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Conclusion

The efficacy of the new drugsis not greater than that of the
NSAIDs. However, if the current large outcome studies of
celecoxib and rofecoxib confirm the reduced gastrointestinal
toxicity then these drugs will increase the options for the
treatment of arthritis.
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(A summary of al clinica trials of the COX-2 inhibitors
appears on the National Prescribing Service web site at
www.nps.org.au under Topics)

Self-test questions

The following statements are either true or false
(answers on page 47)

1. Theefficacy of COX-2inhibitorsisgreater than the
efficacy of non-steroidal anti-inflammatory drugs.

. It is currently unknown if an inhibitor with high
selectivity for COX-2 will be safer than a less
selective COX-2 inhibitor.
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Your questions to the PBAC

Brand premiums

A number of years ago, benchmark pricing was introduced
to the Pharmaceutical Benefits Schedule, whereby a drug
company would be allowed to introduce a brand surcharge
for their particular product. My understanding of the
operation of this scheme was that it would follow the
guidelines of the Australian Competition and Consumer
Commissionwith respect to collusivepricing and pricefixing.
Thiswould not appear to bethe case, as many products today
are obviously manufactured by the same company, their logo
and name appearing on both the generic and premium-priced
product (despite having a ‘different’ manufacturing code on
the Pharmaceutical Benefits Schedule). An explanation of
how brand price premiumsareallowed, and cal cul ated, would
be appreciated.

Michael D. Rumpff

Pharmaci st

Sale, Vic.

The Secretary of the Pharmaceutical Benefits Pricing Authority
comments:

TheBrand Premium Policy wasintroduced in December 1990
to reduce price controls where possible by allowing
pharmaceutical suppliers to set their own price on multi-
branded and therapeutically interchangeable brands listed on
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the Pharmaceutical Benefits Scheme, provided one brand was
available at the subsidised price. This aso encourages the
development of the generic pharmaceutical industry in
Australia.

Under the policy, suppliers of multi-branded items are ableto
set their own prices at alevel they think the market will bear.
At the same time, prescribers, pharmacists and patients can
decide whether it is necessary to pay more for a particular
brand when a cheaper equivalent and therapeutically
interchangeable brand is available.

Asthe brand premium is not agovernment charge, it does not
count towards a patient’ s safety net. The premium arisesfrom
the supplier’s price setting and the majority of it goes to the
supplier, with wholesalers and pharmacists receiving a
percentage.

Under the competitive environment, it is up to the sponsor of
the product to set the price at which it sells its brand. The
government only setsthesubsidised price. Thepricingfreedom
that appliesissimilar to that of many other commaodities such
asfood, clothing and cosmetics.

Asof February 2000 therewere 236 benefit itemswith abrand
premium that could be therapeutically interchanged. The
averagebrand premium was $1.45 and premiumsranged from
$0.23 to $43.28.



