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In one case of d Lambert Eaton syndrome (LEMS), treat-
ment with cytotoxic chemotherapy and radiotherapy resulted in remission of both cancer
and neuromuscular disorder. Serial repetitive nerve stimulation (RNS) findings showed
that the typical RNS features of LEMS returned to normal in the orders of dramatic
postexercise facilitation, an incremental response in high rate stimulation, and a decre-
mental response in low rate stimulation with clinical improvement.
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Table 1. Serial RNS test in abductor digiti quinti muscle

first second third last

RN
NS test (ul. 1988) (Dec. 1988) (Oct. 1989) (Mar. 1991)

Amplitude of CMAP (mV)

at rest 1.9 6.0 85 143
after exercise 9.4 10.4 10.3 16.5
amplitude ratio (%) 480 170 120 115

Decrement at LRS (%)

2sec 50 2 2 N*
3sec 66 2 2 N
/sec 62 23 2 N

Increment at HRS

amplitude ratio (%) 400 230 N

Decrement at posttetanic LRS (%)

immediate 20 2 N

alter 4 min. 55 20 2 N

*N':no decremental response above 8% at LRS or no incremental response above 20% at HRS.
RNS: repetitive nerve stimulation, ~ CMAP : compound muscle action potential
LRS:low rate stimulation,  HRS - high rate stimulation
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Fig. 2. Follow-up chest CT scan showed the contracted mass at the left suprahilar area. No definite mass shadow was

noticed in the chest PA.

MV [

30/sec for 3min. 20/sec
(A

mission(89-89) (C) Last RNS test (91-3-28).

®)
Fig. 3. RNS test in abductor digiti quinti muscle. (A) First RNS test (887-19) (B) RNS

20/sec for 2min.
©

for 2min.

test during clinical re-
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