Atacand 4 mg, 8 mg, 16 mg and 32 mg

Candesartan cilexelil
tablets

Composition
Each tablet contains 4 mg, 8 mg 16 mgor 32 img candesartan citexetil

Pharmaceuticai form

Atacand 4 my are round (thameter 7mm) while tablets wilh a score and marked A/CF on one s!de and
marked 004 on the other side

Atacand B mg are round (diameter 7inm) hght pink tablets with a score and marked A/CG on one side and
marked 00B on the other side.

Atacand 16 mg are round (diameter ?mm), pink tablets wilh a score and marked A/CH on one side and
marked 016 on the other side

Atacand 32 mg are round (diameter 3 5 mm), pink tablels with a score and marked A/CL on one side and
marked 032 on the other side

Therapeutic indication

Essential hypertension

Treatmenl of patients with heart failure and impaired lett ventricte systolic function (left ventricular ejection
traction < 40%) as add-on therapy tc: ACE inhibiters or when ACE mhibilors are not tolerated

{see Pharmacodynamic properhias)

Posology and method of administration

Dosage In Hypertension

Therecommended Initial dose and usual maintenance dose s 8 myg once dally The dose may be increased to
16 mg once daily. If blood pressure 1s not sufficiently controlied after 4 weeks ot treatment with 16 mg once daily
Ihe dose may be further increased to 2 maximum ol 32 mg once daily (see Pharmacodynamic properties)

11 blood pressure control 1s nol achreviad with tiis dose alternative siralegies should be considered

Therapy shouid be adjusted according lo blood pressure rasponse. Most of the antihypertensive effecl is
altained within 4 weeks of inihation Of treatment

Use n the elderly

No inial dosage adjustment 1s neceissary In elderly patients

Use inimpaired rénal function

No inihal dosage adjustment s necessary in patents with mitd to moderate renal impairment (i.e creatinine
clearanece 230 mimin 173 m# BSA) In patlents with severe renal tnpairment (| e creaunine clearance

<30 m! min 1 73 m- BSAY), the clinical experience s mited and a lower initial dose of 4 mg should be considered

Use in impaired hepatic lunction

No initial dosage adjustment Is nece:ssary in patlents vith mild to moderate chronic liver disease Thereis
anly limiteo experience available in jpatieniswith severe hepatic impairment and/or choleslasis. A lower
nialdose of 4 mg should therefore be considered in these patients

Concomitant therapy

Addition of a thiazide-type diuretic such as hydrochlorothiazide has been shown 1o have an additive
antihypertensive etfect with Atacand

Use in black patienis

The antihypertensive effect of candsartan Is less in black than non-btack patients. Consequently.
uplitration ol Atacand and concomitant therapy may be more frequently needed for blood pressure control
In black than non black patients {see Pharmacodynamic properhes)

Dosage In Heart Failure

The usual recommended initial dos2 o! Atacand is 4 mgonce daily Up-titration lo the target dose of 32 mg
once daily or the highest lolerated dose 1s done by doubling the dose atintervals of al least 2 weeks

(see Special warnings and precautians for use).

Spec:al patient populations
No Inmial dose adjustment Is necessiary lor elderly patients or tn patients with renat or hepatic impairment

Concomutant therapy

Atacand can be administered with cther heart failure treatment including ACE Inhibitors. beta-blockers.
diurelics and digitalis or a combination of these medicinal producls (see Spectal warnings and precautions
for use and Pharmacodynamic progrerties).

Adminlistration

Atacand should be taken once daily witts or without lood

Use In children and adolescents
The safety and efficacy of Atacand have notbeen established in children and adolescents (under 18 years)

Contraindications
Hypersensitivity to any component of Atacand
Pregnancy and iaclallon (see Pregnancy and lactation)

Special warnings and precautlons for use

Renal impairment

As wilh other agents Inhibiting the riznin-angiotensin-aldosterone system, changes in renal function may be
anucipated In susceptible patients treated with Atacand

When Atacand Is used in hypertensive patients with severe renal impairment, periodic monitoring of serum
potassium and creatinine levels 1s necommended. There Is limited experience in patients with very severe
or end-stage renal impairment (l.e, izreatinine clearance <15 mifmin} Inthese patients Atacand should be
carefully hirated with thorough monltoring of blood pressure

Evaluation of patients with hear! fall ure should include pertodic assessments of renal function, especially
In elderly patients 75 years or older and palients wilh impaired renal function During dose Intralion of
Atacand, monitoring of serum creatinine and potassium s recommended Clinical trials in heart faiture did
notinclude patients with serum creitinine >265 pmol/L (>3 mg/dL)

Concomitant therapy with an ACE mhibitor in heart lailure

The risk ot adverse events. especially renal function impairment and hyperkalaemia may increase when
candesartan s used «n combinatior with an ACE inhibitor (see Undesirable etflects) Patients with such
treaiment should be monitored regularly and carefully

Renal artery stenosis

Other drugs that atfect the renin-angiotensin-atdosterone system, | e. angiotensii converting enzyme
(ACE) inhibitors may increase blood urea and serum crealinine in palients with bilateral renal artery
stenosis or stenosts of the artery lo a solitary kidney A similar elfect may be anticipated with angiotensin I{
receptor antagonists,



Kidney transplantation
There (s No expenence regarding theadministration of Atacand In patents with a recent kidney transpiantation

Hypotension

Hypotension may occur during treatment with Atacand in heart fallure patients. As descnbed for other
agents acting on the renin-angiotensin-aldosterone system, it may also occur in hypertensive patients with
intravascutar volume depletion such as those receiving.hiah dose dluretics. Caution should be observed
when niiating therapy and corraction of hypovolemla shouid be attempted

Anaesthesia and surgery

Hypotension may occur ouring anaesthesla and surgery in patients treated with angiotensin It antagonists
due to btockade of the renin-angiotensin system Very rarely, hypotension may be severe such that it may
warrant the use of intravenous !lu ds and or vasopressors

Aortic and mitral valve stenosis (obstructive hyperirophic cardiomyopathy)
As with other vasodilators, special caution is indicated in panents suffering from haemodynamically relevant
aortic or mitral valve stenosis, or obstructive hypertrophic cardiomyopathy.

Primary hyperaldosteronism
Patients with primary hyperaldosteronism will not generally respond to anthypertensive drugs acting lhrough
inhibition of the renin-angiotensin-aldosterone system Atacand is theretore not recommended in those palients

Hype rkalaema

Based on experience w:th tne use ol other drugs that aftec! the rentn-angiotensin-atdosterone system,
concomitant use of Atacand with potassium-sparing diuretics, potassium supplaments, sall substitutes
containing potassium, or other drugs that may increase potassium levels (e.g. heparin) may lead to
increases in serum potassium in hypertensive patients

In heart failure patients treated with Atacand, hyperkalaemia may occur During Ireatment with Atacand in
patients with heart failure, periodic monitofing of serum potassium is recommended, especially when taken
cancomitantly vath ACE inhibitors and potassium-sparing diuretics such as spironoiactone.

General

in patients whose vascular tone and renal function depend predominantly on the activity of the renin-
angiotensin-aidosterone system (e.g patients with severe congestive heart failure or underlying renal
disease Inctuding renal artery stenosis), treatment with other drugs that affect this system has been
ass. cialed with acute hypotension azotaemia oliguriaor rarely, acute tenal lailure, The possibility of
similar e'lects cannol be excluged with angiotensin il receptor antagonists,

As with any antihypertensive ageni. excessive blood pressure decrease in patients with ischaemic
cardiopathy or ischaemic ceredbrovascular disease could resuil in a myocardial tnfarction ar stroke

Patients with rare hereditary probiems of galactose intolerance, the Lapp tactase deticrency or glucose-
galactose malabsorption should not take this medicinal product

Interactions

No drug interactions of ciinical significance have been identified. Compounds which have been investigated
1n chimcal pharmacokinetic studies include hydrochtorottuazide, warfann. digoxin, oral contraceptives

(i e ethinylestradiol/levonorgestrel) glibenclanude nttediping and enalapril.

<~ancesartan is eliminated only to a minor extent by hepatic metabolism (CYP2C9) Avallable interaction
studies indicate nc elfect on CYP2C2 and CYP3A4 but the effect on other cytachrome P450 isoenzymes Is
presently unknown.

The anuhypertensive ettect ot candesartan may be enhanced by other antihypertensives

Based on expenence with the use ©* other drugs that affect he renin-angiotensin-aldosterone system
~oncomitant use of polass.um-spanng diuretics polassium supplements, sall subshtutes containing potassium,
or other drugs that mayincrease potassium levels (e.g heparin) may tead to Increases in serum potassium.

Reversible increases in serum lithium concentrations and toxicity have been reported during concomitant
admimsirali nof lithium with ACE inhibitors. A similar effect may occur with angiotensin il receptor
antagonists ana carelul moniloring of serum lithium levels 1s recommended during concomitant use

Tne bioavailability ot candesarian is not affected by lood

Pregnancy and lactation

Pregnancy

inhumans, foetal renal perfusion, whichis dependant-on the devetopmani ot the renin-angiotaasin-
aldosterone system, begins to develop in the second trimester of pregnancy Thus, the risk to the foetus
increases It Atacand is used during the second or third tnmesters of pregnancy. Drugs that act directly

on the rentn-angiotensin system can cause foetaf and neonatal injury and death when used in pregnancy
during the second and third trimesters  Anumal studles with candesartan cilexetil have shown foetal and
neonatal injunes in the kidney. The mechanism is believed to be pharmacologically mediated through
elfects on the renin-angiotensin-aldosterone system

Based or ine abave ntorination, Atacand shiould not be used in pregnancy if pregnancy 1s detected dunng
treatment, Atacand should be discontinued (see Contraindications).

Lactation

Itts not known whether candesartan 1s excreted in human mitk However, candesartan is excreted in the
milk ot lactating rats. Because of the potential for adverse effects on the nursing infant, Atacand should not
be given during breast-feeding (see Contraindications)

Effects on ability todrive and use machines

The eftect of Atacand on the abllity 1o dnve and use machines has ot been studied. but based on its
pharmacodynamic properties candesartan is unlikely to affect this ability When driving vehicles or operating
machines, It should be taken into account that dizziness o1 weariness may occur during treatment.
Undesirabte effects

Treatment of Hypertension

In controlled clinical studies adverse events were mild and transient and comparable to placebo. The
overall incidence of adverse events showed no assoctalion with dose or age. Withdrawals from treatment
due to adverse events were similar with candesartan cllexetil (3,19} and placebo (3.2%)

In a pooled anatysis ot clinical tnal data, the foltowing common {>1/100) adverse reactions with candesartan
cliexetil were reported based on an incidence of adverse events with candesarian cllexetil at least

1°6 higher than the 1ncidaence seen with placebo*

Nervous syslem disarders

Dizziness/vertigo, headache

infections and inestalions

Resplratory infection



Laboratory tindings

In general, there were no clinically important Influences of Atacand on routine laboratory variables. As for other
inhibitors of the renin-angiotensin-aldosierone system, small decreasestn haemoglobin have been seen.
Increases tn creatinine, urea or patassium and decrease In sodium have been observed. increases in S-ALAT
(S-GPT) were reported as adverse events slightly more often with Atacand than with placebo (1.3% vs 0.5%).
No routine monitoring of laboratory variables is usually necessary for patients recewving Atacand However, in
patients with renal Impairment periadic monitoring of serum potassium and creatinine levels is recommended

Treatment ol Heart Failure

The adverse experience profile of Atacand in heart faiure patients was consistent with the pharmacology
of the drug and the health status of Ihe patients in the CHARM clinical programme, comparing Atacand
in doses up lo 32 mg (n=3,803) to placebo (n=3.796), 21.0% of the candesartan ciiexetil group and 16 1%
of the placebo group discontinued treatment because of adverse evenls Adverse reactions commonty
(21/100, <1/10) seen were

Vascular disorders:

Hypotension

Merabolism and nulrition disorders:
Hyperkalaemia



Renal and urinary disorders.
Renal impairment

Laboratory findings:
Ihcreases in ¢teatining, urea and potassium Pariodic monitoring of serum creatinine and potassium is
recommended (see Special warnings and precautions for use),

Post Marketing
The following adverse reactions have been reported very rarely (<1/10.000) in post marketing experience:

Blood and lymphatic system disorders:
Leukopenia neutropenia and agranulocytosis

Metabolism and nutrition disorders:
Hyperkalaemia, hyponatraemia.

Nervous system disorders:
Dizziness, headache

Gastrointestinal disorders*
Nausea,

Hepato-blliary disorders.
Increased liver enzymes. abnormal hepatic function or hepatitis

Skin and subcutaneous tissue disorders:
Angioedema, rash, urticana, pruritus.

Musculosketstal. connective issue and bone disorders:
Back pain. arthralgia, myalgla

Renal and urinary disorders:
Renal impairment, including renalfailure in susceplibie patients (see Special warnings and precautions for use),

Overdose

Symptomns

Based on pharmacologrcal considerations the mamn manifestation of an overdose is likely to be
symptomatic hypotension and dizziness In indivigual case reports of overdose {ot up to 672 mg
candesartan cilexetil) patient recovery was uneventful.

Management

If symptomatic hypotenston should occur, symptomatic treatment should be instituted and vital signs
monitored. The patient should be placed supine with the legs elevated If thisis not sufficient, plasma
volume should be increased by intuslon of, for example. 1sotonic saline solution Sympathomimetic drugs
may be administered if the above-mentioned measures are not sufficient.

Candesartan is not removed by haemodialysis

Pharmacodynamic properties

Pharmacotherapeutic group:

Angtotensin Il antagonlsts (candesartan),

ATC code CO9C A06

Angiotensin il s the pnmary vasoaclive hormone of the renin-angiotensimn-aidosterone system and piays

a role In the pathophysiology of hypertension, heart tailure and other cardiovascular disorders. It also

has a role In the pathogenesis of end organ hypertrophy and damage. The major physiotogical effects of
angiotensin tl. such as vasoconstriction, aldosterone stimulation, regulation of salt and waterhomeostasis
and stimulation of cell growth. are med:ated via the type 1 (AT,) receptor

Candesartan cilexetll 1s a prodrug suitable tor oral use. It is rapidly converted to the active drug,
candesartan, by ester hydrolysis during absorption from the gastrointestinal tract. Candesartanis an
angiotensin Il ieceptor antagonist. selective for AT, teceptors, with tight binding to and slow dlissoctation
trom the receptor Candesartan has no agonist activity

Candesartan does not inhibit ACE which converts angiotensin |10 angiotensin il and degrades bradykinin,
Candesartan does not affect ACE and gives no potentiation of bradykinin or substance P. In controlled
clinical tnals comparing candesartan with ACE inhibitors. the incidence of cough was tower Iin patients
receiving candesartan cilexetil. Candesartan does notbind to or block other hormone receptors or ion
channels known 1o be important in cardiovascular regulation. The antagonism of the angiotensin Il (AT,)
receplors results in dose related increases in plasma reniri tevels, anglotansin | and angiotensin Il levels
and a decrease in plasma aldosterone concentration

Hypertension

In hypertension. candesartan causes a dose-dependent, long-lasting reduction in arterial blood pressure.
The antihypertensive action s due to decreased systemic peripheral resistance. without reflex increase in
heart rate There s noindication of serious or exaggeralted first dose hypotensionor rebound effect after
cessation of treatment

After administration of a singte dose of candesartan cilexelil. onset of antihypertensive effect generally
occurs within 2 hours With continuous treatment, most of the reduction :n blood pressure with any dose I1s
generally attained within tour weeks and 1s sustained during long-term treatment.

Candesartan cilexetil once daily provides effective and smooth blood pressure reduction over 24 hours.
with littte difference between maximum and trough effects during the dosing interval

The antihypertensive effect and tolerability of candesartan and losartan were compared in two randomised,
double-blind studies inatotal of 1 268 patients with mild to moderate hypertension. The trough blood pressure
reduction (systohio/diastolic) was 13 1/10.5 mmHg with candesartan cilexetil 32 mg once daily and

10.0 /8 7 mmHgwth losarlan potassium 100 mg once daily (difference tn blood pressure reduction

3 1/1.8 mmHg, p<0.0001/p<0.0001). The most common adverse events were respiratory infection
(candesartan 6.6%, losartan 8.9%), headache (candesartan 5.8%, losartan 5.6%) and dizziness
(candesartan 4.4%, losartan 1.9%)

When candesartan cilexetil Is used together with hydrochtorothiazide, the reduction in biood pressure 1s additive.
Concomitant administration of candesartan cilexetil with hydrochlorothiazide or amlodipine s well tolerated.

Candesartan is similarly effective in patients irrespective of age and gender

Medlcinal products that block the renin-angsotensin-aldosterone system have less pronounced
anlihypertensive effect in black patients (usually alow-renin population) than in non-black patients, This
Is also the case tor candesartan. In an open label ciinical experience trial In 5,156 pattents with diastotic
hypertension, the blaod pressure reduction during candesartan treatment was significantly less in black
than non-black patients (14.4/10.3 mmHg vs 19.0/12.7 mmHg, p<0.0001/p<0.0001).

Candesartan increasesrenal blood flow, and does not influence or increase glomeruiar filtration rate
whereas the renal vascular resistance and filtration lraction are reduced. In hypertensive patients with type
Il diabetes mellitus, 12 weeks treatment with candesartan cilexelil 8 -16 mg had no negative effects on blood
glucose or lipid profile,



The eftects ol candesartan cilexetil 8-16 mg (mean dose 12 mg), once dally, on cardiovascular morbidity and
mortality were evaluated in a randomisied clinical tnal with 4,937 elderly palients (aged 70-89 years; 21% aged
80 or above) with mild to moderate hygiertension followed fora mean of 3.7 years (Study on COgnition and
Prognos:s in the Elderly) Patienls rece:iived candesartan or placebo with other antihypertensive treatment
added as needed The blood pressure was reduced from 166/90 1o 145,60 mmHg in the candesartan grous
and from 167/90 to 149/82 mmHg in the control group. There was no statistically signlficant ditference in

the pnmary endpoint, major cardiovascular events (cardiovascular mortality, non-fatal stroke and non-fatal
myocardial infarction) There were 26 7 events per 1000 patient-years in the candesartan group versus

30.0 events per 1000 patient-yaars in the control group (refatve risk 0.89, 95% Ci 0.75 to 1.06, p=0 19).

Heart Failure

Treatmenl with candesartan cilexetll reduces mortality, reduces hospitalisation due to heart tailure, and
improves symptoms in patients with te)lt ventricular systolic dysfunction as shown in the Candesartan In
Heart failure - Assessment of Reduction in Mortality and morbidity (CHARM) programme

This muttinational, placebo controlled, double-blind study programme in chronic heart failure (CHF) patients
with NYHA functional class !l 1o IV consisted of three separate sludies: CHARM-Alternative (n=2,028) in
patients with LVEF <40 not treated with an ACE inhibiter because ofintolerance (mainty due to cough,
72%). CHARM-Added (n=2.548) In patients with LVEF <40% and treated with an ACE inhibitor and CHARM-
Preserved (n=3,023) n patients with LVEF >40% Patients on optimat CHF therapy at baseline were
randomised to placebo or candesartan cllexetll (titrated from 4 mg or8 mg once daily to 32 mg once daity or
the highesttolerated dose. mean dose 24 mg) and lollowed for a median of 37 7 months After 6 months of
treatment 63% ot the patients still takiig candesartan cilexetil (89%) were at the target dose of 32 mg

InCHARM-Alternative. the composite endpoint of cardiovascular mortality or first CHF hospitalisationwas
significantly reduced with candesartan tn comparison with placebo (hazard ratio (HR) 0.77, 95% C10.67-0.89,
p<0.001) This correspondso a relative risk reduction of 23% Fourteen patients needed to be treated for

the duration of the study to prevent one patient from dying of a cardiovascular event or being hospitalised for
Irealment of heart failure The compostte endpoint of all-cause mortality or first CHF hospitalisation was also
significantly reduced with candesartan (HR 0.80, 95% CI 0 70-0.92, p=0.001) Both the mortality and morbidity
(CHF hospitalisation) components of these composite endpoints contributed lo the favourable effects of
candesartan Treatment with candesartan cilexetil resulted Inimproved NYHA lunctionai ciass (p=0.008).

in CHARM-Added, the composite encipoint of cardiovascular mortality or first CHF hospitalisation was
significantly reduced with candesarian in companson with pfacebo (HR 0 85, 95% CI 0.75-0.96. p=0.011).
This corresponds 1o a relative risk reduction of 15%. Twenty-three patients needed lo be treated tor the
duration of the study to prevent one patient from dying of a cardiovascuiar event or being hospstalised for
treatment of heart tailure. The compe:site endpolnt of all-cause mortatity of liest CHF hospitatisation was
also significantly reduced with candesartan (HR 0.87, 95% C! 0.78-0.98, p=0.021). Both the mortality and
morbidity components of these compasite endpoints contributed to the favourable effects of candesartan
Treatment with candesartan cilexetil resuited inimproved NYHA functional class (p=0.020).

in CHARM-Preserved, no statistically significant reduction was achieved in the composite endpoint of
cardiovascular mortality or first CHF hospitalisation (HR 0.89, 95% C10.77-1.03, p=0.118). The numerical
reduction was attributable to reduced CHF hospitalisation. There was no evidence of etfect on mortality in
this study

All-cause mortality was not slatistically signihcant when examined separately n each of the three CHARM
studies However all-cause mortality vwas also assessed in pooled populations CHARM-Altetnative and
CHARM-Added (HR 0.88, 95> C1 0.75-0.98. 7=0.018\ and all three studies

(HR 0.91,95% C10.83-1.00, p=0.055).

The benelicial effects of candesartan on cardiovascular mortality and CHF hospitalisation were consistent
rrespective of age, gender and concamitant medication Candesartan was effective also in patients taking
both beta-blockers and ACE inhibitors; at the same ime, and the benetit was obtained whether or not
patients were taking ACE inhibitors at the target dose recommended by treatment guidelines.

in patients with CHF and depressed te:ft ventricular systolic functlon {left ventricular ejection fraction, LVEF
<40°%) candesartan decreases systemic vascular resistance and pulmonary capillary wedge pressure
Increases plasma rentn actvity and angiotensin It concentration, and decreases aidosterone ieveis.

Pharmacokinetic properties

Absorplion and distribution

Following oral administration, candesartan cilexetil is converted to the active drug candesartan. The
absolute bioavailabillty of candesartan is approximately 40% after an oral solution of candesartan cliexetit.
The relative bioavailability of the lablet lormulation compared with the same oral solution is approximately
34% witn very little vanabiiity The absiolule bioavailability of the tablet is therefore estimated at 14%.

The mean peak serum concentration (Cy,,) 's obtained 3-4 hours after the tabletintake. The candesartan
serum concentrations increase linearly with increasing doses in the therapeutic dose range. No gender
related differences in the pharmacokinetics of candesartan have been observed. The area under the serum
concentration versus time curve (AUC') of candesartan ts not signiticantly atfected by food

Candesartan is highly bound to plasrmia protetn (more than 99%). The apparent volume ot distribution of
candesartans 01 t/kg

Metabolism and elimination

Candesartan 1s matnly ehminated unchanged via urine and bile and only to a minor extent eliminated
by hepatic metabolism The terminal half-tife of candesartanis approximately 9 hours. There is no
accumutation following multiple doses

Total plasma clearance of candesartan is about 0.37 m{/min/kg, with a renal clearance ot about

019 mi/min/kg The renal elimination f candesartan is both by gtomerular liltration and active tubular
secrelion Following an aral dose of reidioactively labelled candesartan cilexetit, approximately 26% of the
dose Is excretad In the urine as candesartan and 7% as an inaclive metabolite while approximately 56% of
the dose is recovered in the faeces as candesartan and 10% as the inactive metabolite,

Patient factors

In \he elderly (over 65 years) C,,,, and AUC of candesartan are increased by approximalely 50% and 80%,
respectively in comparson to younger subjects. However. the blood pressure response and the incidence
of adverse events are similar atter a given dose of Atacand in young and elderty patients,

In patients with mild to moderate renal impairment C,,, and AUC of candesartan increased during repeated
dosing by approximately 50% and 70%%, respectively, but the halt-ite was not altered, compated to patients
with normal renal function. The corresponding changes In patients with severe renal impairment were
approximately 50% and 110%, respec:tively, The terminal half-lite of candesartan was approximately
doubled in patients wilh severe renal Impairment. The pharmacokinetics in patients undergoing
haemodialysis was similar 10 thatin palients with severe renal impairment.

In patienis wilh mild lo moderate hepatic impairment, 23% increase in the AUC of candesartan was observed.



List of exclpients

Carmellose calcium, hydroxypropy! cellulose, iron oxide E 172 (only B mg, 16 mg and 32 mg tablets),

lactose monohydrate. magnesium stearate, maize starch and macrogol.

Shelf-life
Please refer to expiry date on the otiter carton

Special precautions tor storage
Do nof store above 30 C.

Pack size
Please refer toouter carton for pack. size.

Date of revision of text
June 2007
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