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VASTICURE-10

(Rosuvastatin Tablets 10 mg)
COMPOSITION:
ch film coated tablet contains:
Rosuvastatin Calcium BP 10.4mg
Eq.toRosuvastatin 10 mg
DESCRIPTION:
Light pink coloured, round, biconvex and film coated tablets.
PHARMACODYNAMICS/PHARMACOKINETICS:
Mechanism of action
Rosuvastatin is a selective and wmpculhemh)hllurufHM oA reductase, the rate-limiting enzyme that converts 3-hydroxy-3-methylglutaryl coenzyme A
tomevalonate, a precursor for Th Faction of is the liver, the target organ for cholesterol lowering.
Rosuvasatin increases the namber of hepatic LDL receptors on the cell.surface, cnhancing uptake and catabolism of LI and it hibits the hepatic synthesis
of VLDL, thereby reducing the total number of VLDLand LDL particles.
Pharmacodynamic effects

d LDL. and ides and increases HDL-chol 1. Ttalso lowers ApoB, nonHDL-C, VLI
:ApuA 1. Ru:\lvdsulmdlm lowers the LDL C/HDL-C, total C/HDL-C and nonHDL-C/HDL-C and the ApoB/ApoA-I ratios.

C, VLDL-TG and increass

Absorption: Maximum plasma are achieved 5 hours after oral The absolute ity is

approximately 20%.

: in is taken up by the liver which is the primary site of cholesterol :ynll\c<|< and LDL-C clearance. The volume of
distribution of ini; i 134L.2 0% of iinly to albumin.

Metabolism: Rosuvastatin undergocs limited 10%). In vitro sludu: umg human hepatocytes indicate that
rosuvastatin is a poor substrate for cytochrome P450-based metabolism. CY P2C9 was the principal isoenzyme involved, with 2C19, 3A4 and 2D6 involved to
alesserextent. The main metabolites identified are the N-desmethyl and lactone metabolites. The N-desmethyl metabolite is approximately

50% less active than rosuvastatin whereas the lactone form is considered clinically inactive. Rosuvastatin accounts for greater than 90% of the circulating
G-CoA reductase inhibitor activity.

Excretion: Approximately 90% of the rosuvastatin dose is excreted unchanged in the facces (consisting of absorbed and non-absorbed active substance) and
the remaining part i excreted in urine. Approximately 5% is excreted unchanged in urine. The plasma elimination half-life is approximately 19 hours. The
elimination half-life does not increase at higher doses. The geometric mean plasma clearance is approximately 50 litres/hour (coefTicient of variation 21.7%)
As with other HMG-CoA reductase inhibitors, the hepatic uptake of rosuvastatin involves the membrane transporter OATP-C. This transporter is important in
the hepatic elimination of rosuvastatin.

meanly Systemic exposure of rosuvastatin increases in proportion to dose. There are no changes in pharmacokinetic parameters following multiple daily

INDICAI IONS:
'VASTICURE-10 (Rosuvastatin Tablets l()mg)h indicated as an adjunct to diet, at least equivalent to LhL,Adul\Tn.alanl I’am,llll(ATI’ UITLC diet), for the
reduction of elevated total ApoB, the total HDL. erides and for increasing HDL-C., in

HMG-CoA reductase inhibitors together with fibric acid derivatives including gemfibrozi, ciclosporin, nicotinic acid, azole antifungals, protease
inhibitors and macrolide antibiotics. The 40 mg dose is contraindicated with concomitant use of a fibrate.

Combination with rosuvastatin and fusidic acid is not recommended. There have been reports of thabdomyolysis (including some fatalities) in patients
receiving this combination.

Rosuvastatin Tablet should not be used in any patient with an acute, serious condition suggestive of myopathy or predisposing to the development of
renal failure secondary to thabdomyolysis (e.g. sepsis. hypotension, major surgery, trauma, severe metabolic, endocrine and electrolyte disorders; or
uncontrolled seizures).

Liver Effec
As with other HMG-CoA mduclnsc inhibitors, Rosuvastatin Tablet should be used with caution in patients who consume excessive quantities of alcohol
and/or have a history of liver

Tt is recommended that liver I'un(.(lon 1 be carried out prior to, and 3 months following, the initiation of treatment. Rosuvastatin Tablet should be
discontinued or the dose reduced if the level of serum transaminases is greater than 3 times the upper limit of normal. The reporting rate for serious.
hepatic events (consisting mainly of increased hepatic ransaminases) in post-markeling use is higher at the 40 mg dose.

In patients with secondary caused by or nephrotic syndrome, the underlying discase should be treated prior to
initiating therapy with Rosuvastatin Tablet.

Race

Pharmacokinetic studics show an increase in exposure in Asian ~subjects compared with Caucasians.

Protease inhibitors

Increased systemic exposure to rosuvastatin has been observed in subjects receiving rosuvastatin concomitantly with various protease inhibitors in
combination with ritonavir. eration should be given both to the benefit of lipid lowering by use of Rosuvastatin Tablet in HIV patients receiving
protease inhibitors and the potential for increased rosuvastatin plasma concentrations when initiating and up titrating Rosuvastatin Tablet doses in
patients treated with protease inhibitors. The concomitant use with certain protease inhibitors is not recommended unless the dose of Rosuvastatin Tablet
1s adjuste

Lactose intolerance

Patients with rare hereditary problems of galactose intolerance, the Lapp lactase deficiency or glucose-galactose malabsorption should not take this
‘medicine.

Interstitial lung disease

Exceptional cases of interstitial lung disease have been reported with some statins, especially with long term therapy. Presenting features can include
dyspnoea, non-productive cough and deterioration in general health (fatigue, weight loss and fever). If it is suspected a patient has developed interstitial
lung disease, statin therapy should be discontinued.

Diabetes Mellitus

Some evidence suggests that statins as a class raise blood glucose and in some patients, at high risk of future diabetes, may produce a level of
hyperglycaemia where formal diabetes care is appropriate. This risk, however, is outweighed by the reduction in vascular risk with statins and therefore
should not be a reason for stapping statin treatment. Patients at risk (fasting glucose 5.6 10 6.9 mmol/1, BMI >30 kg/m2, raised triglycerides,
hypertension) should be monitored both clinically and biochemically according to national guidelines.

Pacdiatric population

The evaluation of linear growth (height), weight, BMI (body mass index), and secondary characteristics of sexual maturation by Tanner staging in
pacdiatric patients 6 to 17 years of age taking rosuvastatin is limited to a two-year period.

INTERACTIONS WITH OTHER MEDICAMENT

Effect of co-administered medicinal products on rosuvastatin

Transporter pmlem inhibitors: Rosuvastatin is a substrate for certain transporter proteins including the hepatic uptake transporter OATPIBI and efflux
transporter BCR o Tablet with medicinal products that are inhibitors of these transporter proteins may result
in increased msuvmaun plasma concentrations and an increased risk of myopathy.

i whcn response todictand has been inad,

Prevention of Cardiovascular Events. In adult paricats with an increased risk of atheroscleroti cardiovascula discase bused on the presence of

ca dhsCRP level, age, hypertension, low HDL-C, smoking or a family history of premature coronary heart
disease, VASTICURE- w(Rosum\aunTable\s 10mg) s indicated to reduce total mortality and the risk of major death,
stroke, MI, ,orarterial
VASTICURE-10 (Rosuvastatin Tablets 10mg) is indicated as an adjunct to diet for the treatment of patients with primary dysbetalipoproteinemia (Type 111
Hyperlipoproteinemia).
Primar (Type ITa including familial familial
Combined (mixed) dyslipidemia (Type Ib)

familial where VASTICURE-10 (Rosuvastatin Tablets 10mg) is used either alone or as an adjunct to diet and other lipid
lowering treatment such as apheresis.
VASTICURE-10 (Rosuvastatin Tablets 10mg) is indicated as adjunctive therapy to dict to slow the progression of atherosclerosis in adult patients as part of a
treatment strategy to lower Totz
Pediatric Patients 10 to 17 years of age wi Familial I ia (HeFH): Adjunct o diet to rcducc Total-C, LDL-C and ApoB levels
in adolescent boys and girls, who are at least one year post-menarche, 10-17 years of age with famili if after an
adequate trial of diet therapy the following findings are present: LDL-C > 190 mg/dL or > 160 mg/dL and there is a poamve family history of premature
cardiovascular disease (CVD) or two or more other CVD risk factors.
DOSEAND ROUTE OF ADMINISTRATION:
Patients should be placed on a standard cholesterol-lowering diet (at least equivalent to the Adult Treatment Panel TIT (ATP I TLC diet)) before receiving
Rosuvastatin, and should continue on this diet during treatment with Rosuvastatin. If appropriate, a program of weight control and physical exercis dbe
implemente
Prior to init

id levels should be excluded. A lipid profile should also be

ing therapy with Rosuvastatin, secondary causes for clevations in plasma |
id

performed. Afier initiation or upon titration of . lipi dwithin 24 weeks and the dosage adjusted accordingly.
The usual recommended starting dose of Rosuvastatin is 10 mg once daily. However, initiation of therapy with 5 mg once daily should be considered for
special patient patients requiring LDL-Cred T starting takei the individual patients’

leveland fi kas wellas may be akenn the moming or evening, with or

without food. The majority of patients are controlled at the 10 mg dose. However, if necessary, dose adjustments to the next dose level can be made after 4-
week intervals. The maximum response is usually achieved within 2-4 weeks and is maintained during chronic therapy. Increasing the dose to 40 mg should be
reserved for patients with severe at high cardi sk (in particular those with familial hypercholesterolaemia), who do not
achieve their treatment goal on 20 mg and should only be initiated under specialist supervision (see Warnings and Precautions). The physician who elects to
use Rosuvastatin at a dose higher than 20 mg should periodically reevaluate the long term risk/benefit of Rosuvastatin for the individual patient. Rosuvastatin
should be prescribed with caution in patients with pre-disposing factors for myopathy / thabdomyolysis.

The dosage of Rosuvastatin should be individualised according to baseline LDL-C, total-C/HDL-C ratio and/or TG levels, the recommended target lipid
valuesand the patient response.

Lipid levels should be monitored periodically and, if necessary, the dose of |
Dosage in patients with renal insufficiency

The usual dose range applies in patients ithmildto moderme renal impairment.
The use of alcium in patient nal

Dosage in patients with hepatic insufficiency

There was no increase in systemic exposure to rosuvastatin in subjects with Child-Pugh scores of 7 or below. However, increased systemic exposure has been
observed in subjects with Child-| PuEh scores of 8 and 9. ]n these patients an assessment of renal function should be considered. There is no experience in
subjects with Child- in patients with active liver disease.

Useinthe elderly

The overall frequency of adverse events and types of adverse events were similar in patients above and below 65 years of age. The efficacy of rosuvastatin in
the geriatric population (=65 years of age) was comparable to the efficacy observed in the non-clderly.

Pediatric patients (10 to 17 years of age)

In pediatric patients (10 to 17 years of age) with familial hy the usual dose range of Rosuvastatin is 5-20 mg/day; the
maximum recommended dose is 20 mg/day (doses greater than 20 mg have not been studicd in this patient Doses should be i

according to the goal of therapy. be madeat intervals of 4 weeks or more.

Use in children below 10 years

The safety and effectiveness in children have not b
limited to cight patients (aged § years and above).
Dosage on Asian patients

Initiation of Rosuvastatin calcium therapy with 5 mg once daily should be considered for Asian patients. The potential for increased systemic exposures
relative to Caucasians is relevant ‘dose in cases where isnot 2 controlled at doses of 5, 10 or 20
mg once daily.

Genetic polymorphisms

Specific types of genctic polymorphisms are known that can lead to increased exposure (see i D
knowntoh t3pes of alower daily dose of Rosuvastatinis recommended.

Dosage in patient factors

‘The recommended :tandosc is Smgin patients with plcdl#pobm& g factors to myopathy.

Concomitant therapy

Rosuvastatin is a substrate of various transporter proteins (.. OATP1B1 and BCRP). The risk of myopathy (including rhabdomyolysis) is increased when
with certain medicinal products that may increase the plasma of due to

with these |ransporler proteins (e.g. ciclosporin and certain protease inhibitors including combinations of ritonavir with atazanavir, lopinavir, and/or
tipranavir).
Whenever possible, alternative medications should be considered, and, if necessary, consider temporarily discontinuing Rosuvastatin therapy. In situations
where c&admmlslmlmn of these medlcma] pmducls with Rosuvastatin is unavoidable, the benefit and the risk of concurrent treatment and Rosuvastatin

target lipid levels by guidelines

In children and with familial i i is

For patients who are

Route of Administration: Oral

CONTRAINDICATION!

Rosuvastatin Tabletis contraindicated:

=in patients with to in orto any of th I 3

~in patients with active liver disease including persistent serum any serum 3x

the upper limit of normal (ULN).
~in patients with
=in patients with myopathy.
~in patients receiving concomitant ciclosporin.
- during pregnancy and lactation and in women of potential not using
The 40 mg dose in patients with pre-disposing factors for
—hypothyroidism
—personal or family history of hereditary muscular disorders
—previous history of muscular toxicity with another HMG-CoA reductase inhibitor or fibrate
—alcohol abuse
=situations where an increase in plasma levels may occur
—Asian patients
—concomitant use of fibrates.
‘WARNINGS AND SPECTAL PRECAUTIONS FOR USE:
Myasthenia Gravis Ocular Myasthenia

es, statins have be report m to induce de novo o aggravate pre-cxisting myasthenia gravis or ocular myasthenia, VASTICURE;

in case of ag; ympt ‘when the same or a different statin was (re=) administered have been reported.

<30 ml/min).

ive measures.
Such factors include:

0 should be

detected by u,pmk testing and mostly whular in origin, has been observed in pdllen\b treated with hlgher doses of Rosuv

orintermittent in most cases. Proteinuria has not rp

reporting rate for serious renal cveatsin post-marketing use is higher at the 40 mg dose. An assessment tof renal function should be

considered during routine follow-up of patients treated with a dose of 40 mg.

Skeletal Muscle Effects

Gemfibrozil increases the risk of myopathy when given concomitantly with some HMG-CoA reductase inhibitors. Therefore, the combination of rosuvastatin

and gemfibrozil is not recommended. The benefit of further alterations in lipid levels by the combined use of rosuvastatin with fibrates or niacin should be

carefully weighed against the potential risks ofsuch combinations.

Effects on skeletal muscle e.g. myalgia, myopathy and, rarely, rhabdomyolysis have been reported in Rosuvastatin Tablet-treated patients with all doses and in
articular with doses > 20 m. Very rare cases of rhabdomyolysis have been reported with the use of ezetimibe in combination with HMG-CoA reductase

inhibitors. A b luded ised with lhurcomblmd

Aswith other HMG-CoA reductase inhibitors, the reporting rate for ith Tabletin p

40 mg dose.

Creatine Kinase Measurement

Creatine Kinase (CK) should not be measured following strenuous exercise or in the presence of a plausible alternative cause of CK increase which may

confound interpretation of the result. TFCK levels are significantly elevated at baseline (>5xULN) a confirmatory test should be carried out within 5=7 days. Tf

the repeat test confirms a bascline CK >5xULN, treatment should not be started.

Before Treatment

Rosuvastatin Tablet, as wuh other HMG-CoA reductase inhibitors, should be prescribed with caution in patients with pre-disposing factors for

‘myopathy/rhabdomyolysis. Such factors include:

« renal impairment

e hypothyroidism

« personal or family history of hereditary muscular

s alcohol abuse

eage>70 years

ituations where an increase in plasma levela may occur unncumlmnl use of hbmlta

Insuch patients the risk of treatment s relation

clevated at baseline (>SXULN) treatment should ot be started.

Whilst on Treatment

Patients should be asked to report inexplicable muscle pain, weakness or cramps immediately, particularly if associated with malaise or fever. CK levels

should be measured in these patients. Therapy should be discontinued if CK levels are markedly elevated (>5XULN) or if muscular symptoms are severe and

cause daily discomfort (cvcn if CK levels are < 5x ULN). If symptoms resolve and CK levels return to normal, then consideration should be given to re-

Tablet or an alternative HMG-CoA reductase inhibitor at the lowest dose with close monitoring. Routine monitoring of CK levels in
asymptomaltic patients is not warranted. There have been very rare reports of an immune-mediated necrotizing myopathy (IMNM) during or after treatment
with ins. IMNM s cli by:

tin Tablet, in
I discase. The

g useis higherat the

history of muscular toxicit, her HMG-CoA reductase inhibitor or fibrate

P B L£CK level -

a. Persistent proximal mu Statin treatment;
b. Muscle biopsy showing myopathy
c. Improvement with immunosuppressive agents
As per published data, In clinical trials there was no evidence of increased skeletal muscle effects in the small number of patients dosed with
Rosuvastatin Tablet and concomitant therapy. However, an increase in the incidence of myositis and myopathy has been seen in patients receiving other

. which persist d

treatment with Tablet and in AUC values were on average 7 times higher than
{hose observed in healthy volunteers. Rosuvastatin Tablet is contraindicated in patients receiving itant ci in. C dmi i
did not affect plasma concentrations of ciclosporin.

Protease inhibitors: Although the exact mcchamsm of interaction is unknown, concomitant protease inhibitor use may strongly increase rosuvastatin
exposure. For instance, in a product of two protease inhibitors (300
mg atazanavir / 100 mg ritonavir) in healthy volunteers was associated with an approximately three-fold and seven-fold increase in rosuvastatin AUC

and C max . The use o Tablet and some protease inhibitor combinations may be considered after careful
of in Tablet dose based on the expected increase in rosuvastatin exposure.

Gemfbronl and other lipid-lowering products: Concurrent usc of fibratcs may cause scvere myositis and myoglobinuria,
use of Tablet an resulted in a 2-fold increase in rosuvastatin C max and AUC

Bd‘scd on data from specific interaction studics no pharmacokinetic relevant interaction with fenofibrate is expected, however a pharmacodynamic
intraction may occur. Gemfbrozifenofibrate, other ibrtes and lipid lowering doses (> oreqal 01 /day) of miaein (nicotinic acid) increase the risk
of myopathy when given concomitandy with VG, CoA reductase nhibitors, probably because they can produce myopathy when given alone. The 4
mg dose is contraindicated with concomitant use of a Tbrate. These palients Should also sart with the 3 mg dos
C itant use of 10 mg in Tablet and 10 mg ezetimibe resulted in a 1.2 fold increase in AUC of rosuvastatin in
ic subjects. A interaction, in terms of adversc cffects, between Rosuvastatin Tablet and ezetimibe cannot be ruled

out.

Antacid: The simultancous do:mg of Rosuvastatin Tablet with an antacid containing hydroxide resulted in a

decrease in las) of 50%. This effect was mitigated when the anlacld was dosed 2 hours after Rosuvastatin

Tablet. The cluuu] relev. ance uflhl: interaction ha: not been aludled

Er C Tablet and in resulted in a 20% decrease in AUC and a 30% decrease in C max of

rosuvastatin. This interaction mny bc caused by the increase in gut moility caused by erythromycin.

Cytochrome P450 enzymes: Results from in vitro and in vivo studies show that rosuvastatin is neither an inhibitor nor an inducer of cytochrome P450

isoenzymes. In addition, rosuvastatin is a poor substrate for these i Therefore, drug resulting from P450-mediated

metabolism are not expected. No clinically relevant interactions have been observed between rosuvastatin and either fluconazole (an inhibitor of

CYP2C9 and CYP3A4) or ketoconazole (an inhibitor of CYP2A6 and CYP3A4).

Effect of rosuvastatin on co-administered medicinal products

: As with other HMG-CoA reductase inhibitors, the initiation of treatment or dosage up-titration urRosuvam\m Tablet in

is treated concomitantly with vitamin K antagonists (L £ warfarin or anolhcr coumarin anticoagulant) may result in an increase in International
Ratio (INR). I or Tablet may result in a decrease in INR. In such situations, appropnalc

monitoring of INR is desirable.

Oral contraceptive/hormone replacement therapy (HRT): C Tablet and an oral resulted in an increase in

ethinyl estradiol and norgestrel AUC of 26% and 34! respeclhely These mcreased plasma levels should be considered when selecting oral

contraceptive doses. There are no pharmacokinetic data available in subjects taking concomitant Rosuvastatin Tablet and HRT and therefore a similar

effect cannot be excluded. However, the combination has been extensively used in women in clinical trials and was well tolerated.

Other medicinal products:

igoxil ased on data from specific interaction studies no clinically relevant interaction with digoxin is expected.

Interaction studies with rosuvasla\m and fusidic acid have not been conducted. As with other statins, muscle related events, including

rhabdomyolysis, have been reported in pe with and fusidic acid given concurrently.

Therefore, the combination rosuvastatin ic acid is not recommended. If possible, temporary suspension of rosuvastatin treatment is

recommended. I unavoidable, patients should be closely monitored.

Paediatric population: Interaction studics have only been performed in adults. The extent of interactions in the pacdiatric population is not known.

NANCY AND LACTATION:

Rosuvastatin is contraindicated in pregnancy and laclahon

Women of child bearing potential should use appropriate contraceptive measures. Since cholesterol and other products of cholesterol biosynthesis are

essential for the dcvclopmcnl of the foctus, the pol«_nllal nsk from inhibition of HMG-CoA reductase outweighs the advantage of treatment during

pregnancy. Animal studies provide limited evidence of mpmdumve toxn,ny If a patient becomes pregnant during use of this product, treatment should

be discontinued immediately. Rosuvastatin is excreted in the milk of rats. There are no data with respect to excretion in milk in humans.

Side Effects

The adversc re:

ctions seen with rosuvastatin tablet are generally mild and transicnt.

System organ class Common Uncommon Rare Very rare Not known
Blood and lymphatic Thrombocytopenia
system disorders
Tmmune system Typersensitivity reactions
disorders including angiocdema
Endocrine disorders | Diabetes mellitus
Psychiatric disorders Depression

Nervous system Tieadache Polyneuropathy Peripheral neuropathy

disorders Dizziness Memory loss Sleep disturbances
(including insomnia
and nightmares)

Respiratory, thoracic & Cough

mediastinal disorders Dyspnoea

Gastro-intestinal Constipation Pancreatitis Diarrhoea

disorders

Abdominal pain
Hepatobiliary disorders Increased hepatic Jaundice
transaminases Hepatitis
Skin and subcutaneous Pruritis Stevens-Johnson
tissue disorders Rash syndrome
Urticaria

Musculoskeletal and | Myalgia ‘Myopath ‘Arthralgia Tendon disorders,

connective tissue (including myositis) sometimes

disorders Rhabdomyolysis complicatedby rupture
Immune-mediated
necrotising myopathy

Renal and urinary Haematuria

disorders

Reproductive system Gynaecomastia

and breast disorders

General disorders and | Asthenia Oedema

administration site

conditions

Nervous system disorder

Frequency ‘not known': myasthenia gravis

Eye disorders

Frequency ‘not known’: ocular myasthenia

As with other HMG-CoA reductase inhibitors, the incidence of adverse drug reactions tends to be dose dependent.

The following adverse cvents also have been reported with some statins:

- Sexual dysfunction.

- Exceptional cases of interstitial lung di especially with long term thera
- The teporting rates for thabdomyolysis, serious renal events and serious hepafic events (consisting mainly of increased hepatic transaminases) is higher
at the 40 mg dose.

Musculoskeletal disorders: Frequency not known: Immune-mediated necrotizing myopathy
There have been rare post-marketing reports of cognitive impairment (e.g. memory loss, forgetfulness, amnesia, . mermory impairment, confusion)
associated with statin use. These cognitive issues have been reported for all statins. The reports are generally reversible upon statin
discontinuation, with variable times to symptom onset (1 day to years) and symptom resolution (median 3 week>) Increases in HbAlc and fasting blood
glucose have been reported with statins. The risk of hyperglycemia, however, is outweighed by the reduction in vascular risk with statins.

OVERDOSE AND TREATME
There is no specific treatment in the event of overdose. In the event of overdose, the patient should be (reated symptomatically and supportive measures
instituted as required. Liver function and CK levels should be monitored. Haemodialysis is unlikely to be of benefit.

EFFECT ON ABILITY TO DRIVE AND USE MACHINES

Studies to determine the effect of Vasticure-10 on the ability to drive and use machines have not been conducted. However, based on

operties, Vasticure-10 is unlikely to affect this ability. When driving vehicles or operating machines, it should e taken o account

that dizziness may occur during treatment.

Instruction for Use

Swallow each tablet whole with a drink of water.

You can take it at any time of the day with or without food.

DOSAGE FORM AND PACKAGING AVAILABLE:

Dosage Form : Film-coated Tablet

Packing : 3 x 10 Tablets & 10 x 10 Tablets

SHELF LIFE

36 months

Keep the medicine out of reach of children.
Manufactured in India by:

GRACURE PHARMACEUTICALS LTD.

E-1105, Industrial Area, Phase IIL, Bhiwadi, Alwar District, Rajasthan 301019 India.
HEALOL PHARMACEUTICALS SDN. BHD

No. 74-3. Jalan Wangsa Delima 6,

KLSC Wangsa Maju,

53300 Kuala Lumpur, Malaysia
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