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Sarcoidosis and Gullain-Barr6 Syndrome
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AbSIract

A 35-year,old female presented wiılı three days' hiştory
oJ aching dbcoııfurt in her back, chest, ancl cınkles. She

lıqd also noticed int,reasing weakness o;f lıer legs and a
week before adnıissioı lıad slıow,n fltı-like symptoıııs.
Chest X-ray shoııed bil.üteral hiLar Llnd right pqratraclleql
lynıp hadenopatlı ı,. Bronchosc opi c biopsi e s reve ale ı] non-

caseating grüülu lona. She was diagnose.l with sarcoidosis
and wds giveıı predniıolone. The p{üient deıeloped facial
palsy and rapidly progressive ascentLing paralısis begiıı,
ning İrom the lower extraılıities on t],ıe third afid İolürtll
days aJter iü,üiti1l preŞeıltatioı1, reSpeCtiyel.r. Analr,-sis of
lumbar punctıu^e shouıeı| acellulcır Jluid with a lıigl,ı pro-
teiıı content- EMG ı,aS conststentwith difrıse sensorimo
t o r .] eın}, e Lin o t i üı 8 p o ly ne tı ro p at lıy. Tlı tı s, t lıe di a gn o s I s
y,as Cııillain-Barrıi syırJronıe (GBS) preseııttng with sar-
coidosis.Iııtravenorıs immune globıılin was given and
prednisoloııe StoPped, one nıontlı after fuitial presenttl,
tion the patient was coııpleteb, recovererL ancl disclıarged
c.ıı,ı pretlnisolone therapy. If ıeurologic symptolns sLüch as

aching discom;fort and weaknesş are ıhe ,üain complaiflts
in patiertŞ yüith suspected or biopsy proıen sarcoiılosis,
GBS shoulcl be suspected.

Ke,- --o rds,,Sarcoidosis; neurosarcoidosis; Guillain-Barr6
syndrome.

Introdıction

Sarcoidosis is a poorly understood granulomatous
disease that involves the 1ung and intrathoracic
lymph nodes in > 90% of patients (1, 2). Neurologic
complicalions occur in approİmately 570 ofpatients
with sarcoidosis (3). Approximately 50% of patients
with neurosarcoidosis present with neurologic symp-
toms at the time sarcoidosis üs first diagnosed (4,5).
Guillain-Ban6 syndrome (GBS) is an acute idio-
pathic polyneuropathy that Sometimes follows infec-
İive illıess, or surgical operations. Until now only
six cases of GBS in patients with sarcoidosis have

Fla- l- Chest x ra!,: Bilateral hilaİ and İght paratracheal

lympadcnopathy.

been reported in the literature (6-1i). We present a

case of GBS plesenting with sarcoidosis.

Case report

A 35-year-old fcmale ıvas admitted ıvith three
days' history of aching discomfort in her back, chest,
and ankles. She had also noticed increasing weak-
ness of her legs, and onc week before admission She

had shown flulike symptoms. Past history was nor-
mal. Physical examination ıvas within normal limits.
Investigations including complete blood count,
whole blood chemistry, and spirometric pulmonary
tunction tests were norrıal. sedimentation rvas

l2 mm/hour. Chest X-ray ıvas abnorma] with bilat-
eral hilar lymphadenopathy and right paıatfachea]

lyınphadenopathy (Fig. l ). High resolution chest CT
showed multiplc mediastina] and bilateral hilar lym-
phadenopathies and acinar nodules on both upper
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FIG, 2, - A, chest CT : Right paratracheallymphadenopathy: B. clresr cT: Mediastinai lymphadenopathies jncludiı.ıg precarinal andpara-aortic lynhadenopathy; C. chest cT: Biliteial ıılar iymphaaenopathr, 
-'

lobes.(Figs.2A. B. and C). Fiberoptic bronchoscopy
revealed increased vascularization ıvith cobblestorıe
appeafance on bronchia] mucosa. Biopsies were
taken from both mucosa and paıenchyma, and
histopathologic examrnation of the biopsies reported
noncaseating gr.anulomas including histiocytiİ giant
cells and epitheloid histiocytes. Prrified pioteii de-
riYatıve (PPD) was negatiVe. Autoantibody panel in-
cludiı,ıg p-ANCA,c,ANCA,anti-SS-S. İıİi-SS a.
anti-dsDNA. antism. ınıiScl7(). RF, ancl AMA lvas
negatiVe, Thur. the [inal diagnosi. \\a5 \arcoido\i5
and ıhe paıienı \\a\ PiVen pretlnisolone. po
4() mg',1r,, On the ıhird da1 of trcaımenı, ho*ever.
she developediacial palsy. On the follorving day she
developed rapidly progressive ascendiı.ıg rİ"ukn"r,
beginning fiom lower extremities. Cranial. cervical
and ıhorı_l,olumbar M R l. EMC. and lumbar pu nclure
ıvere performed after a neurology consultation. The
MR sections were completely normal. Rapidly pro-
gressive ascending rveakness beginning fromlower
extremities. Neurophyslotogy studies (electromyog-
raphy aıd nerve conducticıı studies) showed abseİt
F rvaves and absent H leflexes. Sensorv nerve con-
ducliun sıudieş reveıl sIowec| conductiun ıelociıies.
The sura] sensory response was normal. while me-
dian and ulnar sensory lesponses were affected
(sural 

_ 

sparing). Analysis of cerebrospinal fluid re-
vealed acellular fluid with a high pİotein content
(l58 mg/dl-). Final diagıosis was GBS and intra-
venous immune globulin (IVIG) was given and
prednisolone stopped. After five days' treaİment with
iVIG the patient undertook physicii therapy. Weak-
ness improved dramatically and the patientbegan to
walk. 

_Prednisolone, po 40 mg/day, was begı-n one
rveek ]ater and the patient was completely reİovered
and discharged after 30 days ' hospitalizİtion.

Discussion

Neurosarcoidosis is a diagnostic consideration in
patients with known sarcoidosis who develop neu-
rologic. complaints and in patients presenlİng de
novo with a constellation offindings consistent with
the disease. Sarcoidosis can affect any portion of the
central or periphetal nervous \) \lem. Common syn-
ofome) ale Cranlal mononeuropathy. neuroendocrine
dysfunction, rcstricted or geneıalized encephalopa-
thy/vasculopathy ( l 2) myelopathy/raOiculopatİy,
Communlcatrng or noncommunicating hydro-
cepha]us, acute aseptic meningitis or chronic nİenin-
gitis, and periphera] neuropathy (13). Peripheral
neuropathic preseı]tation includes a mononeuropa-
thy, mononeuritis multiplex, and generalized sen-
sory, small fiber sensory, sensorimotor. and motor
polyııeurupathle" t I3 ı. The 5ymploıns .an he aeute.
5ubacule. or chronjc: electromyugraphy usually re-
vea]. an axonal neuropaıh}, Djfferentiaİdiagnoris is
important tbr differentiating neuı.osarcoidoİis from
other etiologies such as GBS, because cofiicosteroiü]
treatment may be detdmental,

. The.ac_ute immune-mediated polyneuropathies afe
classified under the eponym GBS. Most ohen. GBS
plesents as an acute monophasic paralysing illness
provoked by a precedıng infection. The İardinal
features of GBS are progressive, fairly symmetric
muscle weakness accompanied by airenı or
depressed deep tendon reflexe.. Paİient,. usuallr
present a few days to a week after onset of symp",
tom_s (14). There is often prominent.er"r" pİi,l İn
ıhe_luıver back. u h ich is usua l|y aıypical lor parienı s
wıth sarcoidosis. (as in our case, who had an achins
dy.comfon in her bacl ı. The rypical tinding ıı itİ'
Jumbar puncıure is an eIe\ ated cerebrospina'İ fluit]
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protein with a nolmal white blood cell count. this
finding is called albuminocytologic dissociation, and

is present in 80 to 90 per cent of patients at one week
after onset of symptoms. Clinical neurophysiologic
studies (e]ectromyography and nerve conduction
studies) shorv usualJ.y evidence of an acute polyneu-
ropathy ıvith predominantly demyelinating features.
The findings are prolonged or absent F waves and

absent H reflexes. Sensory neıve conduction studies
Ieveal absent responses or slowed conduction veloc-
ities. Typically, the sural sensory response is normal,
rvhile median and u]ırar sensory responses are af-
fccted (sural sparing) (l5-16). Thesc features rvere

seen in neuroplıysiologic studies in oul case. Acute
polyneuropathies that may mimic GBS includc those

due to acute arsenic poisoining, vasculitis, Lyme dis-
ease. tick paralysis, porphyria. sarcoidosis. lep-
tomeningeal diasease, paraneoplastic disease, and
critical i]lness. The combination of data from the

cliniCal setting, laboratoıJ testing, particularly elec-
ilomyography rvith nerve conduction studies, and

ceıebrospinal fluid analysis. are usually sufficient to

rrıle out these öthel causes of polyneuıopathy.
Only six cases, of GBS occuring in patients with

sarcoidosis have beeıı repoıted in the literature (6-

11). The patients wele young (only one patient rvas

51 years old) and predominanly male (five male and

one female). Ouı case was a young female. Time re-
lation betrveen GBs and sarcoidosis ıvas so different
that clinical picture of GBS began at two months
priol to Sarcoidosis. Of at lhe same time rvith sar-

coidosis, or one yeal after saıcoidosis. In our case,
clinical pictuıe of GBS was diagnosed at the same

time rvith sarcoidosis. Usual diagnostic methods for
GBS ıvere; fluJike history. clinical findings (aching
pain. acute facial palsy and rapidly progressive as-

cending ıveakness beginning from lower extreıni-
ties), CSF fesults (acel]ular fluid rvith a high prötein
content), and neurophysiologic studies (electromyo-
graphy and nerve conduction velocities). Since only
six cases were reported and standald treatment was
not present, each CaSeS were tIeated dift'erently such
as prednisone, and mechanical ventilation. Ouı case
was the first patient to whom IV]G rvas given. We
stopped prednisone and gavc IVIG and physical
therapy and the patient improved rapidly and dis-
charged afıet 30 days of hospitalization. Prognosis
rvas also heterogenous changing from spontaneous
recovery, to need for mechanical ventilation, and to

death due to respilatory failure, (one patient died due

to respiratory failure (9)). Our case had a good prog-

nosis ıvith compleıe recoveIy.
It seems likely that the clinical picture of our

patient was due to GBS in view of the past histoly
of flulike illness, neurophysiologic study findings,

albuminocytologic dissociation in cerebrospinal
fluid, rapid onset of neurologic symptoms on third
day of prednizolone tleatment, and rapid resolution
of the symptoms after IVIG, which a modifying
therapy fbr GBS as plasma exchange and is as

effective as plasma exchange for the treatment of
GBS ( 17).

In conclusion, if ncuıologic symptoms such as

aching dyscomfort and weakncss (facial and/or
ascendiıg weakness beginning from lower extremi-
ties) arc chief complaints in patients wiü suspected
or biopsy proven sarcoidosis, and especially there is
a history of fluJike illness within two-three weeks.
GBS should be kept in mind and neurophysiology
studics (electromyography and nerve conduction
studies) shou]d be done as early as possible for
diagnosis bccause its treatment diff'ers from that fıır
sarcoidosis. And IVIG may be given to the patients
ıvith severe clinical picture. But further cases and
\tudie. are nceded to cluri[y ıhis,
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