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To the Editor,

Baclofen (4-beta-chlorophe-

nyl-gamma-aminobutyric acid) is 

a muscle relaxant, used as an anti-

spasmodic in diseases such as mul-

tiple sclerosis, medullary trauma 

and hiccups1,2.

It is mainly excreted through the 

kidneys (69%-85%) and has a 2 to 

6 hr. half life in healthy people. 

There is a high risk of neurotox-

icity in patients with renal failure, 

especially if administered with 

<30ml/min glomerular filtration 

rate, causing episodes of uncon-

sciousness3,4.

Baclofen intoxication in dialysis 

patients is rare, with very diverse 

forms of clinical presentation5-9.

We present the clinical case of a 

patient with baclofen-induced en-

cephalopathy, with atypical clin-

ical evolution; symptoms did not 

improve with haemodialysis and 

the patient went into complete re-

mission following the drug’s dis-

continuation.

 

toms and autoimmunity test. The 

growing appearance of new pharma-

cological therapies, as well as the 

important pharmacosurveillance of 

their adverse effects, make the list of 

agents associated with this condition 

increasingly comprehensive. For this 

reason, high clinical suspicion is key, 

and therefore timing is of great im-

portance.

For our patient, significant lympho-

cyte depletion induced by IFN-α 
should also be noted. Although T 

cell lymphopenia is an effect already 

described with the use of IFN-α due 
to thymus’ function alteration, this 

situation, together with the patient’s 

significant B lymphopenia, would 

mean a dysregulation of the immune 

response which could be involved in 

autoimmunity.
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Figure 1.  Evolution of lymphocyte populations following treatment with interferon α.
IFN: interferon. 
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the drug’s excretion, baclofen’s half 

life went from 15.5h in patients with 

stage 5 chronic renal failure not on di-

alysis to 2.06h in dialysis patients11-13.

We suspect that this patient’s clinical 

symptoms can be attributed to a sud-

den suppression of baclofen levels in 

blood. It is worth noting that similar 

cases have been described in sudden 

withdrawals of this drug in patients 

with intrathecal perfusions.14,15

Despite no clear indications about 

baclofen in pharmacological guides, 

we do not recommend the use of this 

drug in dialysis patients.
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Despite presenting correct KT and 

Kt/V, we increased the number of 

dialysis sessions to 4/week, without 

clinical improvement.

In January 2013, we decided to sus-

pend treatment with baclofen (Liore-

sal®), replacing it with tizanidine and 

diazepam. After two weeks of tiza-

nidine treatment, the patient stopped 

the drug because of drowsiness and 

spasticity was controlled only with 

diazepam.

10 months after the drug’s discontin-

uation, the patient had not re-experi-

enced neurological symptoms.

 
DISCUSSION
Spasticity is a classic symptom in 

spinal injury patients. Baclofen is 

widely used in these patients, despite 

their high risk of neurotoxicity, as a 

result of having reduced renal func-

tion due to neurogenic bladder. We 

also have to bear in mind that, on as-

sessing serum creatinine levels, we 

overestimated the renal function due 

to a decrease in muscular mass10.

Psychomotor agitation is a rare 

symptom of baclofen-induced en-

cephalopathy. This encephalopathy 

usually manifests itself as a reduced 

level of consciousness. Our patient 

initially presented this symptom, 

since the same baclofen dose was 

used as in a patient with normal renal 

function. Following deterioration in 

renal function and the start of haemo-

dialysis, the patient experienced the 

atypical symptom of psychomotor 

agitation.

In reviewing the literature, we ob-

serve that the pharmaco-dynamics 

of baclofen in dialysis patients is 

expressed as C = C
0
 + eKet, where 

Ke is dependent on the drug’s renal 

(Kr) and non-renal (Knr) metabo-

lism. In dialysis patients, renal clear-

ance is restricted to clearance dur-

ing dialysis; thus Kr = Kd, where 

Kd = 0.291/h and Knr 0.045/h, there-

fore Ke = Kd + Knr = 0.336/h. Given 

CASE DESCRIPTION
We present a 31-year-old patient with 

traumatic spinal injury at 20 and a 

history of repeated urinary infections 

related to neurogenic bladder (self-

catheterisation) and episodes of uri-

nary obstruction. In 2009 he was re-

ferred to the nephrology department 

due to stage 2 chronic kidney dis-

ease, with nephrotic-range protein-

uria (1.3mg/dl creatinine, 20g/24h 

proteinuria). The patient refused re-

nal biopsy and in the same year, he 

stopped attending nephrology con-

sultations.

In January 2012 he started experienc-

ing episodes of deteriorating levels 

of consciousness. Cranial computer-

ised tomography and lumbar punc-

ture were performed, both with nor-

mal results. Electroencephalogram 

showed diffuse slowing. At that time, 

creatinine was 3.3mg/dl. The clinical 

profile was suggested as secondary to 

urinary infection.

The same symptoms repeated in 

April 2012, accompanied by spa-

tial and time disorientation. He pre-

sented a new episode in the same 

month, but this time with behav-

ioural change (infantilism, nervous-

ness, aggressiveness). Cerebral MRI 

was unremarkable. Following this 

episode, treatment with clonazepam 

was started.

In May 2012, due to end-stage renal 

failure analysis results and symp-

toms, haemodialysis was started us-

ing a temporary catheter in the right 

jugular vein.

Approximately once a month, in the 

first two hours after starting dialysis, 

the patient experienced episodes of 

reduced levels of consciousness and, 

at times, psychomotor agitation.

The patient was evaluated in Novem-

ber 2012 by the Neurology and Psy-

chiatry department, with no relevant 

findings. They diagnosed the condi-

tion as secondary to hypoxic meta-

bolic encephalopathy.
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To the Editor,

Achromobacter (alcaligenes) xylosoxi-

dans (AX) is a gram-negative, aerobic 

bacillus, carried by animals (rabbits, 

ferrets), although it is also present in 

normal human lora, especially of the 
skin and gastrointestinal tract1.

It is an opportunistic bacterium with 

low virulence, except in immunocom-

promised patients, in whom it can cause 

serious infections such as meningitis, 

endocarditis and, most commonly, bac-

teraemia2.

Patients with a catheter are more likely 

to develop AX and it is more frequent 

in peritoneal dialysis (PD) than haemo-

dialysis (HD) patients, where there are 

few published cases; all cases are as-

sociated with a central venous catheter 

(CVC)3-5. Contamination of the cath-

eter, the heparin multi-dose vials, the 

antiseptic solutions and the dialysate 

itself have been described as possible 

sources of infection, and the clothes or 

hands of the health staff as methods of 

transmission5.

We present two cases of AX that oc-

curred in our department on the same 

date in patients undergoing the same 

HD session.

CASE 1
The patient was a 67-year-old female, 

from Bulgaria, hypertensive, diabetic, 

obese, with dyslipidaemia and chronic 

kidney disease (CKD) possibly second-

ary to diabetes and/or nephroangioscle-

rosis, on HD since January 2008. Low 

socioeconomic status, living with ani-

mals and bad personal hygiene.

Left humeral-cephalic arteriovenous 

istula (AVF) was performed, with slow 
recovery, carrying out HD using a tem-

porary CVC (multiple removals and 

new catheterisations due to infections 

of the catheter entry site).

The patient was admitted due to fever 

and shivers following dialysis, symp-

toms compatible with bacteraemia, with 

positive blood cultures of Staphylococ-

cus (St.) aureus. There was associated 

infection in the catheter entry site, for 

which reason the catheter, which was 

cultured and resulted positive for AX, 

St. aureus and Enterococcus faecalis, 

was removed. The clinical and bacterio-

logical infectious condition disappeared 

with combined treatment of the three 

bacteria.

CASE 2
A 46-year-old male patient, hyperten-

sive, with hyperuricemia and CKD pos-

sibly secondary to chronic glomerulo-

nephritis (GN), on HD since 1995. He 

received two cadaveric kidney trans-

plants, with possible early recurrence 

of membranous GN and restarted HD 

in 2004.

The patient had multiple vascular ac-

cesses, the last being left humero-ax-

illary prosthetic AVF (polytetraluoro-

ethylene), which resulted in ulceration 

on the skin close to the anastomosis 

with serous secretion, leaving the 

prosthesis exposed. A temporary CVC 

was implanted and a culture, growing 

AX, was taken from the ulcer. The pa-

tient did not show increase of acute 

phase reactants nor systemic infection 

data. He received intravenous antibi-

otics according to the antibiogram, 

after which the culture was repeated, 

with development of AX continuing. 

He received new courses of antibi-

otics, without managing to eradicate 

the bacterium (three AX positive cul-

tures). Thus, surgical removal of the 

prothesis was decided upon and the 

implanting of a new vascular access 

(femoral saphenous AVF). The culture 

after the surgical wound tested nega-

tive for AX.

CONCLUSIONS
Although AX is not a common bacteri-

um, it can be seen in HD patients.


