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2 Cases of Lower Limb Monoplegia due to Brain Cortical Infarction

Jung-ae Shin, Dong-hyuk Son, Kyung-suk Yu, Jin-goo Lee, Young-goo Lee

Department of Internal Medicine, College of Oriental Medicine, Woosuk University

Monoplegia is the paralysis of either the upper or lower imb. Monoplegia is commonly caused by an injury to the cerebral cortex; it is rarely
caused by an injury to the intemal capsule, brain stem, or spinal cord. Most cerebral cortex is derived from the occlusion of a brain cortex blood

vessel due to thrombus or embolus.

According to motor homunculus, lower limb monoplegia occurs from limited damage to the most upper part of the primary motor
area(Brodmann' s area 4, located in precentral gyrus). Clinically, lower limb monoplegia due to brain cortical infarction is commonly
misunderstood as monoplegia due to spinal injury because the lesion is situated at the most upper part of precentral gyrus. We had many
difficulties in finding lesion on brain CT, but we diagnosed two patients correctly by using an MRI, who have lower limb monoplegia due to brain

cortical infarction oriental treatment.

Key Word : Monoplegia, Lower limb, Cortical infarction
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" ﬁ m] Table 1. Examination Results in Case |
Brain CT nonspecific
fER 1 Brain MRI Cerebral infarction at left frontal lobe (Multi focal lesion. Recent lesion)
X-ray L-spine Ap/Lat
1. &x , - HNP L5-S1(R/O)
H 0 0 (F/75) - Degenerative spondylosis(Dx.) -
AR Both knee Ap/Lat
2. 3405 - Osteoarthritis(Dx.)
D AT ZRi# (Motor weakness LabFinding  CBC
B - Hemoglobin 11.9(g/dl)
Grade [-1) ) Blood chemistry
@ i (L8220 921t} A%h ~Total Cholesterol 256(mg/dI)
by ol - Y 19 9¢ - Alkaline Phosphatase 112(TU/L)
(aoa.@ZOOILlé 99 U/A
AM10:00 @ 43 %) - Blood 25(/ul)
3. B Tabl E Case |
- . able 2. Neurologic Examination in Case
@ 1047 =g : A7 B gfatel =
Examination Related Spinal Disease
ﬁx}ﬂ' ﬂo] OIZ]E]'X] E‘g ROM of Lumbar normal
@ FikEho} RS B < 4dns SLR-Tes )
N . Patrick Test )
ol & !
B seld B8 Polw Kernig Test (--)
4. 7158 9 AE3 . HE Knee DTR (+H++)
L e e - Ankle DTR o (++l++)
Ao Examination Related Cerebrovascular accident
754, 158cm, 60kge] AHEdH AL Babinski (+-)
1 HEUE oA 342 6719 A% * Pupil reflex (0=0)
o % = o ; Neck stiffness )
B 92 3|9 go] glriz AgH oz Ankle clonus (-)
LA%oU B A HA)glo] o Headache/Dizziness (/)
Nausea/Vomitting (-/-)

W2 ool Aguh wolod F
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g fWHda, 2000d 1€ 109 94 AHe 9282 *311}32%‘73—?{ 4 4) Brain MRIZ 2% 23} Left fron-
ety &bl A st Ao\, ARE, B, i 59 7JE}  tal lobed) Cerebral Infarctiono g &
BrainCT 29 & T8 E 498 340 It 949 B4 9% Brain YA TKFig. 1).
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(Table 1, 2 &=) - ARE AAE BT FEAE gl AX)9) duFel A E WY
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Fig. 1. Case 1 patient s MRI images show cerebral infarction at left high medial frontal

iobe.
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Fig. 2. It shows that case 1 patient s motor weakness has been improved from onset

to discharge day.

*Al(Activity Index), MBI(Modified Bathel Index), NIHSS(NIH Stroke Scale)
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Table 3. Examination Results in Case Il

Brain CT
Brain MRI

Old infarcted low density lesion in right basal ganglia
Cerebral infarction, left high frontal and parietal lobe(Acute or subacute

state) Lacunar infarction at right basal ganglia(Oid state)

X-ray L-spine AP/Lat

- Degenerative spondylosis (Dx.)

Both knee AP/Lat
- Nonspecific
CBC
-RBC407(M/H),

Lab Finding

- Hemoglobin 12.0(g/dl),

- Hematocrit 37.0(%)
Blood chemistry

- Normal
U/A

- Blood - 10 (/ul)

Table 4. Neurologic Examination in Each Case |i

Examination Related Spinal Disease
ROM of Lumbar
SLR-Test
Patrick Test
Kernig Test
Knee DTR
Ankle DTR

normal
. ()
-/-)
)
(++/++)
(+HH+)

Examination Related Cerebrovascular accident

Babinski

Pupil reflex

Neck stiffness
Ankle clonus
Headache/Dizziness
Nausea/Vomitting
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Fig. 3. Case 2 patient s MRI images show cerebral infarction at left high medial frontal
and parietal lobe.
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Fig. 4. It shows that case 2 patient s motor weakness has been improved from onset
to discharge day.

*Al(Activity Index), MBI(Modified Bathel Index), NIHSS(NIH Stroke Scale)
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