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[Abstract] Objective To analyze the clinical characteristics, drug efficacy and prognosis of
patients with myasthenia gravis (MG) associated with other autoimmune diseases. Methods Eighty-three
MG patients were divided into 2 groups. One group included MG patients with autoimmune diseases
(AIDMG, N = 24), and the other included MG patients without autoimmune diseases (NAIDMG, N = 59).
Firstly, clinical features such as sex, age of onset, initial symptoms and thymus abnormalities were
compared between patients with AIDMG and NAIDMG. Secondly, effect of different therapies, including
pyridostigmine, corticosteroids, immunoglobulin, immunosuppressants and thymectomy was compared
between 2 groups. Finally, prognosis including relapse rate and recurrence time during the first 2 years
after MG onset was compared. Whether and when ocular myasthenia gravis (OMG) progressing to general
myasthenia gravis (GMG) and the first onset of GMG symptoms during the first 2 years were also compared
between 2 groups. Results The difference of gender predominance (x*=8.467, P =0.004), plosis affecting
left or right or both sides (x*=9.830, P =0.007) and disease course within 2 years after onset (x* = 15.255,
P =0.001) between AIDMG group and NAIDMG group were statistically significant. Other clinical features
such as age of onset (x*=1.728, P =0.228), initial symptoms (x*=0.252, P=0.791), thymus abnormalities
(x*=3.200, P =0.202) were not significantly different between 2 groups. Differences of therapeutical effect
such as pyridostigmine (x*=0.411, P =0.395), corticosteroids (x*=0.156, P =0.513), immunoglobulin (x*=
0.359, P = 0.462), immunosuppressants (x’ = 0.081, P = 0.526) and thymectomy (¥’ = 0.337, P = 0.391)
between 2 groups were not statistically significant. The ratio of OMG progressing to GMG (x’ = 1.826, P =
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0.148), time of progressing (Fisher’s exact test: P = 0.639), first onset symptom (Fisher’s exact test: P =

0.196) and recurrence time (Fisher’s exact test: P =1.000) were not significantly different between 2 groups.

Conclusions AIDMG was more common in female patients. Bilateral ptosis involvement at the same time

was more common in AIDMG. Relapse rate during the first 2 years after MG onset was higher in AIDMG

than that in NAIDMG.
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Table 1.  Comparison of clinical features between
AIDMG group and NAIDMG group case (%)

NAIDMG AIDMG

Ttem X’ value P value

(N=59) (N=24)
Sex case (%) 8.467  0.004
Male 33 (55.93) 5(20.83)
Female 26 (44.07) 19 (79.17)
Age of onset (year) 1.728  0.228
<40 29 (49.15) 8(33.33)
>40 30 (50.85) 16 (66.67)
Initial symptom 0.252  0.791
oOMG 41(69.49) 18 (75.00)
GMG 18 (30.51) 6 (25.00)
Thymus 3.200 0.202
Normal 11 (18.64) 1(4.17)
Thymic 27 (45.76) 13 (54.17)
hyperplasia
Thymoma 19 (32.20) 5(20.83)
Unknown 2 ( 3.39) 5(20.83)

OMG, ocular myasthenia gravis, IR JL B & 5E JJL & J1 ; GMG,
general myasthenia gravis, 4= 5 % FIE JJLIC H1

2 AIDMG 45 NAIDMG 4 B 5 1 & IE IR 1K
teds Bil(%)

Table 2.  Comparison of initial symptoms between
AIDMG group and NAIDMG group case (%)
Ptosis*
Group N
Left Right Both Unknown
NAIDMG 41 3(7.32) 16(39.02) 5(12.20) 11 (26.83)
AIDMG 18 2(2/18) 2( 2/18) 9( 9/18) 4 ( 4/18)
X value 9.830
P value 0.007
Group N Ptosis Diplopia Both
NAIDMG 41 26 (63.41) 6(14.63) 9 (21.95)
AIDMG 18 10(10/18) 1( 1/18) 7( 7/18)
X value 2.319
P value 0.314

*including ptosis with diplopia
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R3 AIDMG A5 NAIDMG AL FH T A BRI 11 (%)
Table 3. Comparison of effect of different therapies between AIDMG group and NAIDMG group case (%)

Pyridostigmine Corticosteroid Immunoglobulin Immunosuppressant Thymectomy
Group N Effecitve N Effecitve N Effecitve N Effecitve N Effecitve
NAIDMG 49 44 (89.80) 32 26 (81.25) 17 14 (14/17) 30 24 (80.00) 37 28 (75.68)
AIDMG 19 16 (16/19) 8 6 (6/8) 7 5(5/'7) 17 13 (13/17) 19 13 (13/19)
X value 0.411 0.156 0.359 0.081 0.337
P value 0.395 0.513 0.462 0.526 0.391

R4 AIDMGH 5 NAIDMGH B E B L 61(%)

Table 4. Comparison of prognosis between AIDMG group and NAIDMG group case (%)

OMG progressing to GMG

Time of progressing (month)*

Starting symptom*

Group N Yes No Unknown N <7 7-12 >12  Unknown N Weakness of limbs Throat muscle  Both  Unknown
NAIDMG 41 18(43.90) 21(51.22) 2(4.88) 18 7(7/18) 1(1/18) 3(3/18) 7(7/18) 18 7(7118) 2018 2(218) 7(118)
AIDMG 18 10(10/18)  5(5/18) 3(3/18) 10 4@10) 2(/10) 1(1/10) 3(3/10) 10 2 (2/10) 44100 1(1/10) 3 (3/10)
¥ value 1.826 —
P value 0.148 0.639 0.196
*Fisher’s exact tests OMG ,ocular myasthenia gravis, IR LA EEHE WL TC 1 ; GMG , general myasthenia gravis, 4> 5 B 5E JLTG 77
RS5 AIDMG L5 NAIDMG 241 8 & #2552 A Ik ] (9 L 41 (o)
Table 5. Comparison of course of disease and recurrence time between AIDMG group and NAIDMG group cases (%)
Course of disease Time of relapse (month)*
Gty N Single Recurrence Unknown N <7 7-12 >12 Unknown
NAIDMG 59 43 (72.88) 15 (25.42) 1( 1.69) 15 6 (6/15) 4(4/15) 5 (5/15) 0 (0/15)
AIDMG 24 8(33.33) 11 (45.83) 5(20.83) 11 5(5/11) 2211) 4411 0(0/11)
x* value 15.255 —
P value 0.001 1.000

*Fisher’s exact test
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facioscapulohumeral muscular dystrophy(FSHD)
Jiéi B AE dural tail sign(DTS)
I R T FN PR deep brain stimulation(DBS)
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Jiéi L35 & cerebral blood flow(CBF)
fili fi.%¥ & cerebral blood volume(CBYV)
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endothelial nitric oxide synthase(eNOS)
HN-rP B intima-media thickness(IMT)
DR P AR R BF 5 W2

European Association for the Study of Diabetes(EASD)
BC IR BT very late antigen-4(VLA-4)
EHPECE mean diffusivity(MD)
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Vi 3
mean amplitude of glycemic excursion(MAGE)

A B 6 9 K1

JEBRPERESE  lacunar infarct(LACI)

PREENEIRAR  myotonic dystrophy(DM)

8- ¥ M A L4 8-hydroxydeoxyguanosine(8-OHdG)

S BMEIENTCH  general myasthenia gravis(GMG)

ANRRFEGFERR T human immunodeficiency virus(HIV)
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human umbilical cord-derived mesenchymal stem cells

(hUC-MSCs)
H A 05 5 S e
LR epithelial membrane antigen( EMA)

Mz LR MR L B AR
neuronal surface antibody syndrome(NSAS)

stroke of other determined etiology(SOD)

activities of daily living(ADL)



