Subacute Weakness in the Setting of Non-Hodgkin Lymphoma
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Paraneoplastic neurological syndromes associated with Hodgkin (HL) conduction velocities; absent sensory responses

and non-Hodgkin lymphomas (NHL) are uncommon and occur mostly with «EMG: diffuse denervation in upper and lower limbs including thoracic paraspinal The patient’s presentation was complicated as it included a prior history of cervical
NHL rather than HL, with higher grade tumors leading to greater rates of muscles (Table 2) stenosis and presumed diagnosis of CIDP. However, he continued to deteriorate after
nervous system involvement. It has been hypothesized that paraneoplastic eCervical spine MRI postoperatively: canal stenosis at C3-4 levels with cervical spinal decompression, never developed myelopathic features, and his
syndromes are caused by an immune reaction to protein antigens flattening of cord and no abnormal enhancement o electrodiagnostic studies did not support a diagnosis of demyelinating neuropathy.
expressed by the tumor, which are shared but sequestered in nervous eLabs: erythrocyte sedimentation rate (ESR) elevated at 65 mm/hr, Vitamin B1 Furthermore, immunomodulatory therapy with IVIg and corticosteroids over one year

(65 nmol/L) and Vitamin B6 (11.7 nmol/L) had been low in the past, and he was
placed on replacement
eCerebrospinal fluid (CSF): elevated protein of 104 mg/dL, 3 WBCs, 3 RBCs,

system tissue. Paraneoplastic motor neuronopathies were first reported in
1963 with a disease course independent of the underlying malignancy.

failed to result in significantimprovement. Diffuse denervation patterns on EMG,
including thoracic paraspinal musculature, support the final diagnosis of motor

Patients with this syndrome typically develop proximally-predominant lower and was negative for cytology and oligoclonal bands neuronopathy.

greater than upper extremity weakness, with a diagnosis of lymphoma «Whole body positron emission tomography scan: left apical loculated pleural = - ) )
usually following the neurological presentation. We present a case of an effusion without evidence of malignancy Treatment responses in paraneoplastic motor neuronopathy associated with
elderly man who developed a subacute motor neuronopathy after a lymphoma and other cancers have been variable.

diagnosis of NHL.
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N N NN N BN BN BN BN BN NN BN BN BN BN BN B —I Compared to NHL, the motor neuronopathy associated with HL appears to have a
I CASE PRESENTATION " Table 1. Muscle Strength | more favorable response to therapy.

e

B ] . ] . Chemotherapy or radiation treatments may confound the extent of weakness and
A 70-year-old Caucasian man with-a-history of well-controlled diabetes mellitus,

e X . N N Muscle group Initial consultation® 4 Months later* 8 Months later* atrophy attributable to a paraneoplastic syndrome.
treated hypothyroidism, cervical spine degeneration, and marginal zone B-cell
lymphogaj presented to/clificiorovallatighiof possibiggchroric inflammatory Shotlder pbdicion 2z it i Many of these patients have risk factors for sensory neuropathy such as diabetes or
demyelinating polyneuropathy (CIDP). Clinical course is described below in months ?iFeDS 33‘{9“9‘31 172 o gg gg h M th p that further cloud thy fini FI) ) ¥ licati
prior to presentation to the neurology clinic: V\;llfi:setpEsxte:\es?gn 22 & 2z chemotherapy exposures that may further cloud the clinical picture, complicating
Finger Flexion o e e proper classification of the peripheral neuropathic process.
7 months prior: symmetric tingling in his hands, then two weeks later tingling in feet Finger Abduction 171 171 1n
+4-3 months prior: noted progressive weakness involving all limbs with worsening :;‘l’ez'ilx&"on gg ;g m Alternative explanations for the underlying weakness often precede the ultimate
ambulation and balance, and falls Knee Extension m 414 20 diagnosis of a paraneoplastic process and may be accompanied by both medical and
 no evidence of prodromal infection Foot Plantar Flexion 212 3/3 21 surgical interventions that produce little or no benefit, a pattern seen in our patient.
« C3-6 cervical laminectomy with fusion, post-operatively complicated by a urinary Foot Dorsiflexion on 33 -
tract infection that progressed to septic shock r CONCLUSION
* no improvement in weakness * Strength measured in MRC scale. Initial consultation is seven months after symptom onset. L I
+ patient became wheelchair-bound with only slight improvement in function with el it el ol e” e i e ek i
physical therapy Table 2. Summary of Needle Electromyography Performed 3 M Paraneoplastic motor neuronopathy, although rare, should be considered in the differential
+ nerve conduction studies (NCS) and concentric needle electromyography (EMG) Prior to Presentation to Neurology Clinic diagnosis of patients with NHL presenting with a motor-predominant peripheral nerve disorder.
performed at outside institution Although severe and diffuse weakness usually precedes the diagnosis of malignancy, this case
. i . provides an example of motor neuronopathy following the diagnosis of NHL. Early identification
. ) e 2 - ilsclelexaminediEhs e/ in=lactus IR NV Ee=Cil (i ase Sl DU Ep of paraneoplastic neuronopathy is important as it may prevent unnecessary interventions and
*3 months -1 month prior: given minimal improvement, patient received a 2 gm/kg may, guide therapeutic strategies
induction dose of intravenous immunoglobulin (IVIg) followed by two monthly doses 1¢t Dorsal Interosseous Normal 3+ 0 0 Normal 1+ Normal Y9 gles.
Qf2 gm/kg p|us prednisone 40 mg tota| da”y for presumed C|DP Abductor pol' s brevis Normal 2+ 0 0 Normal 1+ 1+ l- L N N _§ B N N N &R _§ N _§ &N N &R _§N § N § § § ]
Abductor Digit Minimi Normal 1+ 1+ 0 Normal REFERENCES I
ey o " n . Flexor Pollicus Longus Normal 0 3+ 0 2+ 1+ 1+
«Clinical course: no more than minimal improvement with these therapies EEnEe A AIEERIETarrER Norme| TS 0 Normal 1+  Normal N N B N B B N B S N B B B S e e e el
*Family history: Father- leukemia : 3 Triceps Normal 0 0 0 Normal 1+ Normal :‘_auml N;/La:s :frga;:; Q;.'f'{"i‘éﬁ‘éf’% (17)9; ;é_;ugmpamy in lymphoma: a relationship between the pattern of neuropathy, type of lymphoma and prognosis? J
Mother- NHL and follicular lymphoma grade Il of intrathoracic Iymph nodes Deltoid Normal 1+ 0 0 Normal 1+ Normal 2. Younger DS. Motor neuron disease and malignancy. Muscle Nerve. 2000;23(5):658-660.
H H H S : 3. Ds Il RB, P JB. P lasti d I the t N Engl J Med. 2003;349(16):1543-1554.
Neurologic Examination Titils Pastenr parmet MR B2 N £ 4|1 Kelly 1y Karcher DS Lymphoma il priBheal neuropainy:a clirialreviw: Musdle Nerve. 2006.31(3)301.313
i il 1 ibialis Anterior lormal + lormal 5. Darnell RB, Pc JB. P lasti dr ffecting th tem. Se Oncol. 2006;33(3):270-298.
Mental status was normal with mild dysarthria i & Rowiand L. Schnock S Neuramuscular Disrdere Assocated wit Nelignant Neoplasic Disease. J Ghronic Die. 1963,16.777-795.
«No facial or tongue weakness or atroph Gastrocnemius Normal 1+ 0 0 Normal 7 Graus F, Arino H, Dalmau J. Paraneoplastic neurological syndromes in Hodgkin and non-Hodgkin lymphomas. Blood. 2014:123(21):3230-3238.
g phy Vastus Lateralis Normal 0 0 0 1+ 1+ 1+ 8. Lamy C, Mas JL, Varet B, et al. Postradiation lower motor neuron syndrome presenting as monomelic amyotrophy. J Neurol Neurosurg Psychiatry.
i 1 i T i 1991;54(7):648-649.
.Severe dlffuse Symmetnc |Imb Weakness and atrophy (Table 1 ) Wlth general f'utl:ls redlus' f :Ofma: ;: ?+ g :orma: 9. Struck AF, Salamat S, Waclawik AJ. Motor neuron disease with selective degeneration of anterior horn cells associated with non-Hodgkin lymphoma. J
Hatt umbar Paraspinal jormal lormal Clin Ne I Dis. 2014;16(2):83-89.
hypOtonICIty i i 10‘“ eurggvlf\;usc,‘scho ES, Somasundaram M, et al. Subacute motor neuronopathy: a remote effect of lymphoma. Ann Neurol. 1979;5(3):271-287.
. . . . . Thoracic Paraspinal Normal 1+ 0 0 Normal
.No fasc|cu|at|0ns were Observed in Cran|a| or ||mb muscles " Rubio A, Poole RM, Brara HS, et al. Motor neuron disease and angiotropic lymphoma. Arch Neurol. 1997;54(1):92-95.
12. Nagao M, Nakamura M, Oka N, et al. Abnormal glycosylation of motor neurons with N-acetyl-D-galactosamine in a case of subacute motor neuronopathy
. » N ; T s o X | 9 : A i) ; 3 f; i i 3 i o ted with | he J N I. 1994;241(6):372-375.
+Deep tendon reflexes were absent except for 1+ biceps responses Ins Act,insertion activty; b, fbilation; PW, posiive wave; Fas, fascioulations; Recrul e e st iyt i e Nty 000162210812
OSensation to Iarge and small fiber modalities was intact except fOI' S|Ight reduction 4 s N P, p! - 14. Ferracci F, Fassetta G, Butler MH, et al. A novel antineuronal antibody in a motor neuron syndrome associated with breast cancer. Neurology.

1999;53(4):852-855.
in ti i i i 15 Pollard JD, Young GA. Neurology and the bone marrow. J Neurol Neurosurg Psychiatry. 1997,63(6):706-718
in timed vibration at his toes 16 Posner JB, Dalmau J. Clinical enigmas of paraneoplastic neurologic disorders. Clin Neurol Neurosurg. 1995,97(1):61-70.



Slide 1

MOU1 Microsoft Office User,
02/18/2019



