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Fig. 1 Clinical course of the patient, showing treatment, renal function (expressed by eGFR), and intervals between infusion.

Intervals of intravenous immunoglobulin (IVIg) infusions during periods with or without the use of different immunosuppressive agents

(no medication-oral ciclosporin—no medication-tacrolimus—-mycophenolate) are expressed as mean = standard deviation. Unpaired Student’s

t-test was performed using a software (JMP 9.0.3, SAS Institute) to compare mean IVIg intervals during and before the immunosuppressant

treatment. Intervals between IVIg infusions were prolonged from 33.0 +=14.7 to 86.1 +50.1 days (P<0.001) during oral ciclosporin therapy,

and the influenza vaccination attenuated such effects. Tacrolimus treatment was attempted but did not achieve convincing effects (15.3 +2.0 vs.
21.3+3.8 days, P=0.648). Treatment with MMF prolonged IVIg intervals from 15.3+2.0 to 53.6 £25.1 days (P=0.018) without further
deterioration of the renal function. MME mycophenolate mofetil; Ciclosporin, plasma trough levels of ciclosporin; Tacrolimus, plasma tacrolimus

levels approximately 12 h after ingestion; eGFR, estimated glomerular filtration rate.
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Table 1 Nerve conduction measurements at baseline and follow-up.
N . sid Distal motor ~ dCMAP amplitude p/d Ratio of CMAP Conduction velocity SNAP amplitude
erve ear 1ae
latency (ms) (p-p) (mV) Amplitude (%)  Duration (%) Motor (m/s) Sensory (m/s) (®-p) (V)
Median 2004 R 4.9 8.4 78 105 40.7 47.5 ND
L 6.4 4.5 88 114 41.7 46.3 ND
2012 R 6.6 10.2 87 110 40.1 47.6 23.9
L 7.3 6.8 93 106 44.4 45.3 15.7
2016 R 6.7 8.4 79 110 40.0 31.3 24.2
L 8.0 5.8 63 125 42.4 44.3 23.9
Ulnar 2004 R 3.8 12.9 75 107 54.8 48.7 ND
L 4.9 11.1 99 89 50.6 48.9 ND
2012 R 5.6 4.8 99 106 51.5 44.9 0.9
L 6.7 12.9 90 112 42.6 42.9 2.2
2016 R 5.4 11.2 72 116 42.3 40.3 16.2
L 6.2 16.3 84 112 38.3 43.1 21.9
Tibial 2004 R 5.9 6.9 99 109 43.8 — —
L 4.0 19.3 74 101 42.7 — —
2012 R 6.0 14.9 79 120 39.3 — —
L 6.6 15.6 65 112 37.3 — —
2016 R 5.1 12.7 68 125 35.0 — —
L 6.5 12.5 56 118 32.4 — —
Sural 2004 R — — — — — 43.2 ND
L — — — — — 43.8 ND
2012 R — — — — — 44.8 7.0
L — — — — — 42.9 3.8
2016 R — — — — — 44.4 3.8
L — — — — — 39.7 4.0

dCMAP amplitude (p—p), peak-to-peak amplitude of compound muscle action potential on distal stimulation; p/d Ratio of CMAP, peak-to-peak

CMAP amplitude or duration ratio on proximal vs. distal stimulation; SNAP amplitude (p-p), peak-to-peak amplitude of sensory nerve action

potential; ND, not determined.
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Abstract

A case of intravenous immunoglobulin-dependent chronic inflammatory demyelinating
polyneuropathy of pure motor form responsive to mycophenolate mofetil therapy

Motomi Arai, M.D., Ph.D."

"Department of Neurology, Seirei Mikatahara General Hospital

This report concerns a case of chronic inflammatory demyelinating polyradiculoneuropathy (CIDP) with frequent
treatment-dependent relapses. A 75-year-old male presented with a 2-month history of progressive weakness of the
limbs with no sensory symptoms. Neurological examination revealed normal cranial nerves, MRC grade 4 power in the
proximal and distal muscles of the limbs, and generalized areflexia. However, the sensory examination results, serum
immunoelectrophoresis, anti-HIV antibody, and vitamins B1 and B12 levels were normal. Cervical MR imaging was
unremarkable. Cerebrospinal fluid showed albuminocytologic dissociation. Nerve conduction studies demonstrated
prolonged distal latencies in the bilateral median nerves and left ulnar nerve. Treatment with intravenous immuno-
globulin (IVIg) infusion resulted in a marked improvement. Thereafter, the patient had been treated with repeated IVIg
to maintain motor function. Subsequently, the patient fulfilled the EFNS/PNS diagnostic criteria for pure motor form of
definite CIDP. Treatment with ciclosporin with the plasma trough level of 60-150 ng/m/ reduced the frequency of IVIg.
However, renal function began to deteriorate 94 months after the initiation of ciclosporin. The calcineurin inhibitor was
replaced with mycophenolate mofetil 1,500 mg, which significantly increased the interval between infusions without
further renal impairment. Therefore, mycophenolate may represent an effective alternative treatment for some IVIg-
dependent CIDP patients.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:698-701)
Key words: chronic inflammatory demyelinating polyradiculoneuropathy, intravenous immunoglobulin,
treatment dependent relapse, ciclosporin, mycophenolate mofetil




