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Case Report

A hepatic cancer patient with Guillain-Barré syndrome
during the perioperative period of partial

hepatectomy: a case report
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Abstract: We reported a case of hepatic cancer patient with Guillain-Barré syndrome during the perioperative period
of partial hepatectomy in the present study. We analyzed the clinical data and described the characteristics of this

patient.
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Introduction

Guillain-Barré syndrome (GBS) is a demyelinat-
ing polyneuropathy of probable autoimmune
pathogenesis characterized by rapidly progres-
sive symmetric paralysis. Although the precise
pathogenesis of this disease remains largely
unknown, GBS is believed to result from previ-
ous bacterial or viral infections [1]. Significant
antecedent events include Campylobacter jeju-
ni (4-66%), cytomegalovirus (5-15%), Epstein-
Barr virus (2-10%) and Mycoplasma pneumo-
niae (1-5%) infections. Recently, case reports of
surgery patients suffering from GBS have accu-
mulated, and a retrospective study suggested
that surgery may increase the risk for GBS [2,
3]. Furthermore, cancer patients with GBS ha-
ve attracted increasing attention [4, 5]. How-
ever, whether combination of cancer and sur-
gery may constitute a new GBS trigger is not
known. Here we present a case of hepatic can-
cer presenting with GBS just after partial he-
patectomy.

Case report

The study protocol was approved by the Ethics
Committees of the first affiliated hospital
Guangxi medical university, Nanning (No. 2013-
KY-108), and all participants provided written
informed consent.

A 54 years old man was admitted to the hospi-
tal with a space occupying lesion found in his
liver during a routine computer tomography (CT)
examination. The patient had no complaint,
trauma or history of surgery. He had a history of
alcoholism for twenty years. Before the surgery,
alesion of 2.2x2.3x2.4 cm in the liver was con-
firmed by conventional and enhanced magnetic
resonance imaging (Figure 1); small hepatic
cancer was highly suspected, according to a
guideline for the treatment of liver cancer [6].
Blood test showed 3.17 ng/ml alpha fetal pro-
tein (reference range: 0.00-11.00 ng/ml), 7.36
ng/ml carcinoembryonic antigen (CEA) (refer-
ence range: 0.00-5.00 ng/ml), 5.60 U/ml can-
cer antigen (CA) 125 (reference range: 0.00-
35.00 U/ml), 20.70 U/ml CA153 (reference
range: 0.00-31.30 U/ml), 38.39 U/ml CA199
(reference range: 0.00-37.00 U/ml), and 543.71
ng/ml ferritin (reference range: 21.80-247.60
ng/ml). Serum urea electrolytes, complete
blood count, protein electrophoresis, head
magnetic resonance scan, and chest CT scan
and ultrasonic inspection for kidneys, spleen
and bladder were all normal. Under general
anesthesia, partial hepatectomy was carried
out successfully with 600 ml blood loss and
normality of heart rate, blood pressure, and
arterial oxygen saturation within the procedure.
The tumor in the liver tissue was found to be
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Figure 1. Selected liver MRI photographs of the patient (A and B). Pictures A (T1) and B (T2) showed a circular space
occupying lesion on the right side of the liver (white arrows). Pictures C (x200) and D (x400) were selected from
pathological examination showing hepatic cancer cells. Pictures E and F disappearance of the F wave of tibial neve

latency.

3x3%x2.5 cm, and highly differentiated hepato-
cellular carcinoma was determined by subse-
quent pathologic examination. The patient re-
covered from anesthesia and expectable anal
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exhaust was obtained. However, at day 4 in the
afternoon following the operation, he felt a sud-
den weakening of his legs, which worsened the
next morning (day 5); in addition, his upper
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limbs became weak as well at day 5 and he had
trouble speaking. During breakfast, he had dif-
ficulty swallowing and experienced severe ch-
oking cough before entering a coma. He was
found with cardiopulmonary arrest and received
emergency treatment, including external chest
compression, high concentration of oxygen, tra-
chea cannula, elimination of food debris with
fiber bronchoscope, and assisted breathing
with a ventilator. He successfully recovered
within fifteen minute and needed no ventilator
an hour later. Afterward, a nervous system
examination showed bilateral peripheral facial
paralysis, dysarthria, dysphagia, pharyngeal
reflex disappearance, four limb muscular loos-
ening and symmetric paralysis at the point that
he could only raise his limbs off the bed, and
areflexia with pain; temperature sensory was
normal. Spinal fluid examination showed
increased protein level (1207.70 mmol/L), pres-
sure (143 mmH,0), glucose amount (5.10
mmol/L), chloride concentration (145.60 mm-
ol/L) and white blood cell number (7x10°/L).
Nerve conduction analyses of right median,
ulnar, peroneal, and tibial nerves performed on
days 9 and 14 after the operation revealed a
demyelinating pattern without axonal involve-
ment that progressively worsened with time.
Increased distal motor latencies, reduced ev-
oked motor amplitude and loss of F-waves en-
sued; conduction velocity remained relatively
unaffected. The patient received a systemic
treatment including IVIG, at a total dose of 2.0
mg/kg given as a 5-day treatment course (0.4
mg/kg per day of 6% IVIG), and other support-
ing therapies. The patient recovered slowly,
could swallow soft food freely and facial droop
improved at 11 days. At 21 days after the oper-
ation, he was discharged from the hospital.

Discussion

The patient’s pathological examination revealed
hepatic cancer cell; his clinical GBS features
included bilateral peripheral facial paralysis,
weakening of all four limbs with areflexia, cyto-
albuminologic dissociation in cerebral spinal,
demyelinating polyneuropathy revealed by ner-
ve conduction studies. Therefore, this patient
was diagnosed with hepatic cancer and GBS.

The pathogenesis of GBS is unknown, but the

ailment is generally believed to result from
aberrant humoral and cellular immune respo-

14244

nse directed against components of the periph-
eral nervous system. This acute, inflammatory,
demyelinating polyneuropathy may be most fre-
quently triggered by virus and bacterial infec-
tions or immunizations. However, patients with
malignancies suffering from GBS have been
described for years. Myers and Williams [7] first
reported a breast cancer patient with GBS fol-
lowing autologous bone marrow transplanta-
tion in 1994. Since then, multiple colon, rectal,
pancreatic, bladder, lung and endometrial can-
cer patients have been described with GBS
[8-13]. To our knowledge, the present study is
the first describing a patient with hepatic can-
cer and GBS. The association between cancer
and GBS has attracted increasing attention. To
better understand the possible relationship
between GBS and malignancy, Vigliani and his
colleagues [14] carried out a retrospective pop-
ulation-based cohort study; they found that
compared to the general population, the risk
for cancer patients to have GBS increased
2.37-2.43 times. However, the role of cancer in
GBS remains unknown. It is suggested that
cancer plays a role in patients to trigger GBS.

Surgery is another probable risk factor for GBS.
As early as 1972, a patient suffering from GBS
was reported just after mandibular surgery
[15]. Up to now, GBS is known to occur following
coronary artery bypass surgery, cranial surgery,
colorectal cancer surgery and thoracic spine
surgery [16-18]. In addition, surgery stress is
regarded as potential GBS trigger. Gensicke
and his colleagues reported that surgery in-
creases the incidence of GBS in patients: the
relative risk of developing GBS during the initial
6-week period after surgery was 13.1 times
higher compared to the normal incidence ob-
tained in the study population. Although it is
controversial whether surgery could increase
GBS incidence, it is a definite challenge when
GBS occurs during the perioperative period [17-
19]. The present patient suffered from limb
weakening 4 days after partial hepatectomy,
which rapidly worsened the following day; he
also showed facial paralysis, dysarthria, and
dysphagia. In addition, his life was threatened
by suffocation.

Cancer and surgery may trigger GBS, respec-
tively; more attention should be paid that com-
bination of surgical stress and cancer may trig-
ger GBS, especially during the perioperative
period.
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