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— Abstract —

Vaccine Associated Paralytic Poliomyelitis, Mimicking
Guillain-Barre Syndrome

Seong Ho Jang, M.D., In Gyu Lee, M.D.*, Jae Nam Yoon, M.D.,
Seong Yong Lee, M.D., Ho Seong Kim, M.D.

Department of Physical Medicine & Rehabilitation, Soonchunhyang University School of Medicine*,
Department of Pediatrics, Soonchunhyang University School of medicine

In most areas of the world, wild polio virus is eradicated thanks to the mass campaign for polio vaccina-
tion. Though wild polio viruses are eradicated, poliomyelitis still shows near-negligible incidences in
relation to oral polio virus vaccination (OPV). When a patient shows acute, generalized, asymmetrical
weakness, a physician would try to rule out other neurological diseases rather than poliomyelitis. Espe-
cially, in case a patient has no vaccination history, no contract history with a recipient, a physician seldom
consider poliomyelitis as a primary cause of weakness. We experienced a case of 8-year-old boy who did
not receive OPV in recent years and did not have known contract history with recipient. He showed a fea-
ture of acute motor axonal polyneuropathy in electrophysiologic study and later was diagnosed by stool
exam as naving vaccine-associated poliomyelitis (sabin 1, 3 type).

Key Words: Vaccine associated paralytic poliomyelitis (VAPP), Acute motor axonal polyneuropathy
(Guillain-Barre Syndrome), OPV, Poliomyelitis, Asymmetrical weakness
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ol4 giglen Kernig sign < FIUaAS3F

(meningeal irritation) H=3F oA gkeirh. 4Rk
Az BRI g ZHax(knee jerk /-,
+/%), AAAA A a(biceps jerk
ceps jerk +/1)& BT},

A AA; 79 25 Al duk do) FAtellA
WBC 14, 300/mm’, Hb/Hct 12.8 mg/dL/ 36.6%.
CK (Creatine Kinase) 68 mg/dL, << (CSF)
Axpel| A FEA o] g2 (colorless. clear) /¥ WBC

70/mm’, RBC OZF/mm® ©¥(protein) 42
mg/dL, B(glucose) 57 mg/dL. ¢ 2Z(choloride)
119 mg/dL &7 Bt H2 A wigeAe He
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(negative) 271 B G
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Table 1. Manual Muscle Test (Initial visit & [* electrophysio-
logic test)

Key Muscles Right Left Right Left
At Admission 1+ EMG consult

Elbow flexor 4 4 3 3

Wrist extensor 3+ 3+ 3+ 3+
Elbow extensor 3+ 3+ 3+ 3+
Finger flexor 2 2 2

Finger abductor 2- 2- 1 1

Hip flexor 3+ 4 2+ 3-
Knee extensor 4 4 3- 3+
Ankle dorsiflexor 3+ 3+ 3+ 3+
Long toe extensor 3+ 3+ 3+ 3+
Ankle plantar flexor 3+ 3+ 3+ 3+
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50ms 2mV

1
r_/\/f 50ms 2mV|

3
50ms 2mV

4
50ms 2mV

Fig. 1. Serial CMAP curves of median nerve conduction study

(I, 2™, 3% 4" study from above)

Table 2. Nerve Conduction study
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Nerve Stimulation Recording Latency Amplitude Velocity
(msec) (mV or uV) (m/sec)
Motor
Right Median Wrist APB 27 29
Elbow APB 6.2 27 543
Ulnar Wrist ADM 24 0.7
Elbow ADM 6.3 0.7 55.6
Left Peroneal Ankle EDB 33 2.7
Fibular head EDB 7.0 25 514
Tibial Ankle AH 29 44
Knee AH 7.9 40 48.0
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Table 3. Needle EMG Findings
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Spontaneous act.

Recruitment pattern

Muscle. Fib.' PSW* MUAP (Interference pattern)
7.21 (1" exam)

Abductor pollicis brevis + ++ normal & polyphasic reduced (P)

1" Dorsal Interosseus + +++ small & polyphasic discrete (S)
Flexor carpi radialis + ++ normal & polyphasic reduced (P)
Flxor carpi ulnaris + + normal & polyphasic normal (P-C)
Biceps normal normal (P-C)
Triceps normal normal (P-C)
C8 paraspinalis ++ +++ normal

Vastus Medialis normal normal (P-C)
Peroneus longus normal normal (P-C)
L5 paraspinalis + + normal

7.26 (2" exam) (Other muscles: no interval change or slightly aggravated)

Triceps normal & polyphasic slightly reduced
Vastus medialis normal & polyphasic slightly reduced

*

S: single, P: partial, P-C: Partial to complete interference
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