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1 57 — year — old Iranian female
d jaundice

d fever

A body i1tching

d abdominal pain

] progressive muscle weakness

 1cteric sclera

0
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o
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o
v
o
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g o

A right upper quadrant pain

[ reduce muscle force




0 diabetes mellitus (10 years)
A hypothyroidism
d hyperlipidemia

 hypertension

O
=i
-
M
“
“

Al03SIH

3 diabetic foot (5 months ago)




O atorvastatin (40 mg PO - QD)

O acetylsalicylic acid (80 mg PO — QD)
OLosartan (25 mg PO - QD)

QRanitidine (150 mg PO — every 12 hours)
0 Amlodipine (2.5 mg PO — QD)
QFurosemide (40 mg PO - QD)

O insulin (for the past 2 years)



0 muscle strength

. Upper limbs 4/5

. Lower limbs 2/5

O Urinary retention s catheterization

O muscle weakness mmp disability to walk and defecation

O all joints were normal

O limb muscle force and strength of gluteal muscle and

external sphincter decreased

2.
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o
X
0
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oy
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=




 acute hepatitis

1 statin toxicity

d rhabdomyolysis



Table 1 Results of lab tests

WBC

RBC

Platelet count
HGB

ESR

C-reactive protein
Urea

Creatinine

Fe

TIBC

Calcium

Phasphorus
Prothrombin time (PT)
Ferritin

Potassium
Blood culture
Wright
Coombs Wright
Troponin

Venereal disease research laboratory (VDRL)

Thyroxine (T4)
Triiodothyronine (T3)

Thyroid-stimulating hormone (TSH)

Copper in a normal range

Total protein
Albumin
Urinalysis
Chest x-ray

11,000/mm?
327 x 10%mm?
327,000

10.5 g/dl

77 — 32 mm

10 mg/dl

52 mg/dl

1.2 mg/dl

85 mg/dl

282

8.5 mg/dl

3.3 mg/dl

12.5 seconds

960 ng/ml— 357 ng/ml

3.6 mEg/I
Negative
Negative
Negative
Negative
Negative
13 g%

1.5 ng/ml
3.4 miu/ml
In blood and urine
6.3 mg/dl
3.4 mag/sdl
Normal
Naormal

Hbs Ag (ELISA)
HBe Ag

HBc Ab

HBc Ab IgM

HBe Ab

HDV Ab

HCV Ab

HIV Ab

HBs Ab

HEV

HAV Ab

HBV viral load

Rheumatoid factor
ANA

p-ANCA

c-ANCA

Anti-ds-DNA
Antimitochondrial Ab
Anti-smooth muscle Ab
Tissue transglutaminase Ab
Anti-gliadin Ig G
Anti-gliadin IgA

LKM-1

Anti-endamysial Ab
Aldolase

Ceruloplasmin

Paositive
Positive
Pasitive

Paositive > 15
1U/mil

Negative
Negative
Negative
Negative
Negative
Negative
Negative

3,319,701,150
Copies/ml
570,395,386 U/
mL

Negative
Negative
Negative
Negative
Negative
Negative
Negative
Negative
Negative
Negative
Negative
Negative
40 1U/1

31 mg/dl, narmal

HGB, Hemoglobin; ESR, Erythrocyte Sedimentation Rate; Fe, Iron; TSH, Thyroid-Stimulating Hormone; Hbs, Hepatitis B Surface; Hbc, Hepatitis B Core; HDV, Hepatitis D
Virus; HCV, Hepatitis C Virus; HEV, Hepatitis E Virus; HAV, Hepatitis A Virus; HBV, Hepatitis B Virus; Ag, Antigen; Ab, Antibody; RF, Rheumatoid Factor; ANA, Antinuclear
Antibodies; C-ANCA, Antineutrophil Cytoplasmic Autoantibody Cytoplasmic; P-ANCA, Perinuclear Anti-Neutrophil Cytoplasmic Antibodies; Ig, Immunoglubolin; —,

shows the recovery process




Table 2 Electromyography (EMG)/nerve conduction velocity

(NCS) results

Neuron site

Nerve

Muscle

Result

Sensory NCS

Motor NCS

H-Reflex

EMG

L sural—Lat malleolus
R sural—Lat malleolus

L superficial peroneal—
foot

Tibial malleolus—abduc-
tor hallucis brevis

L common peroneal—
extensor digitorum
brevis (EDB)

R common peroneal—
EDB

L tibial—soleus

R tibial—soleus

LTIB Ant

L gastrocnemius—Lat
L vastus lateralis

R vastus lateralis

R biceps

R deltoid

L calf
R calf
L Lat leg

Wrist

Elbow
Ankle
Fibular head

Ankle
Fibular hand
Knee
Knee

Not obtainable
Not obtainable
Not obtainable

Not obtainable
Not obtainable
Not obtainable
Not obtainable

Not obtainable
Not obtainable
Not obtainable
Not obtainable

Mildly decreased
Mildly decreased

Early recruitment
Early recruitment
Early recruitment
Early recruitment

Summary: (1) assessment motor and sensory nerve conduction was not possible
at every neuron site; (2) on needle EMG examination, low-amplitude motor

unit potentials (MUPs) with early recruitment were most prominent in proximal
muscles of upper and lower limbs. Conclusion: The patient was found to exhibit
(1) acute myopathic process and (2) chronic sensorimotor polyneuropathy. L,
left; R, right; Lat, lateral; TIB, tibial; Ant, anterior




Table3 Laboratory results

At frst visi

CK 1A 11200
LOH, IUA 1250
SGOT, VA 1161
SGPT,IUA

BINT, may/dl 37
Bil 0, mo/dl 35
ALKRIUA 1M
Na, may/dl 121

L
29
1033
118

84
59

603
26

23
842
116

3
13
878
131

34
34
13
877
137

(K, Creatine Kinase; LOM, Lactate Dehydrogenase; SGPT, Serum Glutamic Pyruvic Transaminase; SGOT, Serum Glutamic-Oxaloacetic Transaminase; T, Total, , Direct




d ultrasonogram of the abdomen

. Mild hepatomegaly

. Splenomegaly

O U/A was negative for myoglobin

d EMG/NCYV revealed acute myopathic process and chronic

sensori motor polyneuropathy

4 Fe, total iron binding capacity and ceruloplasmin were in

normal renge




Prednisone therapy was
assoclated with complete
clearing of all clinical and

laboratory abnormalities

The patient was discharged
on day 19 with a relatively

ogood general candition




Hepatitis B infection can trigger the

Immune system and cause immune-

mediated syndrome such as peripheral

neuropathy and myopathy or directly invade

muscle fibers and cause myopathy




Thanks for your attention




