‘https://trungtamthuoc.com/ igp
FENOFLEX - Vién nang .
BO Y TE

CUC QUAN LY DUQC Hop 3 vi x 10 vién
PA PHE DUYET

&“p Lén ddu: 4800002045 ,
“%\

f
weulalA ‘sauinold Buona yuig ‘Aug 10 nea Nyl e ﬂmﬂﬂﬂmml ko /
“ig (B I GuiS-weulaiA ‘L oN 19985 | o R3]
4S9 419 'dWD-OHM PHARMA /¢ //
‘04700 YINHVHA TYNOILYNHILNI 031l Ot
Ag prumognuepy

Box of 30 tablets
Size: 82x32x 150 mm
Scale: 85%

Color Guide
olwaepldiiedAy-nuy
sinsden Bw 09|
PaZIUOIDIN dlelqious

Pantone Black C sansdes gl x S4ais)|q £ j0 xog @

Pantone 327C

one 021C

S 16 SX/ Lot #:
NSX/ Mig
HD/ Exp

Mas ONNA NS NYa

DNDNH ¥OL WIX NIX D¥HM NIL ONQHL 0¥D YA HNIA [HD DNQHD

ONNA IHX 2ONHL DNNG NS NYA ONONH AX 206 15 98q BOO UEP Jyo NS 06y) ARy “ARBU 1pw UG | :Agbu Bugy Bunp ngr
W3 UL AVLINYL VX 36 SlEIqyOUS) 1OA |1 NG Yuiy BNb Jpns Buosy ABU U OP B2 11 ANp LR BA dby

nud prdy winB ug op U Ul UBN 1BUd UBYU LUE] ‘SIRIqYoUS) Bunp Iy DRI

‘D08 gnb Bupyy An 191 Bunp By yuis 260p 18p §p ug eng Buon Bugn ugu sjeIgyoUaY

0P 11y p ‘Bups yug yupl ‘OB QuY Ipu uenb opg ONNA NS HOYD YA DNONTNFIT

Hop 3 vi x 10 vién nang

- T
Fenoflex

Fenofibrate Micronized

Vién nang 160 mg
Thudc diéu tri tang lipid mau
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THANH PHAN

M&i vién nang chia

f f i e 160 mg

T4 duge vita ddi 1 vién

CHI BINH

Biéu trj két hop véi ché d6 an a8 lam gidm LDL- cholesteral, cholesterol toan phén, triglyceride va

Apo B d céc bénh nhan cé ting cholesterol mau tén phat hodc rdi loan chuyén hod lipid dang hin

hop (phén loal Fredrickson tang lipid mau dg lia va |ib) 360227470830
Bidu tri k&t hgp vai ché a9 an & cac b&nh nhan cé 1Ang triglyceride mau (phan loai Fredrickson tang

lipid mau dé IV va V)
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| Vién nang 160 mg
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Fenoflex
Fenofibrate Micronized
Vién nang 160 mg

cONG TY

THAN TRONG I
Céc xét nghiém cén lam sang nén dugc thu‘p hi&n d& xdc dinh chic chdn néng
dd lipid thuding xuyén bt thuding trudc khi bét ddu diéu trj béng fenofibrate. Nén

‘:"‘:}_\, thifc hi&n moi bién phéap gilip kiém soét lipid m&u khac nhu ché dd &n thich hgp,

& 'jSuygran tap thé lyc, gidm can & ngudi béo phi, va kiém soat bAt ky tinh trang bénh Iy
_.nao gép phén vao tinh trang réi loan chuyén ho4 lipid (chang han dai thio dudng
va Gudng gidp).

Thudc diéu trj tang lipid mau TNHH Buduge nén ngung st dyng hoc ddi cac dugc phdm lam téng triglyceride trong
{TED #u(thudc Uc ché beta, thuc Igi tidu nhém thiazide, hormone sinh duc ni
UN strogen) trudc khi xem xét thyc hign ligu phap didu trf ha triglyceride.
THANH PHAN |NTERNATIONAL nh gid lipid trong méu dinh ky tf khi ti8n hanh didu tr| d& x4c dinh liéu thép

M&i vién nang chua: y
Fenofibrate Micronlzed............cimiminsmsissssnn ¥

Td dugec: Sodium lauryl sulfate, microcrystalline cellulose,
croscarmellose sodium, magnesium stearate.

TiNH CHAT DUgC LY
Dugc lyc hge
Fenofibrate, giSng nhu céc fibrate khdc, Iam han ché sy téng hgp triglyceride tif
cac acid béo tai gan, lam tdng hoat tinh cla lipoprotein lipase, kich thich van
chuyén ngugc cholesterol, va kim ham tac déng cia HMG-CoA reductase & gan.
Céc tac dyng bién déi lipid gém lam gidm dang ké triglyceride huyé&t tuong, giam
LDL, gidm cholesterol toan phén, va ting HDL-cholesterol. Fenofibrate 1am ting di
hoa VLDL béing céch kich thich lipoprotein lipase, giam téng hgp va bai tiét VLDL
trong gan.
3 muc do phén ti, fenofibrate hoat héa céc thy thé PPAR la nhing thy th# tai nhan
clia kich thich t8 ki€m soét cac gen tham gia vao chuyén héa lipid, gém c6 gen quy
dinh cho sén xuét apolipoprotein C-lIl, Sy téng hgp apolipoprotein C-IIl tal gan gidm
di do d6 néng d6 trong huyét tuong gidm. Do apolipoprotein C-ll tic ché hoat tinh
cia lipoprotein lipase, tac dung thai trif chylomicron va VLDL tang 1&n. Néng dd
HDL tang do giam VLDL d&n dén gidm chuyén chd cholesteryl ester tif HDL sang
VLDL. Apolipoprotein A-| (Apo 1) va apolipoprotein A-Il (Ape Il) 14 nhitng protein c&u
ic chll y&u clia HDL. Néng dd Apo | va Apo Il tang I&n nhd fenofibrate va déy
&nh sy van chuyén ngugc cholesterol. Sy sao chép ma ciia gen Apo | va Apo i
atac djng clia PPAR c6 thé déng val tré quan trong trong tang HDL-cholesterol.
Sy giam néng d§ triglyceride ciing Iam cho LDL tr& nén I&én hon, nhe hon, phén tir
ndi hon it tao xd vila va d& dang dugc gin k&t 16t hon bdi thy thé LDL.
Dugc ddng hoc
Sinh kha dyng tuyét ddi clia fenofibrate chua dugc xac dinh rd vi dang hgp chat
gén nhu khang hoa tan trong méi trudng dung dich ding dé tiém. Tuy nhién, sau
khi da hoa tan, fenofibrate dugc hap thu t8t & duding tigu héa.
Qua trinh vi hat héa thanh phén cia thudc nhdm gia tang sinh kha dyng mot cach
15 rét, qua thdng ké cho thdy sinh khad dyng clia 67 mg micronized tuong dudng
sinh kha dyng ctia 100 mg dang théng thudng dya trén céc dd liéu vé nbng do
dinh trong huyét tuong clia acid fenofibric (Cmax), thai gian dat Cmax (Tmax),
AUC, thai gian ban thai sau cing (T12).
Néng d¢ dinh trong huyét tudng cla acid fenofibric dat dugc trung binh 3 gid sau
khi uéng. Fenofibrate khong hoa tan trong nuéc va sinh kha dyng t6i vu dat duge
khi udng trong biia &n. Mirc d§ hdp thu clia fenofibrate kh4c nhau r& gidta 2 tinh
trang no va doi. Thic dn lam tang téc d§ hdp thu fenofibrate khodng 55%. Dang
fenofibrate khong vi hat khi dugc udng liéu duy nhat mai ngay & ngudi tinh nguyén
khde manh cho thdy néng dé acid fenofibric huy#t tuong dat dugc trang thai 6n
dinh trong 5 ngay va khéng c6 ghi nhan vé sy tich 10y theo thdi glan sau nhitng lidu
1&p lal. G&n két véi protein huyét thanh khodng 99% & ngudi binh thudng va ngudi
co tang lipid méu.
Sau khi u8ng, fenofibrate dugc thiy phan nhanh chéng bdi esterase d& trd thanh
dang chuyén héa cé hoat tinh 12 acid fenofibric; khéng c6 fenofibrate nguyén dang
dugc tim thdy trong huy&t tuong cla ngudi khde manh sau khi udng fenofibrate.
Acid fenofibric ch y&u két hop véi acid glucuronic va sau dé dugc bai tiét trong
nudc tiu. Mot lugng nhd acid fenofibric bj kh( mét nira géc carbonyl dé trd thanh
dang chuyén héa benzhydrol dé réi dén Iugt né két hgp véi acid glucuronic va

gc bal tiét ra nudc tidu,
q* ligu vé chuyén hoa trong cd thé séng cho thay ca fenofibrate va acid fenofibric
i chuyén héa déu khéng bl oxy héa dang ké.
Sau khi hip thu, fenofibrate dugc bai ti€t chi y&u qua nudc tifu & dang chuyén
héa, chll yéu la acid fenofibric va acid fenofibric glucuronic. Sau khi uéng
fenofibrate cé gan déng vj phang xa, khodng 60% liu ding xuét hién trong nudc
tidu va 25% dugc bai tiét qua phan. Acid fenofibric dugc thai trir véi thdi gian ban
théi khodng 16 gid, sau khi udng 1 I&n méi ngay & liu diéu tr),

Hi BINH
Diéu tri k&t hgp vdi ché do &n dé Iam gidm LDL- cholesterol, cholesterol toan
phén, triglyceride, va Apo B & cac bénh nhan c6 ting cholesterol mau tién phat
ho&c réi loan chuyén hoa lipid dang hdn hgp (phan loal Fredrickson tang lipid
mau do Il ava Il b)
Biéu tr| k&t hgp v6i ché dd &n & cdc bénh nhéan c6 tang triglyceride mau (phan
loal Fredrickson tdng lipid méu dg IV va V)

c

LIEU LUGNG VA CACH SU DUNG ;

Fenofibrate nén uéng trong bifa &n dé dat dugc sinh kha dyply

Trude khi dung fenofibrate, bénh nhan phai tuan thii ché dg/s

va nén duy tri ch& do &n nay trong sudt qué trinh didu tr J
Lidu héng ngay dugc dé nghj:

* Vién nang 160 mg: 1 vién 1 1&n méi ngay.

D481 v6l bénh nhan suy than: khdi ddu liéu 54 mg mdi

danh gi4 tdc dong cla thudc trén chic nang than va nd

Ho#c theo chi dinh cla béc si.

i

59"! : J

CHONG CHI BINH b 2
Bénh nhan qua mén vdi fenofibrate hay bat ky thanh phan nd
Bénh nhan rdi loan chifc ndng than ning -
Bénh nhan rdi loan chuc nang gan, bao gém xo gan do mat tién phat \}acﬂc bat
thuding chic ndng gan kéo dai khéng ré nguyén nhan A
Bé&nh nhén cd tién s sbi tdi mat
Tré em dudi 10 tudi

of®

c6 hiéu qua cla fenofibrate. Ngiing diéu tri & nhiing bénh nhan khéng dap
ddy di sau 2 thang didu trj véi lidu t6i da 160 mg mdi ngay.

hic ndng gan: dung fenofibrate & liéu tuong duong 107 mg dén 160 mg mé&i
ngay sé |am tang transaminase huyét thanh (AST hay ALT).

Nén kiém tra dinh ky chic nang gan bao gém ALT, trong suét thai gian didu tri vai
fenofibrate. Ngitng diéu tri néu néng dé men ALT cao gép 3 gidi han binh thuding
kéo dai.

Sol mat: fenofibrate, giéng nhu clofibrate va gemfibrozil, cé thé 1am tang bai tigt
cholesterol vao trong mat, ddn dén sdi mat. Ngung diéu tr bang fenofibrate néu
phét hién cd sdi mat,

Viém tyy d& dugc bdo cdo & nhiing bé&nh nhan dung fenofibrate, gemfibrozil va
clofibrate. Viém tyy c6 thé 1a hau qué cla diéu tr] khéng hidu quad & nhitng bénh
nhén c6 téng triglyceride trong mau néng, hay |4 hién tugng thd phat do sbi trong
&ng mat hodc sy tao thanh bin mat kém theo tdc nghén 6ng méat chung.

Sif dyng cac thudc nhom fibrate don thuén dbi khi cé kém theo bénh Iy cd. Biéu trf
v6i cac thudc nhém fibrate him khi kém theo ly gidi co van, thuding xy ra trén
bénh nhan cé suy chifc nang than. Bénh ly cd nén dugc nghidén trén bt ky bénh
nhan nao khi cé dau co lan tda, nhay dau hay y&u co, va ting dang ké néng do
creatinine phosphokinase (CPK) trong huyét thanh,

Hay théng béo ngay cho bac si bt ky tinh trang dau cd, nhay dau hay yéu cd
khéng rd nguyén nhén, dic biét cé kém theo mét mdi hodc s&t. Néng dé CPK
nén dugc dénh gid & nhilng bénh nhan cé céc triéu chiing nay va nén ngung
diéu tr v6i fenofibrate néu cé téing déng ké ndng dd CPK hay bénh Iy cd da dugc
chén doan

Phy nii mang thal va cho con bu

Fenofibrate khéng nén ding trong lic mang thai va cho con bu. Thudc chua dugc
ching minh 1 an toan cho phy ni mang thal va cdc ba me dang cho con bu.
Ngudi gia

Acid fenofibric dugc bit rd |a bai tiét qua than, va nguy cd gay cdc phan tng phy
ciia thudc nay c6 thé nhidu hon trén bénh nhan suy chic nang than. Do cdc bénh
nhan 16n tudi cé khuynh hudng gidm chuc nang than, cdn quan tam dén viéc Iya
chon liéu thich hgp.

Tré nho va tré I6n

Thubc chua dugce chifng minh |2 an toan cho tré em.

TAC DYNG PHY

Toan théan: dau byng, dau lung, nhifc ddu, suy nhuge, hdi ching cam.

Tiéu héa: xét nghiém chic ndng gan bét thudng, tiu chay, buén ndn, tdo bén.
Chuyén héa va dinh duéng: ting alanine aminotransferase (ALT), ting aspartate
aminotransferase (AST), tAng creatinine phosphokinase (CPK),

Hé hap: viém mdi.

Xin thong bao cho béc sT biét cac tac dyng khéng mong mudn trong khi ding thudc.

QUA LIEU VA CACH XU TRi
Trigu chiing qua liéu bao gdm budn nén, nén, tidu chay, réi loan tiéu héa. Didu tr|
hé trg. Thdm tadch mau khéng cé tdc dyng loai bd thudic ra khdi cd thé.

TUONG TAC THUGC
Thudc khdng déng dang udng: Iuu y khi diing cdc thudc khang déng nhém
coumarin déng thdi véi fenofibrate bdi vi kha nang lam kéo dai thai gian Prothrom-
bin (PT)/ ty 88 binh thudng héa qudc t& (INR),

Céc thudc dc ché men HMG-CoA reductase (Statins): trong nhidu céc truding
hgp dugc bao cdo, méc di khéng cé tuong tac ré rang vé dugc dong hoc, nhung
khi ding k&t hgp céc dén xudt cda acid fibric va céc thudc ic chd men HMG-CoA
reductase s& gay ly gidl co van, ting dang ké néng dd creatinin kinase (CK),
myoglobin niéu, va din dén ty 18 cao céc trudng hgp bi suy than cép.

Resins: Do cac chdt gén vdi acid mat cé thé gén k&t véi cac thude khéc khi ding
cung luc, bénh nhan nén udng fenofibrate it nhat truéc 1 gid hodic sau khi uéng
resin gén k&t vdi acid mat 4-6 gid d& tranh lam can trd sy hdp thu cida fenofibrate.
Cyclosporine: Cé vai trudng hgp suy than n&ng cé héi phyc duge béo ¢
dling déng thai fenofibrate va cyclosporine.

TRINH BAY
Hop 3 v x 10 vién nang, hép 1 v x 10 vién nang.

BAO QUAN

Béo quan noi khd rdo, trdnh dnh sang, & nhigfdd khéng qua 309C.
HAN DUNG

424 théang k& tr ngay san xuét.

THUGC NAY CHI SU DUNG THEO BON GUA BAG ST
DE XA TAM TAY TRE EM

DAN SU DUNG TRUGC KHI DUNG

NG TIN, XIN HOI Y KIEN BAG ST

Sén xudt tal
i CONG TY TNHH UNITED INTERNATIONAL PHARMA
T WHO-GMP, GLP, GSP
UC RU%6N1 VSIP Il, Budng s8 7, Khu Cong Nghiép Viét Nam-Singapore I,
o0& Phu, Thanh Phd Thi DAu Mgt, Tinh Binh Dudng, Viét Nam
DT: 08-38100800

Size: 196 x 280 mm




& Precription medicine
Fenoflex

Fenofibrate Micronized
160 mg Capsule
Anti-hyperlipidaemic

COMPOSITION
Each capsule contains:
Fenofibrate Micronized

Excipients: Sodium lauryl sulfate, microcrystalline cellulose, hypromellogss
croscarmellose sodium, magnesium stearate.

PHARMACOLOGICAL PROPERTIES

Pharmacodynamics

Fenofibrate, like other fibrates limits the availability of fatty acids for triglyceride
synthesis within the liver, increases lipoprotein lipase activity, stimulates reverse
cholesterol transport, and suppresses the activity of HMG-CoA reductase within
the liver. The lipid-modifying effects include a substantial reduction in plasma
triglycerides, a reduction in LDL and total cholesterol, and an increase in HDL
cholesterol. Fenofibrate enhances VLDL catabolism by stimulating lipoprotein
lipase and reduces hepatic synthesis and secretion of VLDL,

On a molecular level, fenofibrate activates peroxisome proliferator activated
receptors (PPARs) which are nuclear hormone receptors that control a number of
genes Involved in lipid metabolism, including the genes coding for apolipoprotein
C-Ill production. Apolipoprotein C-lil synthesis in the liver is reduced and plasma
concentrations are decreased. Since apolipoprotein C-lll Inhibits lipoprotein lipase
activity, the net effect is increased clearance of chylomicrons and VLDL. HDL
levels are increased due to the reduction in VLDL levels which results in decreased
transfer of cholesteryl ester from HDL to VLDL, Apolipoprotein A-l (Apo |) and
apolipoprotein A-ll (Apo Il) are major protein constituents of HDL. Levels of Apo |
and Apo Il are increased by fenofibrate and promote reverse cholesterol transport.
PPAR transcription of Apo | and Apo Il genes may play a role in the increase in HDL
cholesterol. The reduction in triglyceride levels also causes a shiftin the LDL profile
to a larger, lighter, more buoyant particle which is less atherogenic and more likely
to be taken up by the LDL receptor,

Pharmacokinetics

The absolute bioavailability of fenofibrate cannot be determined as the compound
Is virtually insoluble in agueous media suitable for injection. However, after
fenofibrate is dissolved, fenofibrate is well absorbed from the gastrointestinal tract.
Micronization of the formulation enhances bioavailability substantially, such that the
bioavailability of 67 mg of the micronized preparation is statistically equivalent to
that of 100 mg of the regular formulation based on fenofibric acid peak plasma
concentration (Cmax), time to Cmax (Tmax), AUC, and terminal disposition half-life
(T¥) data.

Peak plasma levels of fenofibric acid occurs an average of 3 hours after oral
administration of fenofibrate. Fenofibrate is insoluble in water and its bioavailability
Is optimized when taken with meals. The extent of absorption of fenofibrate is
comparable between fed and fasted conditions. Food Increases the rate of absorp-
tion of fenofibrate by approximately 55%. A non-micronized formulation of
fenofibrate administered to healthy volunteers showed steady-state plasma levels
of fenofibric acid achieved within five (5) days of single oral daily dosing and did not
demonstrate accumulation across time following multiple dose administration.
Serum protein binding was approximately 89% bound to plasma proteins in normal
and hyperlipidemic subjects.

Following oral administration, fenofibrate is rapidly hydrolyzed by esterases to the
active metabolite, fenofibric acid; no unchanged fenofibrate Is detected in plasma
of healthy subjects following fenofibrate administration. Fenofibric acid is primarily
conjugated with glucuronic acid and then excreted In urine. A small amount of
fenofibric acid Is reduced at the carbonyl moiety to a benzhydrol metabolite which
Is, in turn, conjugated with glucuronic acid and excreted in urine.

In vivo metabolism data Iindicate that neither fencfibrate nor fenofibric acid undergo
oxidative metabolism to a significant extent.

After absorption, fenofibrate is excreted mainly in the urine in the form of metabo-
lites, primarily fenofibric acid and fenofibric acid glucuronic. After administration of
radiolabeled fenofibrate, approximately 60% of the dose appeared in the urine and
25% was excreted in the feces. Fenofibric acid is eliminated with a half-life of
approximately 16 hours, allowing once-daily administration in a clinical setting.

INDICATIONS

+ Adjunct therapy to diet for the reduction of LDL cholesterol, total cholesterol,
triglycerides, and Apo B in adult patients with primary hypercholesterolemia or
mixed dyslipidemia (Fredrickson Types lla and Ilb hyperlipidemia)

+ Adjunct therapy to diet for treatment of adult patients with hypertriglyceridemia
(Fredrickson Types IV and V hyperlipidemia)

DOSAGE AND INSTRUCTION FOR USE
Fenofibrate should be given with meals to optimize its bioavailability.
Place patients on an appropriate lipid-lowering diet before receiving fenofibrate,
and should continue this diet during treatment with fenofibrate.
Recommended Dally Dose:
» 160 mg capsule: 1 capsule once daily,
Patients with Impaired Renal Function: Initiate at 54 mg per day. Increase only after
evaluation of the effects on renal function and lipid levels at this dose.
Or as prescribed by a physician.

CDNTRAINDICATIDNS

Patients with hypersensitivity to fenofibrate or any of the formulation components
* Patients with severe renal dysfunction
» Patients with hepatic dysfunction, including primary biliary cirrhosis and
unexplained persistent liver function abnormality
Patients with pre-existing gallbladder disease
Children under 10 years old

PRECAUTIONS
!..xecbr.mratr:rryr studies should be done to ascertain that the lipid levels are consistently
al before instituting fenofibrate therapy. Every attempt should be made to

kit tédfrol I;fwdemla with appropriate diet, exercise, weight loss in obese patlants and

ifing to the lipid ahnorrnalltias.

s) should be discontinued or changed if possible prior to consideration of
p-lowering drug therapy.

b#ef associated with increases in serum transaminases (AST or ALT).

Periodic monitoring of liver function should be performed, including ALT, for the
duration of fenofibrate therapy. Discontinue treatment if enzyme levels persist
above three times the normal limit.

Cholelithlasls: Fenofibrate, like clofibrate and gemfibrozil, may Increase
cholesterol excretion into the bile, leading to cholelithiasis. Discontinue fenofibrate
therapy if gallstones are found.

Pancreatitis: It has been reported in patients taking fenofibrate, gemfibrozil, and
clofibrate. This occurrence may represent a failure of efficacy in patients with
severe hypertriglyceridemia, or a secondary phenomenon mediated through biliary
tract stone or sludge formation with obstruction of the common bile duct,

The use of fibrates alone may occasionally be associated with myopathy.
Treatment of drugs of the fibrate class has been associated on rare occasions
with rhabdomyolysis, usually in patients with impaired renal function. Myopathy
should be considered in any patient with diffuse myalgias, muscle tenderness
or weakness, and marked elevations of serum creatinine phosphokinase
(CPK) levels.

Promptly report any unexplained muscle pain, tenderness or weakness particularly
If accompanied by malaise or fever. CPK levels should be assessed in patients

reporting these symptoms, and fenofibrate therapy should be discontinued i

markedly elevated CPK levels occur or myopathy is diagnosed.

Pregnancy and Lactation

Fenofibrate should not be used during pregnancy and lactation, Safety in pregnant
women and breastfeeding mothers has not been established.

Gerlatrics

Fenofibric acid is known to be substantially excreted by the kidney, and the risk of
adverse reactions of this drug may be greater in patients with impaired renal
function. Since elderly patients are more likely to have decreased renal function,
care should be taken in dose selection.

Infants and Children

Safety and efficacy in pediatric patients have not been established.

SIDE EFFECTS

Body as a whole: Abdominal pain, back pain, headache, asthenia, flu syndrome.
Digestive: Abnormal liver function tests, diarrhea, nausea, constipation.
Metabolic and Nutritional: Increased alanine aminotransferase (ALT), increased
aspartate aminotransferase (AST), increased creatinine phosphokinase (CPK).
Respiratory: Rhinitis.

Please inform your doctor of all undesirable effects upon drug administration.

OVERDOSE AND TREATMENT

Symptoms of overdose Include nausea, vomiting, diarrhea, and Gl distress.
Treatment is supportive. Hemodialysis has no effect on removal of fenofibric acid
from the plasma.

DRUG INTERACTIONS

Oral Anticoagulants: Exercise caution when coumarin-type anticoagulants are
given together with fenofibrate because of potentiation in prolonging prothrombi
time (PT)/ international normalized ratio (INR).

HMG-CoA Reductase Inhibitors (Statins): The combined use of fibric acid

derivatives and HMG-CoA reductase inhibitors has been associated, in the
absence of marked pharmacokinetic interaction, in numerous case reports, with
rhabdomyolysis, markedly elevated creatinine kinase (CK) levels and myoglobin-
uria, leading in a high proportion of cases to acute renal failure,

Resins: Since bile acid sequestrants may bind other drugs given concurrently,
patients should take fenofibrate at least one hour before or 4-6 hours after a bile
acid resin to avoid delaying its absorption,

Cyclosporine: Some severe cases of reversible renal function have been reported
during concomitant administration of fenofibrate and cyclosporine.

PRESENTATION
Box of 3 blisters x 10 capsules, box of 1 blister x 10 capsules.

STORAGE
Store in a dry place, out of the light, at temperatures not exceeding 30°C.

SHELF-LIFE
24 months from manufacturing date.

USE UPON DOCTOR'S PRESCRIPTION ONLY
4+ "4 KEEP OUT OF REACH OF CHILDREN

THE PACKAGE INSERT CAREFULLY BEFORE USE
oK 'MORE INFORMATION, PLEASE ASK FOR DOCTOR'S ADVICE

oy

Manufactured by
UNITED INTERNATIONAL PHARMA CO,, LTD.
WHO-GMP, GLP, GSP
No.16 VSIP Il, Street No.7, Vietnam-Singapore |l Industrial Park,
Hoa Phu Ward, Thu Dau Mot City, Binh Duong Province, Vietnam
Tel: 08-38100800
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