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Drug-induced pancreatitis has a considerable share among the etiological variants of the disease. Its frequency is
about 5% of all cases of pancreatitis. However, taking into account the growing incidence of diseases of the
digestive organs, including pancreas, it is easy to imagine that 5% of cases of acute (AP) and chronic pancreatitis
(CP) is a large number of patients. More than 70 drugs are known as capable to cause pancreatitis.

To study the frequency of drug-induced
lesion of the pancreas in patients with
pulmonary TB.

In case of alcohol abuse or the presence of cholelithiasis (microlithiasis) and simultaneous intake of
pancreatotoxic drugs, episodes of AP (pancreatic attack), doctor usually associates pancreatitis with more
"familiar" etiological factors and even if the relationship with the medication is stated, it is considered to be the
coincidence. It is complicated to diagnose drug-induced pancreatitis in these patients, and the clinical course of the
disease due to the continuation of its cause (intake of a certain drug) becomes severe, constantly relapsing and
resistant even to the intense therapy.

Materials and methods

Isoniazid which is included into treatment regimen of TB treatment both in the presence and in the absence of resistance to anti-TB drugs
can also be the reason for drug-induced pancreatitis. Moreover, izoniazid belongs to the Class I pancreatotoxic drugs, which means that
recurrence of pancreatitis as a result of drug re-intake is proved in at least one case. Secondary development of the disease after treatment
with isoniazid was proved by A.A. Rabassa et al. (1994).
The studies that describe the development of pancreatitis while taking several anti-TB drugs have been published. B.A. Liu et al. (1997)
diagnosed pancreatitis in a patient with TB whose therapy included isoniazid, rifampicin, ethambutol, and pyrazinamide.
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Background

Frequency, features of clinical manifestations and diagnosis of the drug-induced pancreatitis which occurred in the course of

tuberculosis (TB) treatment have not been studied. At the same time, information about pancreatotoxic features of some anti-TB medicines
can be found in the literature. Drug-induced pancreatitis may occur upon treatment by rifampicin. It is classified as Class IV of the drugs that
are capable of causing pancreatitis. So, it can be attributed to the drugs of possible risk when a connection with the drug at least in one case
of a pancreatitis is proved, but there is no proper latent period for a medicine and correlation between drug intake and pancreatitis relapse,
or connection with the drug has been proved in a certain number of cases, but the data are not published. Pancreatotoxic features of
rifampicin were reported by K. Mattson (1973), P.G. Lankisсh et al. (1995), С.D. Trivedi et al. (2005). The latter observed 25 cases of
pancreatitis connected with rifampicin intake, however it has been never confirmed by pancreatitis occurrence in case of re-administration
of the medicine (rifampicin was not re-administered ). It should be taken into account that rifampicin belongs to anti-TB drugs of Class I.
Erythromycin belongs to the Class II drugs, when an association of pancreatitis with the drug is proved in at least three cases + there is an
evidence of the latent period typical for the drug in more than 75% of cases. Pancreatitis associated with erythromycin intake was
described by T.M. Berger et al. (1992), V.V. Gumaste (1989) and M.H. Hawksworth (1989). S.D. Trivedi et al. (2005) also described 11 cases of
erythromycin-induced pancreatitis, and the disease started again in one case in the course of drug re-intake (although the association after
re-intake seemed to be doubtful). However, besides erythromycin’s pancreatic toxicity, its prokinetic activity along with the possibility of
Oddi’s sphincter spasm and pancreatic intraductal hypertension is of crucial importance in the pathogenesis of erythromycin-induced
pancreatitis.
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The retrospective study included 280
patients treated for pulmonary TB.
To diagnose drug-induced pancreatitis,
we determined α-amylase, pancreatic
isoamylase, blood lipase.
Pancreatic sonography was performed.
The study included patients without
alcohol abuse.
30 healthy persons were examined.
The first stage of anti-TB therapy:
kanamycin, streptomycin, isoniazid
according to treatment regimen.
The second stage of anti-TB therapy:
rifampicin, Avelox.

Results
The frequency of enzymes indices changes

The frequency of sonographic changes of the
pancreas

The frequency of α-amylase elevation
depending on stage of anti-TB therapy

The activity of α-amylase in blood in the first
stage was increased 2,31 times more
frequently than in the second stage.
The example of sonogram

The example of sonogram

The example of sonogram

Acute drug-induced pancreatitis. 

An enlarged hypoechoic head due to the
inflammatory changes

Acute drug-induced pancreatitis. 

Pancreas becomes hypoechoic

and inhomogeneous because of edema

Moderate diffuse enlargement of pancreas;
undulating, even contour; heterogeneous
parenchyma because of alternation of infiltrated and
fibrous areas. Wirsung’s duct is not dilated. Pancreas
tail enlarged due to infiltration (its echogenicity
predominantly decreased)

Conclusion
Definite or probable AP occurs in high proportion of patients treated with isoniazid and rifampicin for pulmonary TB. 

If a patient reports abdominal symptoms soon after commencement of therapy, the treating clinician must order diagnostic tests for AP.
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