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CASE REPORT

A 28-year old female presented to the surgery OPD of Rgjindra
hospital, Petiala, with pain and lump in the right lower abdomen of
15 days duration. Pain was of moderate intensity, off and on and
aggravated after medls. Patient’s examination revealed amassin the
right iliac fossa of approximate size of 10 X 10cm. it was nontender,
mobile, firm. Non ballotable, with irregular surface and was dull on
percussion. Routine blood investigationsand abdominal X-rays (erect
and supine) were unremarkable. An abdomina/pelvic ultrasounds
showed around 180 ml fluid collection in the right iliac fossa, and
reported this as appendicular abscess. Ct scan showed a neoplastic
mass 8X7.7 cmin size, irregularly marginated, involving ileocaecal
junction, cecum and the proximal ascending colon causing luminal
narrowing, along with some small areas of necrosis within this. In
ultrasound and CT liver was normal; there were no secondaries in
liver. Barium enemashowed alargefilling defect in proxima ascending
colonand caecumwith mucosal irregularitiesand thiswasa so reported
asgrowth in the cecum. Operative findings demonstrated a big mass
inthe cecum. A standard right hemicolectomy was donewith removal
of 15 cmdistal ileum, and an ileotransverse was done. Postoperative
period was uneventful.

The histopathology reported carcinoid tumor in the ileum. There
was no penetration of the muscular or serosal layer and the resection
margins were free of tumor. On immunohistochemisttry, the tumor
cells were positive for neuron specific enolase and focally positive
for chromogranin, confirming the diagnosis of carcinoid tumor of
ileum. The patient wasplanned to beregularly reviewed inthesurgical
clinic every 6 months for 3 years with urinary 5-HIAA assays.

DISCUSSION

Inthe present casetherewasno festure suggesting carcinoid syndrome.
The presentation was with a papable mass in the right iliac fossa
alongwith CT (Fig-1) and barium finding suggesting the same; it was
consideredto belikeaclassical case of carcinomacecum. Accordingly
aright hemicolectomy was carried out. Even the gross specimen of
Rt. Hemicolectomy (Fig.2) suggested a ceca tumor. Only on cut
section (fig.3) it was found that there was no tumor in the lumens of
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Fig.1 Gross specimen of Fig.2 Cut section of Fig.3CT abdomen of the
right hemicolectomy of specimen showing ileal pt showing cecal mass

patient showing big mass carcinoid encroaching
in cecum the cecal lumen

cecum athough the lumen was being encroached upon by the big
tumour which was actudly in the terminal ileum. Histopathology
and immunohistochemistery subsequently confirmed this to be
carcinoid tumor.

On as exhaustive search of literature about ileal carcinoid clinically
mimicking acarcinomaof the cecum, we could not find asinglesuch
reference. Hence it was considered fit for this caseto be reported for
its rare presentation. To conclude it is suggested that ilea carcinoid
should also be kept in mind while evauating aright iliac fossamass,
and should beconsdered inthedifferentid diagnosisof cecd carcinoma
as management is entirely different for both.
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Rifampicin Induced Thrombocytopenia: A Case Report.

N. S. NeKi
Department of Medicine, Govt. Medical College and Guru Nanak Dev Hospital, Amritsar, India

Abgract: Rifampicinisan essential drug in the treatment regimen for tuberculoss. Itisgenerally well tolerated. But very rarely it can cause
seriousadversereactionsin theformof acuterenal failureand thrombocytopenia. A case of acute thrombocytopenia occurringina patient on
Rifampicin for the treatment of pulmonary tuberculossisbeing reported here.

INTRODUCTION

Rifampicin is a crucia drug as well as essential component of the
treatment regimen for tuberculosis. Apart from minor adverse effects

intheform of nausea, vomiting and rash, very rarely it may causelife
threatening side effectslike acute rend failure and thrombocytopenia-
2

Thefirst case of Rifampicininduced thrombocytopeniawasreported
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by Blgjichman et a (1970) 2. It isproperly reversibleif detected early.
CASE REPORT

A 45 year old mae weighting 52 kg, nondigbetic, non hypertensive,
chronic biri smoker since 10 years, non-vegetarian presented with
complaintsof cough, fever, dyspnoea and loss of appetite since 1¥2 mild
anemia and pedal edema There was no jaundice or clubbing. Chest
examination revealed crepitationsin apices of both lungs. Hislaboratory
profile reveded Hb. 9.8gm%, TLC 16800/33%, DLCP- L . E M, ESR
90 mm at the end of the first hour, Mantoux text +ve with 15 mm
induration. HIV diza was non reactive, ANA test and antibodies for
denguewerea S0 negative. Sputum smearson occas onswerepositivefor
tuberclebacilli by fluorescent microscopy, confirmed later on by positive
cultures. X-ray chest showed infiltration of both lungs apices. Liver and
rend profilewasnormd. Inview of thesputum positivity, clinicd findings
and x-ray chest, he was put on treatment in the form of Rifampicin
600mg, isoniazid 300 mg, ethambutol 1000 mg, pyrazinamide 1500 mg
daily for 2 monthsa ong with antianemic and supportive therapy. Heweas
discharged from the hospita and advised to continue rifampicin 600 mg
andisonizid for 4 monthsmore. But after taking thethergpy for 6 months,
he reported back with hemorrhagic spots on the lower extremities. On
examingtion, therewaslarges zed ecchymosisinvolvinglower extremities.
But he was well oriented and afebrile. Investigetions reveded aplatelet
count of 20,000 cells'mm? and bleeding time 6 minutesand clotting time
of 12 minutes. Liver and rend profile were within normd limits. Bone
n=marrow biopsy reveded megakaryocytosis. A diagnosis of acute
thrombocytopeniawas made. The patient wastreated with I/V fluids inj.
Hydrocortisone 200 mg I/V thrice daily. Rifampicin was dso stopped.
Thebleeding subsided withimprovement in hisgenera condition aswell
as improvement in the X-ray chest after continuous treatment with
isoniazid, ethambutol and pyrazinamide without adverse effects.
Rechdlenge with 600 mg of rifampicin resulted in fall of platdets from
160000/mm? to 10200/mm? within 4 hourswith positive antiplatelet IgG
and IgM antibodies. Rifampicin wasagain stopped and patient continued
on other antitubercular drugs. The steroid dose was gradudly tapered off
and shifted to ord prednisolonetablets 20 mg thrice daily whichwasaso
stopped after tapering off. He was discharged with a normd platelet
count 2,30,000/mm? and bleeding time of 2 min and clotting time of 3
minutes. However the patient was lost on follow up.

DISCUSSION

The most common causes of thrombocytopenia are vitd or bacterid
infections, autoimmunediseese, collagenvescular disordersinduding SLE,
Mydolymphopraliferativedisorder includingleukemia, anemiaincluding
aplastic anemia, HIV, massive blood transfusion, hypersplenism,
achoholism, surgery, osteopetross, bone cancer, pancytopenia, DIC,
dengue, leshmaniass, syphilis, myeodysplagtic syndrome, prosthetic
heart valve, Gaucher’s dissase, snake poisoning, blood poisoning, non
Hodgkin'slymphoma, thrombatic thrombocytopenic purpura, eclampsia
and idiopathic thrombocytopenic purpura* Important drugs® which
may cause thrombocytopenia include chemotherapeutic agents,
sulphoanamides, penicillins, cephalogporins, heparin, thiazide diuretics,
pentamidine, valproic acid, PAS, cotrimaxozole, mercaptopurine,
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vancomycin, methyldopa, indomethacin, ticlopidine, captopril, quinidine,
and srolimusetc.

Anextensvereview of theliteraturereveded rarely occurring rifampicin
induced thrombocytopenigf®. It has been postulated that with the daily
useof Rifampicin, thereis neutrdization of any antibody formed and the
immunecomplexesarecontinuoudy removedwithout causingany dlergic
reactions'®. In our patient, rifampicin induced thrombocytopeniamay be
due to formation of immune complexes which absorb to the platelet
membrane resulting in platelet damage and their rgpid remova from the
circulation®*. The binding epitope of the IgGantibody was found in the
glycoprotein 1b/1X complex which is the target in Rifampicin induced
immune thrombocytopenia**2. Our patient recovered completely on
stopping the drug aong with steroid therapy.

Rechdlengeand de-chdlengeof adrug areestablished tool sbut not acoepted
technique for the diagnosis of adverse events® Bass et d* found
Rifampicin dependent antibodies in 10 out of 32 patients three weeks
after discounting 600 mg daily. No antibodies were found the day after
trestment was stopped. Any delay in re-treetment dlows a sufficient
amount of antibodiestobuild up duringtheantigenfreeinterval . Occasond
patients with platelet counts <10000 to 20000/- mm?® hav-e severe
hemorrhage and may reguire plasmaphresisor platdetstransfusonwhile
waiting for the platelet count to risef.

CONCLUSION

The presentation of this case report isto enlighten the medicd fraternity
about the rare occurrence of the life threatening Rifampicin induced
thrombocytopenia which if detected early is completely reversble on
soppingthedrug. Thesepatientsmust beingtructed toavoid theoffending
druginthefuture, sinceearly minuteamountsof drug areneeded to set up
subsequent immune reection’.

REFERENCES

1. Grosset J and leventis S. Adver se effects of Rifampin. Rev. Infec Dis; 19983, 5: S440-S446.

2. Llyod N Friedman. Chemotherapeutic Agents for mycobacterial infection. In: Tuberculosis: Cur-
rent concepts and treatment. 2 edn; CRC Press LLC, Boca Raton, Florid, 2001, 301-332.

3. Blajchman MA, Lowry RC, Pettit JE, Sraling P. Rifampicin induced immune thrombocytopenia
BMJ 1970; 3:24-26.

4, Robert |. Handin: Disoredrs of the platelet and vessel wall. In Kasper, Braunwald, Fauci, Hauser,
Longo, Jamerson (Eds). Harrison's principles of internal Medicine; 1: 6" Ed, New York, MC Graw
Hill 2005; p 674-75.

5. Prasad R, and Mukherjee PK. Rifampicin induced thrombocytopenia. Indian J Tuberc 1989; 36:
44-45,

6. U Zuzarte Cherylann, Durga Lawande and Bagga AS. Rifampicin induced Thrombocytopenia.
Indian J. Tuberc 1995; 42: 173-175.

7. SharmaTN, GuptaPR, purohit SD, Jain BL, Durlahji Pand Koolwal S. Thrombocytopenic purpura
induced by daily administration Rifampicin. Indian J Tuberc 1985; 32: 199-200.

8. PooleG sraddling P, WorreedgeS. Potential seriouss deeffectsof high dosetwiceweeldy Rofampicin.
BMJ 1971; 3: 343-47.

9. V.V.Banu Rekha, A.RAdhilakshmi, M.S. Jawahar: Rifampicin-induced acute thrombocytopenia.
Lung India 2005; 22:122-124.

10. Hong-Kong Tuberculosistreatment service/ Brompton Hospital/ British medical research council.
Acontrolledtrial of daily andinter mittent R9fiampcin plusEthambutol inthere-teartyemt of patients
with pulmonary tuberculosis, results upto months. Tubercle 1975; 56:179-189.

11. Pereirad. Hidalgo P, Ocqueteau M. Blaveutt M, MarchesseM, Niem Y, Letelier L et al. Glycopro-
tein 1b/IX complex is the target in Rifampicin induced immune thrombocytopenia. Br J Haematol
2000; 110: 904-10.

12.  Hadfidd JW. Rifampicin and thrombocytopenia. Br med J 1971; 3: 638.

13.  NKrivoy, L Struminger etal. Rifampicininduced thrombocytopenia: Diagnosis4 by anovel in-vitro
lymphocyte toxicity assay. IMAJ 2001; 3: 536-537.

14. Bass L,PernaG Silvest LG Antibodiesagaingt Rifampicinin patientswith tubercul osisafter discon-
tinuation of daily treatment. Am Rev Respir Dis 1976; 114: 1189-90.

Editor, JIMSA




