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[Abstract] Objective

patients with myasthenia gravis (MG) and thymoma.

To evaluate the efficacy and safety of cyclophosphamide in the treatment of
Methods

were selected, and 60 of them were finally involved in the study. Patients were given low or median dose of

Ninety - five MG patients with thymoma

cyclophosphamide (0.20 g intravenously per day, twice a week), and the dose was gradually increased to
0.80 g intravenously per week. When the total dose of cyclophosphamide reached 6 and 10 g, the drug
efficacy was respectively assessed by Clinical Absolute Score (CAS) and Clinical Relative Score (CRS).
Adverse events were also recorded. Results Compared with the score before treatment (19.65 + 8.90), the
CAS after 6 g (13.73 = 8.63) and 10 g (10.58 + 8.11) cyclophosphamide treatment were significantly lower
than that of before treatment (P < 0.05, for all). The drug efficacy of the treatment was 73.33% (44/60) and
81.67% (49/60) when the total dose reached 6 and 10 g, respectively.
Conclusions

No serious adverse reactions
occurred. Cyclophosphamide is an effective and safe treatment for post - thymectomized

patients with myasthenia gravis and thymoma. Further follow-up and study is still needed to evaluate the

long-term outcome.
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Table 1. Modified Osserman classification and histological
subtypes in 95 MG patients with thymoma case (%)
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Table 2. Comparison of CAS between pre-treatment and
post-treatment with 6 and 10 g cyclophosphamide (x + s,
score)

Group N Clinical Absolute Score
Before treatment (1) 60 19.65 +8.90
After treatment

6¢g(2) 60 13.73 +8.63

10 g (3) 60 10.58 +8.11

R3 HBEBERGS T HT S IR)T G 45 M i (6 71 10 ) AL &
e A 246 % 3 1 1) o S 300 4t B3 1 7 22 0 3R

Table 3. Analysis of variance for repeated measurement
design on CAS in different treatment groups

Source of variation SS df MS F value P value
Treatment 148.838 1 148.838  1.092 0.298
Time 3367.504 1 3367.504 257.668 0.000

Treatment X time 148.838 1 148.838 11.388 0.001
1542.158 118 13.069

16087.458 118 136.334

Error within group

Error among groups

R4 HBEBERGE T AT SIRIT G 25 H i (6 F1 10 ¢) H A& &
5 IS 48 %o 3 43 1) T 1T L 2

Table 4. Paired comparison of CAS before and after
treatment with 6 and 10 g cyclophosphamide

Paired comparison P value

1) : (2 0.000
(1) : (3) 0.000
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ML neuronal nuclear antigen(NeuN)
Pz e R — S AL A Bl

neuronal nitric oxide synthase(nNOS)
R HL germinal center(GC)
K E T growth differentiation factor(GDF)
SR A B g P N A2

experimental autoimmune encephalomyelitis( EAE)

MM 2 7 2 S B AL
opticospinal multiple sclerosis(OSMS)

M ZERER  neuromyelitis optica(NMO)
PR 2 B R R

- )~ 1] i

neuromyelitis optica spectrum disorders(NMOSDs)

w

field of view(FOV)

BN HETH T ETANME  adaptive regulatory T cell(aTreg)
ZIREE QBRI receptor tyrosine kinase( RTK)

32 AT 1 T 2 I W TR I K
protein tyrosine phosphatase, receptor type, K(PTPRK)

WZERAMAE  dendritic cells(DC)
WREVRE double inversion recovery(DIR)

7K 38

14  aquaporin 4(AQP4)

22 R0 AR 1T

mitogen-activated protein kinase( MAPK)



