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Hemiplegia and Palatal Myoclonus after Hypertrophic Olivary Degeneration
—A case report—

Jun Ho Lee, M.D., Eun Young Han, M.D., Chang Hwan Kim, M.D., Myeong Ok Kim, M.D.
and Han Young Jung, M.D.

Department of Physical and Rehabilitation Medicine, Inbha University College of Medicine

Hypertrophic olivary degeneration (HOD) is caused by the damage of dentator rubroolivary pathway
which triangular area is consisted of red nucleus, dentate nucleus, inferior olivary nucleus and the
connection fibers. It usually resulted from vascular damage in pons or cerebellum, and also fromen-
cephalitis, degenerative disease, multiple sclerosis, tumor and trauma. We experienced this case of a
56-year-old man with characteristic clinical findings of HOD such as palatal myoclonus, ipsilesional facial
palsy, crossed hemiplegia and truncal ataxia after right pons and midbrainhemorrhage. Therefore we
report this case with observation of olivary nucleus size in brain MRI followed up after 5 years. (Brain
& NeuroRehabilitation 2008; 1: 35-38)
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Table 1. Blink Reflex Studies

8 month 56 month

Rl (ms) R2 (ms) RI (ms) R2 (ms)

Rt. SONS Rt NE NE NE NE
Lt. NE NE
Rt. NE NE
Lt. SONS Lt 11.8 395 113 377

At 8 months and 56 months after the onsetof stroke, these blink
reflex findings showed no interval changes significantly; no responses
at the ipsilateral R1, R2 and the contralateral R2 withthe right
supraorbital nerve stimulation, and normal ipsilateral R1, R2
responses, but no response at contralateral R2 with left supraorbital
nerve stimulation. These findings suggested that the right middle to
lower brainstem were more involved. SONS: Supraorbital nerve
stimulation, NE: Not evoked, ms: Millisecond.

8 Months after onset
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version of Berg balance scale, K-BBS):= 37, Functional
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56 Months after onset

Fig. 1. Transverse T2 weighted fast
spin echo MR images of the brain
obtained at the clinical presentation
through the pontomesencephalic
junction (A, B) & the lower med-
ulla. (C, D) At 8 months after the
pontine hemorrhage, there is a hy-
podensity within a focal hyperdense
portion of the mainly right dorsal
tegmental pons and medulla with
asymmetric enlargement of anterior
medulla corresponding to the region
of hypertrophic degeneration of the
bilateral inferior olivary nucleus (A,
C). About 4 years later, there is a
low signal intensity at the anterior
low medulla with volume reduction
at right dorsal tegmetal pons and
bilateral inferior olivary nucleus (B,
D).



0|2 9| 40| : WojH|Q} AT 7

Table 2. Six Phases of Hypertrophic Olivary Degeneration®

Phase Periods
No olivary change Within 24 hours
Degeneration of the olivary amiculum >2 to 7 days

About 3 weeks
About 8.5 months
>about 9.5 months

After few years

Olivary hypertrophy
Culminant olivary hypertrophy
Olivary pseudohypertrophy
Olivary atrophy

o7 @ 430] £57)%50] Hal SR (0%/0%), FHE
A7) 9) 7)%5(MFT)E ofstelo] ol7jeh 5:59] 7)%0] 7}
2} 18.7%, 0%z VreRgth B3 BX1E oF F-23} Ao
A% BE 7E A4S Hol WEAY NYFHE 53
I 4 glon, AARY ofF SE B9 B8 o]
£ B7MsT ARl 5, Z1gA 9a o), ke A
oA QojA7] So] BE Brhssle] K-BBSAMIA 0L
wglon], FIMAN]A 37822 W 8719 we] 7152
o o ofsbe 27E BT vHe AR 5
A7 HA 5o o4 eFol WAHY LD (palatal
myoclonus 2 %7), BE 0|7} QIE7|o4 7| =R F9l

£ 5 37]9] PAraate] vls) A8 SAER] got A
X 9% PG g AS Aaich Tay AxlsL
ol A AR AHKMMSE) el A 2702 AAEUS
$ATIL YTk THE A LEAANAE 1A 9
AT} 2ol7h GO THTable 1), ] 247158 At
N FEu)5a Leln o] B} 34 o] Gap 270
ula) Ak Qo] @A BT WA 54 Wae

29 A¥st= 2EHS EYTHFig 1).

B

P

ni=

MTA SPB WAL AW Aole] Hayy W
(trans-synaptic degeneration) 2.2 A &&= LH7He] 4%
Eao] o) o AH LR WISl = a4 Astol,
ol Zhlo) A, Axje] Aobsl, 12| QA4o] Geju
soz PAEE 92 A5 AL FE (den-
tator rubroolivary pathway) £AF0 2 ojojx|H, o]&= &
emsie] 9124 WAl ohd W T4 WAL Hols 55
3 B4 AT GA o' o] WHom Jue
W SRt Ao3 F2o) R gejna 193 o2
avof Aobsl Apole] A a|zoln, st £ HalolA
U2 Aee= dvil= stA Y ZH(inferior cerebellar ped-
uncle)& B3] Aotgle R Soj7kw, HobslolA e Al

fHA) 272 Q HO|L H|TA 22|Hth A X2

(i

7, Red nucleus
@

<

< ~ Uy,
-Dentate nuclSuz—se
: |Olivary nucleus

-

Fig. 2. Diagram of dentatorubral-olivary pathway, or Guillain
Mollaret triangle. The dentate nucleus and the contralateral red
nucleus are connected by the superior cerebellar peduncle
(dentatorubral tract), with fibers crossing in the decussation of the
peduncle at the lower mid brain. The red nucleus and the ipsilateral
inferior olivary nucleus are connected by the central tegmental
tract.
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