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3.1  What are the effects of Vitamin B12 deficiency during pregnancy?.

Deficiency of B12 during pregnancy may result in the following:

a) Decreased methylation of the genes involved in adipogenesis (increased number of adipocytes).
b) Increased lipogenesis (increased accumulation of lipids).
c) Increased adipocyte derived micro RNAs which promote a and b above.
d) Increased insulin resistance, serum insulin levels and body mass index.
e) Increased risk of gestational diabetes due to a,b,c and d above.
f) Increased incidence of metabolic syndrome (diabetes, obesity, hyperlipidaemia, hypertension 

and increased cardiovascular disease).
g) Stimulation of PPAR Gamma receptors leads to the adiposity.

Comment: Pregnant women with evidence of any abnormality which is found in metabolic syndrome should 
have their Vitamin B12 levels assessed and B 12 replenished if found to be deficient.

Ref:Adaikalakoteswari A. et al JCEM 2017 Nov ; 102 (11): 4200 – 4209.                                                                                                                                                                                                                                               

3.2  What are the cardiac effects of an increased intake of saturated fatty acids (SFA). 

The viability of progenitor cells is essential for constant repair and renewal in the adult heart. Reduced number, 
survival and dysfunction of cardiac progenitors may contribute to myocardial impairment and heart failure. 
Early cellular senescence, growth limitation and enhanced apoptotic death of cardiac progenitor cells have 
been reported in human diseases. Specifically, lipotoxicity has recently emerged as an important contributor 
to the development of cardiac dysfunction associated with obesity and Type 2 DM.

SFAs are known to impair metabolic pathways and to increase apoptosis in cardiac myocytes. This may lead 
to left ventricular dysfunction. The metabolic pathways causing this cardiac myocyte dysfunction includes:

a) Activation of JN kinase.

b) Increased reactive oxygen species production.

c) Generation and accumulation of intracellular ceramide.

GLP 1 receptor activation improves survival pathways in myocardial tissue. This results in protection of       
cardiac myocytes from ischaemic and reperfusion injury, decreases oxidative stress and inflammation,               
prevents heart steatosis and inflammation, leading to better myocardial function.

Comment: SFA intake impairs myocardial dysfunction, while GLP 1 receptor agonists like Liraglutide         
prevent myocardial dysfunction.

Ref: Leonardini A. et al JCEM 2017 Nov; 102 (11): 4136 – 4147.

3.3 What do we know of duodenal sodium / glucose cotransporter 1 (SGLT 1) and glucose transporter 
2 (GL UT2)?.

Recently, growing evidence has gathered suggesting that a 1 hour plasma glucose > 155mg/dl ( 8.6mmol/l)
during an oral glucose tolerance test(OGTT) identifies individuals at increased risk to develop Type 2 DM, 
even though the 2 hour glucose is not in the IGT range. This is referred to as normal glucose tolerance – 1 hour 
high (NGT 1h-high). This is in addition to the (hitherto) known factors such as

1. Impaired fasting glucose (IFG) - fasting plasma glucose between 100 and 125mg/dl.

2. Impaired glucose tolerance (IGT) – 2 hour post OGTT 75 g glucose between 140 and 199mg/
dl.

3. HbA1C between 5.7% and 6.4%.
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Absorption of dietary glucose is mediated by SGLT 1 in the proximal intestine.  Transport of ingested               
glucose is mediated by monosaccarides in the lumen of the intestine into the enterocytes is by SGLT 1. 
Once accumulated in the intracellular compartment of the enterocyte, glucose leaves the enterocyte across the        
basolateral  membrane  via  GLUT  -2.  If  there is  an  abundance  of  SGLT 1  and  GLUT 2,  there  will   be 
enhanced transport of glucose from the intestinal lumen via the enterocyte and the basolateral membrane into 
the circulation resulting in hyperglycaemia and diabetes. Thus, increased expression of intestinal SGLT 1 and 
GLUT 2 contributes to the metabolic derailment of individuals with all types of pre diabetes which includes              
NGT – 1h – high and IGT.

Comment: Development of SGLT 1 and GLUT 2 inhibitors can result in prevention of prediabetes.

Ref: Fiorentino T.B. et al JCEM 2017 Nov; 102 (11): 3979 – 3989.  

3.4 What are the indications for the use of Cinacalcet?.

Cinacalcet is a calcimimetic drug that acts on the calcium sensing receptor preventing the stimulation of the 
parathyroid and thus lowering parathyroid hormone concentrations in the blood. It has (hitherto) been used in 
the treatment of 

1) Primary hyperparathyroidism when patients refuse surgery, after failed surgery for                                
hyperparathyroidism or when there are contraindications for parathyroid surgery.

2) Familial hypocalciuric hypercalcaemia (FHH). This condition is usually mild and sometimes 
may have symptoms of fatigue, weakness or thought disturbances. Occasionally more serious 
conditions such as chondrocalcinosis or pancreatitis may be seen. These patients may benefit 
with the use of cinacalcet, when the serum calcium exceeds the upper limit of normal by 1 mg/
dl or symptoms attributable to hypercalcaemia are present.

3) Parathyroid carcinoma – when there is persistent hypercalcaemia even after radical surgery. 
4) Neonatal severe hyperparathyroidism due to heterozygous mutation of the calcium sensing 

receptor.
5) Adults with secondary hyperparathyroidism with chronic kidney disease who are undergoing 

dialysis.
Usually improvement of symptoms and serum calcium levels is seen after 12 weeks. Periodic holidays of 1-3 
weeks may be given at 1-2 year intervals.

Ref: Marx S.J. JCEM 2017 Nov ;102 (11): 3933 – 3936. 

3.5 A new treatment for fibrotic diseases.

Idiopathic pulmonary fibrosis, scleroderma, hepatic fibrosis and myelofibrosis are chronic fibrotic diseases 
for which drugs have not been discovered. Recently, it has been found that a particular protein – c – JUN is 
produced in high amounts in end stage fibrotic diseases. This protein converts cells into pathologic fibroblasts 
which produce a molecule that protects them from destruction by macrophages. C – JUN is therefore an          
attractive target for therapy.

Modified Itraconazole   in which the antifungal effects and effects on the P 450 system have been eliminated 
has recently been found to be active in preventing human fibroblasts being formed. Its safety and efficacy has 
already been shown in the mouse models with fibrotic diseases. Human trials with modified Itraconazole are 
now awaited for chronic fibrotic diseases.

Ref: Wernig G. et al Proc.Natl.Acad.Sci.USA 2017 May 2; 114: 4757.

3.6 Biologic therapy vs triple therapy for rheumatoid arthritis (RA) - which is better?.

Standard care for RA who respond inadequately to initial Methotrexate (MTX) therapy is to add either an     
anti TNF agent (a biologic) or Sulphasalazine (SS) + Hydroxy chloroquine (HCQ). The latter is triple therapy 
for RA. Despite evidence that these strategies yield similar responses, only 2.5% of RA patients are given 
triple therapy with non biologics, before a biologic in developed countries. Is this cost effective?. 
353 RA patients who were randomized to either strategies yielded similar outcomes (NEJ Med 2013; 369:307). 
Biologic therapy resulted in 0.15 additional quality adjusted life years (QALYs). At an additional cost of US 
$ 77,000/= (SL Rs. 11,000,000/=).
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Comment: 1st line biologic therapy or Biologic therapy following failed MTX is not cost effective, especially 
in a developing country. Biologic therapies have a more rapid response and the pill burden is less than triple 
therapy. A trial of triple therapy is warranted in the therapy of RA , before biologics are considered.

Ref: Bansback N et al Ann. Intern .Med 2017 May 30th; e pub.

        Losina E. and Katz J.N.     IBID :1176.

3.7 When should a CT scan be ordered for a suspected fractured rib?.

Chest X’rays are the 1st line investigation for suspected rib fractures. Sometimes however, these may 
be missed or not clear, when the fracture is in the 1st or 2nd ribs. When the X’rays are non informative,                                            
a contrast enhanced CT Scan (CECT) of the chest is a 2nd line investigation. The idea of performing a chest 
X’ray is not only for the purpose of diagnosing a fractured rib but also to exclude a pneumothorax.  

In a study of 8,661 patients who had both a CECT of the chest and chest X’rays, 24% had rib fractures while 
66% of fractures were only seen on the CECT. Patients with fractures of the 1st and 2nd ribs were more likely 
to die because of great vessel injury.

Comment: Patients with suspected 1st or 2nd rib fractures or chest trauma patients with shock but no                    
pneumothorax should have a CECT of the chest.

Ref: Murphy C.E. et al Ann. Emerg.Med.2017 May 27: e pub.

3.8 What is the impact of diabetes on long term survival in patients with heart failure (HF)? -  A meta 
analysis.

A meta analysis of 1,000 studies with a follow up duration for atleast 1 year was performed. Diabetes occurs in 
about 30 – 40 % of patients with HF. In chronic HF, diabetes has an important adverse prognostic impact on all 
cause death and other clinical outcomes. In acute HF, the impacts are uncertain. The main and novel findings 
of this meta analysis are as follows:

1) The presence of diabetes was common in HF,(about 25%).
2) The presence of diabetes was associated with a 30% increased risk of all cause death and about 

35% increased risk of both CV death and hospitalization – over a median follow up of 3 years. 
3) The adverse impact of diabetes on mortality risk and hospitalization was greater in patients with 

chronic HF than in those with acute HF.
4) Some patients with acute HF and diabetes have remarkably higher rates of all cause and CV    

mortality in the short term. 
5)  Patients with worsening HF have a much higher prevalence of co morbidity.
6) Elevated admission blood glucose levels are associated with higher inhospital death. 

Ref: Dauriz M. et al Diabetes Care 2017 ; 40 (11): 1597 – 1605.

3.9 Is omitting breakfast advisable in patients with Type 2 diabetes?.

The circadian clock regulates glucose metabolism by mediating the activity of metabolic enzymes, hormones 
and transport systems. Skipping breakfast and night eating have been associated with high HbA1C and post 
prandial hyperglycaemia after lunch and dinner. What is the acute effect of breakfast consumption or omission 
on glucose homeostasis and clock gene expression in healthy individuals and those with Type 2DM.

18 healthy volunteers and 18 diabetic volunteers with about 14.5 years of diabetes, BMI of 31 and A1C of 
7.6% were randomized to a test day with breakfast and lunch(B &L)  and a test day with only lunch(L). Post 
prandial clock and clock controlled gene expression, plasma glucose, insulin, GLP1 and DPP4 plasma activity 
were assessed after breakfast and lunch.

It was found that breakfast consumption acutely affects “clock” and “clock controlled gene expression”,        
leading to “normal oscillation”. Breakfast skipping-adversely affects clock and clock controlled gene                     
expression and is correlated with increased post prandial glycaemic response in both healthy individuals and 
individuals with diabetes.

Comment: Eating at the correct times preserve the clock work genes with increased AMP kinase, increased 
insulin sensitivity, decreased prandial and post prandial glucose levels and in addition lipid levels. Omitting 
breakfast had the opposite effect in both diabetics and non diabetics. The “central clock” is situated in
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the supra chiasmatic nucleus in the hypothalamus and responds to the “ light dark cycle”, resulting in variation 
in  BP, heart rate, cardiovascular activity during daytime and night. The   “peripheral clock”responds to meal 
content and timing and regulates blood sugar and adipose tissue   metabolism. Breakfast intake  regulated 
the positive clock BMAL1 genes and decreased the  negative PER and CRY genes. Thus, the circadian clock 
not only regulates blood sugar but also BP, heart rate,  cardiovascular activity and adipose tissue metabolism. 
Breakfast skipping is not recommended in Type 2 DM.  Reducing quantity and increasing quality of food     
intake at all 3 meals is advisable.

Ref: Jakubowicz D. et al Diabetes Care Nov 2017; 40 (11): 1573 – 1579.

3.10 Does Pioglitazone have beneficial effects on Left Ventricular (LV) function?.

In the PRO active study, Pio significantly reduced the main end point of CV death, non fatal MI and non 
fatal stroke bya significant 16%, when used in diabetic patients. However, the main secondary end point 
of CV death + non fatal MI + non fatal stroke + peripheral leg revascularization did not reach statistical                          
significance. We now know that glucose, lipid and blood pressure lowering therapies do not have an impact on 
peripheral vascular disease. The incidence of heart failure in pio treated subjects was stated to be increased but 
heart failure was not adjudicated and overall mortality and CV events tended to decline in the Pio treated 
group with heart failure. 

In the recently published IRIS study, 3,876 patients with recent stroke or transient ischaemic attack without 
diabetes (but with increased insulin resistance) and majority with “pre diabetes” were treated with Pio or      
placebo. There was a 24% reduction in the incidence of recurrent stroke and CV events but no difference in 
the incidence of heart failure or hospitalization for heart failure. This seem to indicate that Pioglitazone does 
not increase the incidence of heart failure in patients with preserved LV ejection fraction. 

12 subjects with Type 2DM and 12 subjects with normal glucose tolerance were studied for myocardial         
glucose uptake and myocardial perfusion before and after Pioglitazone treatment.  Cardiac MRI imaging and 
FDG PET CT were used to study these parameters. The following effects were seen with Pio treatment.

1. Myocardial glucose uptake increased by 75% (beneficial).
2. Systolic and diastolic BP decreased by 7 and 7 mmHg respectively. 
3. HbA1C decreased by 0.9%.
4. Whole body insulin stimulated glucose uptake increased by 71% (glucose uptake in the liver, muscle 

and adipocytes were all increased).
5. Myocardial perfusion increased by 16%.
6. Diastolic function and peak LV filling rate, both increased significantly.
7. Ejection fraction and stroke volume increased 61 % and 71% respectively (significant).
8. End systolic volume, end diastolic volume, peak LV ejection rate and cardiac output trended to        

increase but the p value was not significant. 
Comment:  Pio improves whole body and myocardial insulin sensitivity, LV diastolic and systolic function 
in Type 2DM. It is unlikely to lead to heart failure in patients with good LV function. In patients with poor 
LV function, it may lead to increased heart failure (not due to decreased LV systolic or diastolic function), but 
due to increased salt retention, by stimulating the Renin angiotensin aldosterone axis. This may be prevented 
by concurrent use of Spironolactone and Eplerenone.  Empagliflozin and Canagliflozin may also be helpful to 
ward off heart failure in patients with systolic and diastolic dysfunction.

Ref: Clarke G.D. et al Diabetes Care Nov. 2017; 40 (!!): 1530 – 1536.       

3.11 How safe are the Sulphonylureas (SUs)?.

SUs may be divided into 

a) Those that lack selectivity for pancreatic Beta cells, allowing them to bind to other receptors,        
including those on cardiomyocytes and vascular smooth muscle cells. Glyburide (Glibenclamide) 
is one such SU, and its binding to the SU receptor on cardiomyocyte cells has been suggested to     
inhibit ischaemic pre conditioning. This is the phenomenon of lack of dilation of the coronary ar-
tery after repetitive incomplete obstruction. Glimipiride is also a pancreatic non specific SU but has 
not been incriminated in inhibiting ischaemic preconditioning. These are long acting SUs and yield 
pharmacologically active metabolites which could prolong the duration of action and
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result in increased risk of hypoglycaemia. There has been a warning that Glibenclamide should not be 
used in patients where ischaemic heart disease is likely. 

b)  Pancreatic specific SUs - are short acting SUs and include Tolbutamide, Gliclazide and Glipizide. 
These have not been incriminated in inhibiting ischaemic pre conditioning.

To determine the truth of the above, a cohort study among patients with Type 2DM was undertaken from the 
UK Clinical Practice Research Data Link. These patients had been initiated with SUs as monotherapy. The 
adjusted Hazzard ratios for MI, ischaemic stroke, CV death, all cause mortality and severe hypoglycaemia 
were determined. There were 17,604 patients on SUs (15,741 on short acting SUs and 1,863 on long acting 
SUs).  Follow up was 1.5 years. Compared with the specific short acting SUs, the non specific long acting SUs 
had the following hazard ratios.

MI  - 0.86
Ischaemic stroke – 0.92
CV death – 1.01 
All cause mortality – 0.81
Severe hypoglycaemia – 2.83.   

Comment: The non specific long acting SUs Glibenclamide and Glimipiride do not have an increased risk of 
CV adverse events compared with the specific short acting SUs. However, the non specific long acting SUs 
have an increased risk for severe hypoglycaemia.

Ref: Douros A. et al Diabetes Care Nov 2017; 40(!!): 1506 – 1513.

3.12 What are the advantages of adding a GLP1 Receptor agonist to basal insulin compared to the       
addition of Prandial insulin?.

Most patients with Type 2 diabetes are initially treated with monotherapy or combination therapy with        
Metformin, Sulphonylureas, Pioglitazone, DPP4 Inhibitors, Alpha Glucosidase Inhibitors before attempting        
additional Basal insulin therapy such as insulin Glargine or Degludec, taken at bed time, about one and a 
half hours after dinner. The basal insulin dose is uptitrated to normalize the fasting blood sugar. When this is           
attained, but the pre prandial blood sugar before lunch and dinner are not controlled – then the alternative is to 
either add a short acting insulin before one meal ( basal plus) or before both lunch and dinner.  The alternative 
is to give a GLP1RA agonist such as Liraglutide once daily before breakfast (0.6 -1.8mg/d) or once a week 
GLP1RA such as Semaglutide 1.0mg sc. What are the advantages of giving the GLP1RA as opposed to short 
acting insulin?. These are 

1. Lower incidence of hypoglycaemia and severe hypoglycaemia.
2. Decrease in weight as opposed to increase in weight with insulin per day.
3. Addition of only one injection per day or per week as opposed to twice or thrice additional insulin 

per day.
4. Less requirement for home glucose monitoring.
5. Decreaseded blood glucose variability.
6. Less need to escalate insulin doses (as obesity increases and as hunger increases), which is seen 

with insulin. Insulin dose may increase to very high levels as a vicious circle is established. 
7. Lower blood pressure.
8. Lower serum triglycerides.
9. Improved quality of life.
10. Less hospitalization.
Disadvantages are:

1. Anorexia, nausea and vomiting which may occur with GLP1Ras over the first two weeks but tend 
to disappear after that period.

2. Additional Metaclopramide, Domperidone and Ondonsetron may be required during the first two 
weeks to ameliorate these GI symptoms.
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3. Prescription costs are much higher than for insulins but hospitalization costs for hypoglycaemia are 
much less and may lead to equivalent overall cost.

Ref:  Levin P et al Endocrine Practice 2017 Nov; 23 (11) : 1316 – 1324.

         Garg R. et al     IBID 1357 – 1358.

3.13 When will you consider Primary Hyperparathyroidism (PHPT) to be the cause of a patient with 
renal calculi?

Urolithiasis may be the only presenting manifestation of PHPT. Early detection of this condition may prevent 
future renal/ ureteric stones and other PHPT complications. This will require the following investigations.

1. Ionized serum Calcium and Phosphate.

2. Urinary 24 hour Calcium.

3. Serum intact PTH levels.

4. Serum 25 Hydroxy Vitamin D.

5. X’ray of the genitourinary tract.

6. Abdominal US scan with special reference to Kidney, Ureter, bladder, prostate and residual urine.
The reasons for suspicion are  

1. Multiple calculi.

2. Coincident renal and ureteric calculi.

3. Recurrent calculi (even after removal) or calculi passage.

4. Bilateral calculi.

5. Presence of nephrocalcinosis.

6. No anatomical abnormalities in the GU tract on abdominal US scan.

7. Hypercalcaemia persisting after correction of hypovitaminosis D, with Vitamin D supplementation.
Comment: About 5% of patients with urolithiasis have PHPT in the South Asian region. At least ionized          
serum Calcium and a intact PTH estimation is recommended at least once in patients with urolithiasis.           
Estimation of serum Calcium alone may miss some cases of PHPT in the rare instance of “Normocalcaemic 
PHPT”

Ref: Sharma S. et al Endocrine Practice 2017 Nov; 23(11): 1311 – 1315.

3.14 What is the significance of serum creatinine elevations after starting Renin angiotensin blockade?.

The national Kidney Foundation guideline recommend stopping ACE inhibitors and ARBs if serum creatinine 
increases by >30% after starting treatment. The rationale for this 30% threshold is unclear. 122,000 UK adults 
had their serum creatinine concentrations measured after the first 2 months of starting ACEIs or ARBs.

2,100 patients (1.7% of the cohort) had a serum creatinine increase >30% after starting treatment. Compared 
with patients in whom the creatinine increase was <30% , those with larger increases were more likely to die or 
to develop end stage kidney disease, heart failure   or MI during the next 10 years of follow up. RR was 1.84, 
3.43, 1.37 and 1.46 for these 4 complications respectively. Dose response relations between serum creatinine 
and these outcomes were observed even when creatinine rose by 10 – 19% or 20 – 29% following ACEI or 
ARB initiation. 

Comment: In this real world study, any increase in serum creatinine after starting ACEI or ARB                                  
treatment was associated with higher risk for death, {end stage kidney disease}, heart failure or MI – with no                                      
distinct cut off at 30%. Whether ACEIs or ARBs directly cause adverse outcomes or just unmask underlying                                  
pathophysiology are unknown. However, patients with increases with serum creatinine after starting these 
drugs should be  recognized as a high risk group and monitored closely.

Ref: Schmidt M et al BMJ 2017 March 9; 356: 791.
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3.15 Does short term use of Corticosteroids have adverse effects?.

1,500,000 adults (age range 18 – 64; mean age 45) were enrolled in a US study. 21% had been given                     
corticosteroids for a median duration of 6 days in a dose of 20mg prednisolone daily or a steroid equivalent. 
47% received a 6 day dose pack of Methyl prednisolone. The reasons for steroid use included respiratory tract 
infections and disorders, spinal conditions and allergies.  In users compared with non users, the relative risk 
was as follows:

1. Sepsis 1.8 vs 1.0 / 1,000 person years.

2. Venous thromboembolism 4.6 vs 2.4.

3. Fracture 21.4 vs 14.3.
These increased risks were statistically significant. Venous thromboembolism were significantly higher during 
the 5 – 30 days after the prescription than the 5 – 180 days before the prescription date. 

Comment: Although the absolute excess risk for sepsis, venous thromboembolism and fracture associated 
with short term use was low, the cumulative number of affected people was not trivial. Clinicians should not 
administer short term oral steroids for conditions in which such agents are ineffective or which might provide 
transient symptom relief  but are not essential.

Ref: Waljee A.K. et al BMJ 2017 April 12; 357: j1415.

3.16 How high can the dose of Allopurinol for the treatment of gout be titrated up to?.

A target serum uric acid in the treatment of gout is generally <6mg/dl. In those with creatinine clearance 
<60ml/mt the starting dose is 50mg and if it is >60ml /mt  it is 100mg /d. Thereafter, the dose is increased by 
50 and 100mg monthly respectively till the maximum tolerated dose or the serum uric acid level <6mg/dl is 
reached. A mean Allopurinol dose to reach the target may be as high as 390mg daily. 

Comment: Allopurinol doses can be increased substantially if doses are increased at monthly intervals to 
attain the target level of <6mg/d. There was no difference in the number of gout flares in the <60ml/mt and 
>60ml/mt groups if this was undertaken according to the protocol above.

Ref: Stamp L.K. et al Ann.Rheum.Dis 2017 March 17; e pub.    

3.17 Triple therapy for Chronic Obstructive Pulmonary Disease (COPD).

Triple therapy consists of a combination of long acting Beta agonist (LABA), a long acting muscarinic             
antagonist (LAMA), and an inhaled corticosteroid (ICS). This triple therapy is recommended as a “step up” 
therapy for patients with frequent exacerbations and moderate to severe symptoms, in spite of treatment with a 
LABA/LAMA combination (GOLD guidelines). LABAs include Salmeterol and Formoterol. LAMAs include 
Tiotropium and Glycopyrronium. ICS includes Beclomethasone and Fluticasone. Up to date there is no fixed 
triple therapy inhaler in use. However triple therapy is administered in the form of two metered dose inhalers 
(MDIs) or dry powered capsules via a dry powder haler.  

Commonly a LABA and ICS is combined in one form of therapy and a LAMA is separate. 

In a study of 2,691 patients with more than one COPD exacerbation during the previous year, triple therapy 
was found to be superior to the mono therapy group. 

Comment: This study supports the 2017 GOLD guidelines that triple therapy is superior to dual therapy 
with LAMA/LABA combination in those with frequent exacerbations. For those with COPD but no frequent 
exacerbations, initial treatment with a LAMA followed by addition of LABA and then triple therapy, may be 
appropriate, if symptoms are not controlled.  

Ref: Vestbo J. et al Lancet 2017 Apr3; e pub.

        Fabbri L.M. et al   IBID ; e pub.

3.18 What are the features and effects of cervical artery dissection (CeAD)?.

CeAD is an uncommon condition but is a major cause of stroke in young adults, especially among those        
between the ages of 40 and 50. The male to female ratio is 2:1. The commonest complaint is pain along the 
carotid artery in the neck. Other features include headache and a history of mechanical triggers in the neck. 
Horner’s syndrome on the ipsilateral side is not uncommon. Contralateral stroke may be the
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presenting feature. Carotid artery Doppler study and MRI angiogram are investigations which may be                  
required.

Ref: Traenka C. et al Neurology 2017 Apr 4; 88: 1313.

3.19 Management of incidental pulmonary nodules found on CT scans.

The following characters of the nodules determine that biopsy and other investigations are appropriate.

1. Nodules > 8mm in diameter.

2. Solid nodules.

3. Current or past smokers.

4. Coincident emphysema or fibrosis on the CT.

5. Family history of malignancy.

                                              Investigations include

a) Transthoracic biopsy under CT guidance  or 

b) Transbronchial biopsy.

c) PET - CT.

For those not included in numbers 1-5 above – a repeat CT in 3 - 6 months and measurement of the volume 
and diameter of the nodules may be appropriate.

Ref: Mac Mahon H. et al Radiology 2017 Feb 23; e pub (International Multidisciplinary Society for Thoracic 
Radiology Guidelines).

3.20 What is the treatment for Methicillin resistant Staph aureus (MRSA) skin abscesses?. 

Antibiotics useful in this situation are 

1. Clindamycin 300mg 8 hourly.

2. Cotrimoxazole 960mg b.i.d 

3. Vancomycin 

When the abscesses are small in size, aspiration of pus and culture with antibiotic sensitivity is possible. When 
the abscess is more than 5mm in diameter, incision and drainage may be in order. 

In a double blind trial of 786 outpatients with small skin abscesses (505 adults and 281 children)                                         
Clindamycin or Cotrimoxazole or placebo were administered after incision and drainage. Clinical cure rates 
were as follows. 

Clindamycin 83% 

Cotrimoxazole 82%

Placebo 69%

Both drugs were significantly better than placebo but not significantly different from each other. For Methi-
cillian sensitive Staph aureus (MSSA) infections only Clindamycin was significantly better than placebo and 
even Cotrimoxazole.Adverse events were more common with Clindamycin (22%) vs Cotrimoxazole (11%). 
Cloxacillin, Flucloxacillin, Oxacillin and Naficillin are also effective for MSSA infections and are readily 
available.

Ref: Daum R.S. et al NEJ Med 2017 June 29; 376: 2545 

Compiled by: - Dr Henry N. Rajaratnam

MD, FCCP, FRCP (Lond.), (Hon) FRACP, (Hon) FSLCGP, FACE, Hon FSLCE 
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