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D-negative recipients. Alloimmunization of D negatives can occur 
with weak D, while in child-bearing age can be disastrous and can 
lead to hemolytic disease of newborn. Newborns of D negative 
mother should be tested for D/weak D and Rh immunoglobulin is 
recommended for mothers of D/weak D positive infants in order 
to prevent immunization. On the other hand, partial D recipients 
should be considered as D negative else they will form antibodies 
against the missing epitopes of D antigen when transfused with 
D-positive blood. Use of IAT procedure for weak D typing can be 
dangerous as patients can be recorded as D positive when controls 
have been omitted/wrongly interpreted. If a mistyped D-negative 
female patient was then transfused with D-positive blood, the 
consequences due to the serious risk of alloimmunization would be 
more serious than if the test had not been performed. 

Thus, even with limited resources in a developing country 
like ours, there should be a standard protocol for investigating 
every case of Rh-negative sample for weak D testing by either 
IAT or more sensitive GCS. Comprehensive national transfusion 
guidelines need to be laid down to standardize the protocol for D 
antigen testing for donors as well as patients to avoid misdiagnosis 
and to prevent transfusion-related complications.
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Anaphylactic shock with intravenous 20% lipid Anaphylactic shock with intravenous 20% lipid 
emulsion in a young patient: Should we ask emulsion in a young patient: Should we ask 

about soybean allergy beforehand?about soybean allergy beforehand?

Sir,
Though use of intravenous lipid emulsion (ILE) is increasing 

in intensive care unit (ICU), anaphylactic shock following ILE 
with ongoing septic shock is not reported.

A 19-year-old student was admitted to ICU in 3rd week of 
severe acute pancreatitis with septic shock and renal injury. 
He was kept on vasopressor infusion, mechanical ventilation 
and broad spectrum antibiotics and antifungal (meropenem and 
amphotericin) and renal replacement therapy. On 4th ICU day 
we decided to add ILE (Fresenius Kabi, Bad Homburg, Germany) 
in his parenteral nutrition. Few minutes after starting of 1st ILE 
bottle, nursing-in-charge noted that patient’s need of vasopressors 
was increasing. Noradrenaline requirement increased up to 0.5 
mcg/kg/min within 20 min of exposure and vasopressin infusion 
had to be started @0.04 U/min. Patient was febrile (38.5°C) also. 
Other injections (antibiotics) were going on infusion pump since 
last 4 h. On close observation, we found rashes on the chest and 
forearm area [Figure 1]. On auscultation, there was bilateral 
diffuse ronchi. We found epiglottis and laryngeal edema on video-
laryngoscopy [Figure 2]. We stopped ILE immediately and injected 
hydrocortisone 100 mg, pheniramine 1 amp intravenously and 1 mg 
of adrenaline intramuscularly. Blood samples (drawn immediately) 
showed serum total IgE level 100 kU/L. Retrospectively, we got 
the positive history of soybean allergy and a history of severe 
hypotension requiring vasopressors, 2 years back while undergoing 
short general anesthesia (probably with propofol). However, there 
was no history of egg allergy or hyper-reactive airway disease.

Allergen skin testing with intralipid and propofol were positive 
while some antibiotics (penicillin) were negative. He could be 
successfully extubated and discharged from ICU.

CommentsComments

Intralipid contains soybean oil, egg lecithin and glycerol in an 
isotonic solution.[1,2] In our case, suspicion of anaphylaxis was 

Figure 1: Rashes following exposure of intralipid in this patient
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supported by new onset rash, increasing vasopressor requirement 
and rapid shock reversal after adrenaline and lastly raised total 
IgE also. Subsequently, soybean allergy was confi rmed by history 
and skin test. According to Naranjo probability scale method 
of adverse drug reaction, this case is possible type (Naranjo 
total score >8).[3]

Propofol (having same composition of ILE) causes anaphylaxis 
due to its egg and soybean components.[1,2] In a case of propofol 
induced anaphylaxis, patient showed immediate reaction to 
skin prick with 20% intralipid also.[1] Anaphylaxis following 
ingestion of generic drug (omeprazole) containing soybean oil 
is reported.[4]

Fever with hypotension (increasing vasopressor requirement) 
in an ICU setting of ongoing septic shock mostly indicates a new 
onset sepsis and septic shock or worsening of existing septic shock.
[5] Anaphylactic shock often mimics septic shock by decrease in 
systemic vascular resistance.[5] Especially, if both shock co-exists 
in a patient, it is very diffi cult to differentiate.

Through our report, our clear message is before starting ILE one 
has to ask history of soybean and egg allergy and intradermal test 
is to be done before starting infusion.
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Figure 2: Video: Laryngoscopic view of laryngeal edema in this patient
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Raised immunoglobulin E levels are not Raised immunoglobulin E levels are not 
predictive of allergic reactions to blood productspredictive of allergic reactions to blood products

Sir,
The report by Shanthi et al. on an acute allergic reaction after 

platelet transfusion in the patient with cerebral malaria needs 
clarifi cation on a few points.[1] The authors suggest that this was 
an immunoglobulin G and E (IgG and IgE)-mediated reaction 
although the reasons behind this conclusion were not justifi ed. 
The gel column tube merely shows an indirect antibody test 
against complement coated red cells, and not a specially designed 
column to detect IgG against platelets. Secondly, raised IgE levels 
after transfusion does not indicate an IgE-mediated event and the 
authors have not provided the IgE levels before the transfusion. 
The authors acknowledge that IgE levels are known to be raised in 
cerebral malaria, but continue to state the confusing conclusion.

A raised IgE level on its own, even in the absence of parasite 
infestation is generally not considered a risk factor for transfusion 
of blood products, but atopic predisposition may be a (non-specifi c) 
risk factor.[2] However, there is currently no data to suggest that 
an IgE cut-off value can be used to confer this risk to recipients of 
any blood product, including apheresis platelets. Certain donor-
related mechanisms may explain IgE-mediated reactions, such as 
donor food-specifi c IgE antibodies causing reactions after recipient 
eats the culprit food, or blood components with penicillin-specifi c 
IgE that lead to severe allergic reaction when the recipient is 
treated with penicillin. The role of direct allergic agonists such 
as complement 5a and others appears more plausible in this 
regard.[3] Pre-treatment with antihistaminics and acetaminophen 
may prevent febrile non-hemolytic transfusion reactions but not 
severe allergic reactions.[4]

The only test that can be helpful in the setting of suspected anaphylaxis 
to blood products is mast cell tryptase that should be done either at 1 h or 
between 2 and 4 h and a defi nite sample at 24 h post-event (when levels 
should have returned to baseline). Unless specifi c trials demonstrate 
the safety and effi cacy of anti-IgE monoclonal antibody therapy in 
preventing transfusion reactions to blood products, lowering the total 
IgE level may not have any clinical signifi cance and will simply lead 
to a signifi cant increase in treatment costs.
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