9" g\mmun ©
;\e ;\'b‘ { : y @ ’é
\'&\\ \(\{,’ iz /,,,,N‘ ¢o :b
o N LS & o
v 1 g i A .

FAECREAGARLATD

Vol.7 No.4 December, 2006

Kartagener (

.18

.................................. 20

IgE AT ........... M . 22
(EPV) B 23
............................................... 24

100 6 5 508
19081661

Tel (02)2311-4670

Fax (02)2311-4732

http://www.air.org.tw

19391392
Tel (02)2311-4670
Fax (02)2311-4732
http://www.asthma.org.tw

(
1000-1500 )

—

20

14 00 16

2 10
2007

11

1. 62nd Annual Meeting of the American Academy of Allergy Asthma

and Immunology. Hawii Convention Centre, Honolulu, USA, 23-
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. New Advances in Inflammatory Bowel Disease Hilton La Jolla Torrey

Pines, San Diego, United States, 14-Apr-07
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SUMMARY OF MAJOR GINA CHANGES

1. The whole of the document now emphasizes asthma control. There is now good evidence
that the clinical manifestations of asthma—symptoms, sleep disturbances, limitations of
daily activity, impairment of lung function, and use of rescue medications—can be controlled
with appropriate treatment.

2. Updated epidemiological data, particularly drawn from the report Global Burden of Asthma,
are summarized. Although from the perspective of both the patient and society the cost to
control asthma seems high, the cost of not treating asthma correctly is even higher.

3. The concept of difficult-to-treat asthma is introduced and developed at various points
throughout the report. Patients with difficult-to-treat asthma are often relatively insensitive to
the effects of glucocorticosteroid medications, and may sometimes be unable to achieve the
same level of control as other asthma patients.

4. Lung function testing by spirometry or peak expiratory flow (PEF) continues to be
recommended as an aid to diagnosis and monitoring. Measuring the variability of airflow
limitation is given increased prominence, as it is key to both asthma diagnosis and the
assessment of asthma control.

5. The previous classification of asthma by severity into Intermittent, Mild Persistent,
Moderate Persistent, and Severe Persistent is now recommended only for research purposes.

6. Instead, the document now recommends a classification of asthma by level of control:
Controlled, Partly Controlled, or Uncontrolled (see facing page). This reflects an under-
standing that asthma severity involves not only the severity of the underlying disease but
also its responsiveness to treatment, and that severity is not an unvarying feature of an
individual patient’s asthma but may change over months or years.

7. Emphasis is given to the concept that increased use, especially daily use, of reliever
medication is a warning of deterioration of asthma control and indicates the need to
reassess treatment.

8. The roles in therapy of several medications have evolved since previous versions of the
report:

» Recent data indicating a possible increased risk of asthma-related death associated
with the use of long-acting B,-agonists in a small group of individuals has resulted in
increased emphasis on the message that long-acting p,-agonists should not be used
as monotherapy in asthma, and must only be used in combination with an appropriate
dose of inhaled glucocorticosteroid.

- Leukotriene modifiers now have a more prominent role as controller treatment in asthma,
particularly in adults. Long-acting oral 3,-agonists alone are no longer presented as an
option for add-on treatment at any step of therapy, unless accompanied by inhaled
glucocorticosteroids.

+ Monotherapy with cromones is no longer given as an alternative to monotherapy with
a low dose of inhaled glucocorticosteroids in adults.

+ Some changes have been made to the tables of equipotent daily doses of inhaled
glucocorticosteroids for both children and adults.

9. The overall concept for for asthma management oriented around the new focus on asthma
control. Treatment is initiated and adjusted in a continuous cycle (assessing asthma control,
treating to achieve control, and monitoring to maintain control) driven by the patient’s level
of asthma control (see back page).




ASSESSING ASTHMA CONTROL

Each patient should be assessed to establish his or her current treatment regimen, adher-
ence to the current regimen, and level of asthma control. A simplified scheme for recogniz-
ing controlled, partly controlled, and uncontrolled asthma in a given week is provided in the
following figure.

Levels of Asthma Control

Characteristic Controlled Partly Controlled Uncontrolled
(Al of the following) {Any measure present in any week)

Daytime symptoms None (twice or less/week) More than twice/week Three or more
features of partly

Limitations of activities None Any controlled asthma
present in any

Nocturnal symptoms/ None Any week

awakening

Need for reliever/ None (twice or less/week) More than twice/week

rescue treatment

Lung function Normal < 80% predicted or
(PEF or FEV ) personal best (if known)
Exacerbations None One or more/year” One in any week!

* Any exacerbation should prompt review of maintenance treatment to ensure that it is adequate.
T By definition, an exacerbation in any week makes that an uncontrolled asthma week.
¥ Lung function is not a reliable test for children 5 years and younger.

TREATING TO ACHIEVE CONTROL

The patient’s current level of asthma control and current treatment determine the selection
of pharmacologic treatment. For example, if asthma is not controlled on the current
treatment regimen, treatment should be stepped up until control is achieved. If control
has been maintained for at least three months, treatment can be stepped down with the
aim of establishing the lowest step and dose of treatment that maintains control.

Asthma control should be monitored by the health care professional and preferably also
by the patient at regular intervals. The frequency of health care visits and assessments
depends upon the patient’s initial clinical severity and the patient’s training and confidence
in playing a role in the ongoing control of his or her asthma. Typically, patients are seen
one to three months after the initial visit, and every three months thereafter. After an
exacerbation, follow-up should be offered within two weeks to one month. The approach
presented in the figure shown on the following page is based on these principles.




MANAGEMENT APPROACH
BASED ON CONTROL

( Level of Control 1

Sl

For Adults, Adolescents and Children Older Than 5 Years

( Treatment Action W

Controlled

Reduce

Maintain and find lowest controlling step

Partly controlled

Consider stepping up to gain control

Uncrontrolled

lJ))

Step up until controlled

Increase ><

Exacerbation Treat as exacerbation
J
VR ;
42{: Reduce Treatment Steps Increase )

Step 5 1

1

( Step 1 W ( Step 2 W ( Step 3 W ( Step 4
Asthma education
Environmental control
As needed rapid- ; ; .
acting p,-agonist As needed rapid-acting B,-agonist
Select one Select one Add one or more Add one or both

Controller
options

Low-dose inhaled

Low-dose ICS plus

Medium-or high-dose

ICS plus long-acting Oral glucocorticosteroid

" e ) :
ICS long-acting B,-agonist B,-agonist (lowest dose)

Leukotriene Medium-or Leukotriene Anti-IgE

modifier ** high-dose ICS modifier treatment

Low-dose ICS plus
leukotriene modifier

Sustained release
theophylline

Low-dose ICS plus
sustained release
theophylline

* ICS=inhaled glucocorticosteroids
**=Receptor antagonist or synthesis inhibitors

Alternative reliever treatments include inhaled anticholinergics, short-acting oral f,-agonists,
some long-acting Bo-agonists, and short-acting theophylline. Reqular dosing with short and
long-acting By-agonist is not advised unless accompanied by regular use of an inhaled

glucocorticosteroid.

The Global Initiative for Asthma is supported by educational grants from: Altana, AstraZeneca,
Boehringer Ingelheim, Chiesi Group, GlaxoSmithKline, Meda Pharma, Merck Sharp & Dohme,
Mitsubishi Pharma Corporation, Novartis, and PharmAxis.

Printing and distribution has been made possible by an educational grant from Merck Sharp & Dohme.
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MS
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cytotoxic agent 2000 FDA
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Interleukin 18-independent engagement of interleukin
18 receptor-alpha is required for autoimmune
inflammation. Nat Immunol 7(9) 946-53, Epub 2006
Aug 13.

2. Polman CH, O'Connor PW, Havrdova E, et al. A
randomized, placebo-controlled trial of natalizumab
for relapsing multiple sclerosis. N Engl J Med 354(9)
899-910, 2006

3. Kappos L, Antel J, Comi G, et al. Oral fingolimod
(FTY720) for relapsing multiple sclerosis. N Engl J
Med 355(11) 1124-40, 2006

4. Hauser SL, Oksenberg JR. The neurobiology of

multiple sclerosis: genes, inflammation, and
neurodegeneration. Neuron 52(1) 61-76, Review,
2006
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