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## 5274764630 : MAJOR MEDICINE

KEYWORDS : GENERALIZED MYASTHENIA GRAVIS/ MYASTHENIC CRISIS/ QUANTIFIED MY ASTHENIA

GRAVIS STRENGTH SCORE (QMGSS)/ SOLUBLE COMPLEMENT 5B-9 (C5b-9)
JESSADA SRII(ULE‘MEITCIRN : THE RELATIONSHIP BETWEEN SERUM SOLUBLE C5B-9 LEVEL
AND SEVERITY OF GENERALIZED MYASTHENIA GRAVIS AT KING CHULALONGKORN
MEMORIAL HOSPITAL. ADVISOR : PROF. THIRAWAT HEMACHUDHA, M.D. , CO-ADVISOR :

NATH PASUTHARNCHART, M.D. 41PP.

Backgorund : Myasthenia gravis (MG) niman of neuromuscular junction disease. Wide range of
clinical presentations and severity of disease, only ocular sympic : spiralo i
Nowadays we have no laboratory test for wmmmmm

Objective : To determine the re and severily of generalized
myasthenia gravis(GMG)

Methods : A pilot cross-sectiogdl analy1 ié swidy Was condusted, lo-pat uis diagnosed with generalized

myasthenia gravis were recruited. All of disease once a day with quantified

myasthenia gravis strength score (QM week at first two week and once a
week thereafier. Demographic data were

conducted to determine the relationship betwelih sq I 50/ Sh-9level and severity of generalized myasthenia

zed estimating equations (GEE) was

gravis.

patignts (77.7%). The mean age is
Y

Prelt for acetylcholine receptor

J .45@:1@1: mean baseline C5b-9 level of
GMG group is 254.89 ng/ml. The mean bﬁc QMGSS is 22, ?Wfﬁam value from GEE is -.273 (p-value

“mf"'"PMWﬁ’d‘E*Jﬂ*WWﬁj"Iﬁﬁﬁ  ——

has no relationship between séflim soluble C5b-9 level :r.d severity henia mm

ooy A R f i

myasthenia gravis anll infection may be not interfere C5b-9 level.

Results : A total of 9 patjent;
47 4 years The mean duration of dis®a8 _
antibody{ AchRAb). The mean baseline £15b-9 level o
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May have

11 Mild wealkmness

May also have

- Ila Predomina

opharyngeal muscles.

- IIb \
piratory muscles or both.

b or axial @scles or both.

May alnge lesse

© e

ay also have ocular mu?le weakness of any severity.

- VAThGI R MUBIANYNAY

May also have lesser involvement of oropharyngeal muscles.

- b
Predominantly affecting oropharyngeal muscles or respiratory muscles or both.

May also have lesser involvement of limb or axial muscles or both.

v Severe weakness affecting other than ocular muscle
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May also have ocular muscle weakness of any severity.
- IVa Predominantly affecting limb or axial muscles or both.
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Predominantly affecting oropharyngeal muscles or respiratory muscles or both.

May also have lesser inyvolvement of limb or axial muscles or both.
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2. Alternative pathway

3. Mannose-binding lectin pathway (MBL)
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TEST ITEMS GRADE OF WEAKNESS DATE OF
None Mild (1) Moderate(2 | Severe (3) EXAMINATION
(0) )
1.Double vision(lateral gaze) (sec) >60 >1-10 Spontaneous
heterotropia
2.Ptosis(upward gaze) (sec) spontaneous

3.Facial muscles

4.Chewing

5.Swallowing

6.Head lifting(45 degree supine) (sec)

7.Outstretching of right arm

(90degree standing) (sec)

!

No mimic

expressions

astric tube

R

s

i\

ncomp \ astric tube

8.Outstretching of left arm

(90degree standing) (sec)

9.Vital capacity (liters)

Male & gi3s 52535 @] >1525 <15
- @921 DN NI WEINE:

. . T e L "4 LB = JLL
10.Outstretching of right 1eg | >100 | >30-100 >0-30 >0

¢

(45degree supine) (sec L7 i
11.Outstretching of eg ﬁaﬁ E] 7 I a ;—l
(45degree supinq (sec) e

12.Right grip (KgW)

(5.0 male, 4.5 female)

Male >45 >15-45 5-15 <5
Female >31 >10-30 5-10 <5
12.Left grip (KgW)

(5.0 male, 4.5 female)

Male >45 >15-45 5-15 <5
Female >3] >10-30 5-10 <5
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