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Antibiotics to end the 
curse of low back ache

News

Hundreds of thousands of people with the chronic low 
back pain (LBP) could be cured by antibiotics according to 
ground‑breaking research that one expert said deserved a Nobel 
Prize. The discovery that infections cause up to 40% of cases of 
LBP has prompted calls for an overhaul of treatment to avoid 
unnecessary surgery.[1]

RE (VIEWS)

Before furthering on the above news it is pertinent to know 
certain terms related to the same. They are “Modic changes” 
Types 1‑3. Based on magnetic resonance image  (MRI) 
studies Modic et  al. reported three types of changes in 
degenerative disk disease ranging from bone marrow edema 
and inflammation through marrow ischemia to subchondral 
bony sclerosis.[2]

Modic type  1 changes in the vertebrae though seen in 
6% of the general population, about 35‑40% of the LBP 
population have such changes, which has been strongly 
associated with LBP. In a ground breaking double‑blind 
RCT involving patients with chronic LBP  (with Modic 
type 1 changes in the vertebrae adjacent to the previous disc 
herniation) 100 days of antibiotic (amoxicillin + clavulanic 
acid) was compared with placebo. The improvement in the 
antibiotic group was highly statistically significant, which 
continued until 1‑year follow‑up. The primary outcomes 
were disease‑specific disability, lumbar pain while the 
secondary outcomes were leg pain, number of hours with 
pain in the last 4  weeks, global perceived health, days 
with sick leave, bothersomeness, constant pain.[3] It is 
the belief of the researchers that infection by anaerobic 
microorganism Propionibacterium, which produces acid 
that corrodes the spine, causing fresh and excruciating 
pain.

The same lead author group has reported the usefulness of 
antibiotic treatment for LBP in a previous pilot study around 
5  years earlier[4] during which time they hypothesized that 
bacterial infection may play a role in LBP.[5]

Treatment with antibiotic for LBP has already been termed as 
Modic antibiotic spine therapy protocol.[6]

Two points, as food for thought:
•	 Since the organism being anaerobic, why not an 

anaerobic‑effective drug (e.g. Metronidazole) be added 
to the treatment regimen.

•	 The focus of infection being the spine, would it be better 
to administer the drugs parenterally to achieve a better 
drug concentration, at least during the initial period of 
treatment?
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Antibiotics with a curse of 
cardiovascular risk

News 

In a first of its kind study, use of the macrolide clarithromycin 
has been found to be associated with increased risk for CV events 
in patients with exacerbations of chronic obstructive pulmonary 
disease (COPD) or community‑acquired pneumonia.[1]

RE (VIEWS)

Lung disease and CV risk
Community‑acquired pneumonia[2] and exacerbation of COPD[3] 
have per se been reported to be associated with an increased risk 
of CV (myocardial infarction) and vascular (stroke) events. It 
has been suggested that that the inflammatory state in infected 
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patients promote platelet activation and thrombosis, destabilise 
vascular endothelium leading to an imbalance between 
myocardial oxygen supply and demand.

Antibiotic drugs and CV risk
A significantly higher CV mortality from short term (2 weeks) 
clarithromycin use in patients with stable coronary heart disease[4] 
and long term CV risks associated with macrolides[5,6] use have 
been reported. Clarithromycin’s pro‑arrhythmic effects mediated 
through prolongation of the QT interval is also well known.

Disease, drug and CV risk
Not surprisingly, as a synergistic effect, the combination of the 
two disease (disease‑COPD, community‑acquired pneuminia 
and drug‑clarithromycin) has been reported with a possible 
association with increased CV events.[7]

The same study also suggests that use of β lactam antibiotics 
or doxycycline was not associated with increased CV events.[7]

A recent study has raised that there are evidence‑based 
concerns for cardiotoxicity with azithromycin and that the 
idea that azithromycin is essentially safe with regard to cardiac 
events is no longer valid.[8]
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 An evolving curse on 
paracetamol use in 

children

News 

The association between acetaminophen and asthma ‑ should 
its pediatric use be banned? A huge epidemiological effort 
made all over the world to cast some light on the origin of 
asthma and its recent increase in prevalence has been made. 
The focus on genetic factors has failed to show a strong 
signal. Environmental factors have provided some variable 
signals  (from protecting to inducing asthma) on the role 
of infections, allergens and bacterial substances. The only 
large and consistent epidemiological signal  (apart from 
tobacco exposure), is previous acetaminophen (paracetamol) 
exposure, which consistently increases the prevalence 
and clinical manifestations of every wheezing disorder. 
Is acetaminophen a real asthma promoter or an innocent 
bystander?[1]

RE (VIEWS)

The main mechanism suggested is that acetaminophen may 
impair respiratory antioxidant defenses by decreasing the 
amount of reduced glutathione present in the airways, which 
would increase the airway oxygen radicals with attendant 
detrimental effects: Tissue injury, smooth muscle contraction, 
bronchial hyper‑responsiveness, increased vascular permeability, 
release of proinflammatory mediators and impaired β‑receptor 
function.[2]

Another possible mechanism offered could be related to its 
antipyretic effect: By reducing fever, acetaminophen may 
reduce the cytokine storm that takes place as a part of the 
febrile response, mainly the production of IFN‑γ and IL2.[3]

For the present whatever may be the evidence (for or against), 
smoke has started to arise as for as the use of paracetamol and 
association of wheeze, in pediatric cases.

So it is concluded, too liberal use of acetaminophen in children 
should no longer be recommended since there is a good deal 
of epidemiological evidence suggesting that acetaminophen 
exposure increases wheezing disorders prevalence, and while 
awaiting the results of appropriate randomized clinical trials it 
seems reasonable to limit acetaminophen exposure to clinical 
settings where no alternatives  (ibuprofen) exist. In wheezing 
children, using ibuprofen has proved to decrease wheezing 
morbidity.[1]
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