellE dod 4= Qs Al €9l 7
3 A=A B =R N AN funduscopy) & A3 SHA

TEE B FAT AGYolE Ao

E

o flo

fr oy 4 oo
B 0
21 8
ol ©
o 2
> =
—= Ol
do it

E
oy =
ied X
ofs g
- e
N
1 -
O <
l
g:h
ol
i
)

N
ok
o
of
ox
=2
R

ol
AN
B
i
Pl
o
AN
of
f
T
1o
gt
r o)
o,
T
Of
<
&
Q
1]
2
o
¢
E
o

5ol iRk S 284S ffsl vAERo|=AadA 9 2
HAE H83h REARE A shaA Ee Ee 2

pu—

Figure 2. The follow-up brain MRI which was taken 123 hours after
bee venom acupuncture. The volume and intensity of brain lesions

shows much improvement on axial fluid attenuated inversion
recovery (FLAIR) (A). The high signal intensities are not observed
any longer on diffusion-weighted images (B) and apparent diffusion
coefficient map (C).
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