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g lif t \g urinary glucose excretion (UGE) induces an osmotic diuresis, which may reduce intravascular volume and decrease blood pressure. In controlled ¢linical studies of Canagliflozin, increases in adverse
thostatic hypotensior nypolension) were seen more nmonly with the 300 mg dose and occurred most f[\.‘l.]l“."n”‘v in the first three months
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Dinbetic ketoacidosis
'k ! I ' hi ) reported in patients treated with SGLT2 inhibitors. inc luding Canagliflozin. In a number of cases, the presentation of the condition was atypical with only moderately
b - v ing/dL). | 0t known it DKA 1s more likely to occur with higher doses of C anagliflozin. Risk of DKA appears to be higher in patients with moderately to severely decreased renal function who require
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¢ 10 ketoacidosis should be considered

| e i ve prolonged aller discontinuation of Canaglifiozin in some patients, i.¢, it may last longer than expected from the plasma half-life of Canagliflozin Prolonged glucosuria has been observed along with persistent DKA. Canagliflozin
ndependent factors might be involved in prolonged periods of DKA. Insulin deficiency may contribute to prolonged diabetic ketoacidosis and has to be corrected when verified
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1 L higher risk of DRA include patients with a low beta-cell function reserve (e.g type 2 diabetes patients with low C-peptide or latent autoimmune diabetes in adults (LADA) or patients with a history of pancreatitis), patients with conditions
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e cted food intake or severe dehydration, patients for whom insulin doses are reduced and patients with increased insulin requirements due to acute medical illness, surgery or alcohol abuse. SGLT?2 inhibitors should be used with caution in these
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Lower limb amputations
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PNp TRNELL AENAAL pRa “anaglitlozin in patients with type 2 diabetes with established cardiovascular disease (CVD) or at least 2 risk factors for C'V D, Canagliflozin was associated with an increased risk of lower limb amputation versus placebo (0.63 vs
4 events per LUU patient-years, respectively), and this increase occurred primarily in the toe and midfoot (see section 4.8). In a long-term clinical study in patients with type 2 diabetes and diabetic kidney disease, no difference in lower limb amputation risk was
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observi patients treated with Canaglifiozin 100 mg relative to placebo, In this study precautionary measures as outlined below were applied. As an underlying mechanism has not been established. risk factors apart from general nsk factors, for ampuiation are
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g I inttia T4 | nnadliNasim far | ; 7 n th it hiigts I t ™ % . | y - - APU Py o o : i T
Betore initiating Canagliflozin, consider factors in the paticnt history that may increase the risk for amputation. As precautionary measures, consideration should be given to carefully monitoring patients with a higher risk for amputation events and counselling
patients about the importance of routine preventative foot care and maintain ng adequate hydration. Consideration may also be given to stopping treatment with €

: _ anaglifiozin in patients who develop events which may precede amputation such as lower-extremity
SKin uicer, inlfectuion, osteomvyelitis oo RANEIenc

Necrotising fasclitls of the perineum (Fournier's gangrene)

Post-marketing cases of necrot ing fascins of the perineum, (also known as Foumnier's gangrenc), have been reported in female and male patients ldklng SGLT2 inhibitors. This is a rare but serious and pt‘.-l{‘nll.l”".f life-thr
surgical intervention and antibiotic treatment

Fatients should be advised to seck medical attention if they expenence a combination o

precede necrotising lascitis, It}

eatening event that requires urgent

| { symptoms of pain, tenderness, erythema, or swelling in the genital or perineal area, with fever or malaise. Be aware that either uro-genital infection or perineal abscess may
oumiers gangrene 1s suspected, Canaglifiozin should be discontinued and prompt treatment (including antibiotics and surgical debndement) should be instituted

Llevated haematocrit
Haematocnt increase was observed with Canaglifiozin treatment: therefore. careful monitoring in patients with already elevated haematocrit Is warranted
Elderly (> 65 years old)

Llderly paticnls may be al Mealer nsk lor vo

olume depletion, are more likely to be treated with diuretics. and to have impaired renal function. In patients >

1 > 75 years of age, a higher incidence of adverse reactions associated with volume depletion (e.g
dizziness, orthostatic hypotension, hypotension) was reported. In addition. in such patients greater decreases in eGFR were reported :
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Cenital mycotic Infections

Consistent with the mechanisn S0l

glucose co-transportt SGL1 ubitions with increased UGE, vulvovaginal candidiasis in females and balanitis or balanoposthitis in males were reported in clinical studies with inaglifiozin. Male and femal
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genital mycotic infections were treated with topical antifun

» . sk !
gal treatments, either prescribed by a healthcare professional or self-treated while continuing therapy with Canaglifiozin, £ v-ron

Urinary tract infectlons

Post Mmarketing cascs ol -..mnr.:ln-um:;l. urnnary tract infections mdudmg pj.clum:phrmh and uroscpsis have been l‘:.:pu.:rn{:d In patients treated with ( JHagllﬂ

ozin, frequently leading to
considered In patients with complicated unnary tract infections

ireatment interruption. Temporary interruption of Canagliflozin should be

Cardiac fallure

Expenience in New York Heart Association (NYHA) class 111 is limited, and there is no experience in clinical studies with ( anaglifiozin in NY HA class IV

Urine laboratorv assessments

Due to its mechanism of action paticnts taking Canagliflozin will test positive for glucose in their urine

L.actose intolerance

| he tablets contain lactose
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his medicmal product contains less than 1 mmol sodium (23 mg) per tablet, that is to say essentially 'sodium-free

4.3 Drug interactions
Pharmacodynamic interactions
Diuretics

Canaglifiozin may add to the effect of diuretics and may increase the nisk of dehydration and hypotension

Insulin and insulin secretagopues
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Pharmacokinetic interactions

Effects of other medicinal products on canaglifiozin

[he metabolism of canaglifiozin is pnmanly via gluc uronide conjugation mediated by UDP glucuronosy| transferase [A9 (UGT1A9) and 2B4 (UGT2B4) Canagliflozin is transported by P-glycoprotein (P-gp) and Breast Cancer Resistance Prot (BCRP)
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Enzyme inducers (such as St John's wort {Hypericum perforatum], rifampicin, barbiturates, phenytoin, carbamazepine, ritonavir, efavirenz) may decrease the exposure to canagliflozin. Following co-administration of ca

vanous active transporers and medicinal product m:.'l.tlmh_?.mk_- enzymes), 51% and 28% decreases in cmaghﬂl,:;m sysilemic CXposure (AUC) and pcak concentration (Cmax) were observe . .

If a combined inducer of these UGT enzymes and transpon proteins must be co-administered with canaglifiozin_ monitoring of glycaemic control to assess response to canaglifiozin

canaglifiozin, INCreasing the dose 1o 300 mg once daily may be considered if paticnts ar n::;urr;:'mh lf-lcr..mng canaglhifiozin | 00 mg once d;“}} have an eGFR>60 mL/min/1.73 m2

min 13 m.l u 00 ml/min/l 73 m2 or CrCl 45 ml min to < 60 mL/min L.ﬂ-'.mg canaghﬂi}zin 100 mg who are recejy g concurrent lhi:rz.p\.r with a UGT
therapies should be considered 3

. naglifiozin with rifampicin (an inducer of
d. These decreases in exposure to canaghflozin may decrease efficacy.
'S appropnate. I an inducer of these UGT enzymies must be co-administered with
or CrCl> 60 ml/mir. and require additional glycaemic control. In patients with an
enzyme inducer and who require additional glycaemic control, other glucose-lowering

eGFR 45 ml

holestyramine may potentially reduce canaghflozin exposure Dosing of canaglifiozin should occur at least | hour before or 4-6 hours after adminis

. _ tration of a bile acid sequestrant to minimise possible interference w ith
inieraction studies suggest that the pharmacokinetics of canaglifiozin are not altered by !Th:Iiurmm.]1_*_..dm-.;hi;_}rm|~,uz_1d¢ oral contracepty

: r their absorption
ves (cthinyl estradiol and ley onorgestrol), ciclosponin, and/or probenecid

Efiects of canaglifiozin on other medicinal products
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I'hie combinastion of canaghiflozir W Mg once dal lavs with a singic dosc L‘f.d]l&i‘«'“n 0.5 mg fL"”‘-’“Lﬁd by 25 mg CLHE_"' |Uff!d.;1’~,:.rr:_:,ultcd
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goxin, probably due to inhibition of P -£p. Canaglifiozin
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e etiec! of concomitant admimstration of canaglifiozin (a weak P-gp inhibitor) on dabigatran etexilate (2 P-gp substrate) has not been studi -d
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Medicinal preduct/Laboratory test linterferencs
| 3-AG assay
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Use ln special populations (such as pregusnt women, lactating women, Pacdistric patients, geriatric paliculs elc.)
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4.9 Overdose

Single doses up to 1,600 mg of canaglifiozin in healthy subjects and canaglifiozin 300 mg twice daily for 12 wekes in patiente with type y diabetes were generally well- tolerated

Therapy
In the event of an {i\rnh\g[‘. 1118 reasonable to L‘H][\hﬂ, the usual ﬁllppﬂﬂi‘-'l‘ Measures, ¢.g., remove unabsorbed materninl Iln[n

the gn ,“"niruflﬂill iract, ( lnplfly’ clhimeal rnnnitnnnp, and mstitute ¢ Iinical measures f required. Canaglhiflozin was -*r_?hgjhf? remved
dlit"lllﬂ' a J-hmlf hﬂf"“\d‘ﬂl'ﬁ sIS Sessi1on ' ”].H,"hﬂl".’lﬂ 1S not l"l_‘l"l. u‘ll 10 l\f‘ {llﬂl\ k".']hll" h\ pt‘[llﬂl]M] {‘]ﬂl\.’ﬁ.lﬂ

S Pharmacological properties

8.1 Mechanism of action

The SGLIZ transporter, expressed in the proximal renal tubules csponsible for the majority of the r absorption of (Wered glucose from the tubular lumen. Patients with diabetes have b hawn to | levated renal glucose reabsorption which Ty
contnibute 1o p{"ﬁiuh‘n'[ clevated blood }‘llh OSC concentrmtions. Lan l_rl'ﬂ.h In 1s an ormllv-active INKNIBIL .,f Nl ] Y inhbiting SGiILT? C ii!‘lﬂf.'h”"”" el reahy orption of filtered glucose and vers | remal threshold for glucose (BT el ,1.,__”4_?
INCTCASCS 11“!-. h"-.u crng t‘h--...‘th«j ;‘|.INHH t'ilh Ose concentralions hn this msulin Indi l"‘-'hh‘lil ;”L-(h_-,m-‘m mnp itiente with 1;‘1. .I.,,I' e Ihr. INCreas: (d (i} w ith L8] | 2 inhihttion also tra 1f | ir maon rur h the _h-p*r'*r s a;..rf-_,-‘;, {0 2
reducthion In S stolic blood pressure; the increase 1n U B results ina loss of ealones and theretore a red i tion 1n body werght as has been demonstrated in studies of patient with type : A1a ket

Canaghfiozin's action to increase UGE directly low ering plasma glucose 1s independent of ineulin hm.,..‘_. ment in homeostasis model assesernent for beta-cell function (HOMA beta-cell) and improved beta-cell insulin secretion n ponse 10 2 mixed-rmeal
L‘hﬁ”fn}:t‘ has been observed in clinical studics with .,-,m.]}:_hn“,m

In ]'lh."lq« 3 studies, pre meal administration of ¢ 1:],11‘_1]1[]“;”-, (%) Mg Proy ided o grreater reduc tion in [\Ih!"ll.ll‘.-’h-l! glucose excursion than . — L with the 100 mg dose This effect o 100 mia Anea of canasiifiortns o gy, i r,qrﬁ, b g & Lot et >
itestinal SGLITY LaAn iImporiant intestinal '_L‘hh. OS¢ ransporter) related 1o transient I!Ij'h concentrations of can 1;'EI”HNH in the intestinal i”””:'l’l prior o medicinal Pri duct abse rotion (canaghflozn a low potency inhibitor of the SGILT trar porier) Studies have
shown no glucose malabsorption with can g liflozin

t'nnrlphﬂu?m INCTCASCS Ih[‘ d{.‘ll‘h erv of sodium 1o the H_u!;}] [uhnh* by bliox kKing SGi 12 {’(*Pi ndent ph“ aee and sodium re Ihnurpt;nn thi ra-h}, iﬂt rensing I'Hh‘lif'j'!"-’t" rular feedback which (e aseasciated with a rednction in intraglormerular DresTure and 2 Ao —
hyperfiltration in prechinical models of diabetes and clinical studies

5.2 Pharmacodynamic properties

I n“n“‘ll’}}f ﬂﬂ!ﬂh‘ and nﬂ'lhlph.‘ oral doses of L'-H'Lll.'lll‘h\,'u] h\p_ﬂu‘ﬂh with iy ne 1]];:}1{*],0\_ dose lil'i‘t ndent decreases in RTG and increases in UGF were obsers d From a starti g value of RTC of \PProx !.!:'.;-1':-5'.,, } mmol/l maximal uppression of 4 ———
RTG was seen with the 300 mg dmly dose to approximately 4 mmol/L to S mmol/l In patients with v ) diabetes in phase | studies. suggestine a low risk for treatment induced !'i‘rllf glvearmia The reductions in BT led to ine reased UGF in Ii’,i:"_':""" with 'J,‘[-{' )
diabetes treated with either 100 My Ol 100 mg ot canaghiflozin ranging trom /7 '\ 'll;u- 10 119 p/dav a ro<s the Ph-l'ﬂ | studies: the 11GF "H‘-"I”u‘:! tranclates to 2 loss f 108 kcal/day to 476 L eal dav. The reductions in RTG and increases in UGE = 7e onntaleed avrs
J6-week -.in'fi'lﬂ_ﬂ Pt‘ﬁt‘d n [\HH‘I’IIN with type 2 diabetes Modermate increases {gen rally 100 ml to SO0 ml.) in dailv urine volume were eeen that attenuated over several davs of do ing. Urinary uric 2 14 excrefion was trenel rﬂ!:; T— h.{ | ;,r;,!?hp,;,;rl
(increased by 19% compared to bascline on day 1 and then attenuating to 6% on day 2 and 1% on day 13) |'h1s was accompanied by a sustained reduction in serum uric acid concentration of approximately 20

ina Mng:lp dose muh in {L’IHL‘HIS with type ’ dl.!h{‘h‘s_ ireatment wath 1#‘”111!5 before a mixed meal delaved intestinal o lu *‘-"*"ﬂhm!rpfl"-ﬂ and reduced no :i-’-‘-‘"h”i glucose through both a renal and a non-renal mex harism

S3 Pharmacokinetic properties
Absormphion

Thl.? maan .11“50}1"!;‘ oral bioavailability of L‘.’Ilﬂi?]iﬂt"f'i!‘t 1S .II"}"‘.'t\\ll‘."l:!lt‘l‘_k 65%. Co administration of a hieh-fal meal with ¢ anaglifiozin had no effect on th nharmat okinetics of canagliflozin: therefore, ( ?!F\ﬂa?llﬂﬁﬂh may be 1aken with or without ford Hr;p,fy,-m

based on the potential to reduce postprandial plasma glucose excursions due to dL‘].’I‘_’s'L‘if intestinal glucose absorption, 1118 recommended that Canagliflozin be taken before the first meal of the day

Distnbution

Ihe mean steady-state volume of distribution of canaglifiozin following a single intravenous infusion in healthy subjects was 83 § litres, suggesting extensive tissue distribution. Canagliflozin is extensively bound to proteins in plasma (99%), mamly to alburmn
!‘r,g-;r.—*-* DINAINE 1S =.ﬂdr;“u"hh“ﬂi ol canagnnoninpliasma m irnl 1A '

patients with re

Birotransformation
O-glucuronidation is the major metabolic elimination pathway for canaghfiozin, which is mainly glucuronidated by | UT1A9 and UGT2B4 to two inactive O-glucuronide metabolites. CYP3A
(approxmmately 7%6) in humans

. 1 1 . %
-mediated .,.f._,j.fr,f._. ) metabalism of ~anag '*‘r.y-n I ——

In m vitro studhes, canaghiflozin neither imhibited cytochrome P450 CYPI1A2. CYP2A6. CYP2C10 ¢ YP2D6, or CYP2F l, CYP2B6. CYP2CE, CYP2C9, nor induced CYPIAZ, CYP2C19. CYP2B6. CYP3IAA4 at higher than therapeutic concentrations No
climcally relevant effect on CYP3 A4 was observed in vivo

Elimination

Following administration of a single oral [14C) canaglifiozin dose to healthy subjects, 41.5%, 7.0%, and 3.2% of the administered radioactive dose was recovered in faeces as canaglifiozin. a hydroxylated metabolite, and an O-glucuronide metabolite
respectively. Enterohepatic circulation of canaglifiozin was negligiblc

Approximately 33% of the administered radioactive dose was excreted in urine, mainly as O-g

lucuronide metabolites (30.5%) Less than 1% of the dose was excreted as unchanged canaglifiozin in urine. Renal clearance of canaglifiozin 100 mg and 300 mg doses
ranged from 1 30 mL’minto 1.55 mL/min

Canaglifiozin is a low-clearance substance. with amean systemic clearance of approximately 192 mL/min in healthy subjects following intravenous administration.

Renal impairment
A single-dose, open-label study evaluated the pharmacokinetics of canagliflozin
subjects with normal renal function (CrCl> 80 mL/min). 8 subjects with mild ren
30 mL/min) as-well as 8 subjects with ESKD on haemodialysis.

The Cmax of canaglifiozin was moderately increased by 13%, 29%. and 29% in subjects with mild, moderate, and severe renal failure. respectively, but not in subjects on hacmodialysis. Compared to healthy subjects, plasma AUC of canaglifiozin was increased
by approximately 17%, 63%, and 50% in subjects with mild. moderate. and scvere renal impairment, respectively, but was similar for ESKD subjects and healthy subjects
Canaglifiozin was negligibly removed by haemodialysis.

200 mg in Sllhj’i’fffi with "«':[r'},'ing dcgrec-; of renal ;mpmrmcm tLIEiHﬁiﬁCd umng CrCl based on the ( nckrr_:-ﬁ—('iauit cquatmn; '.‘Umparszd 1O heaith:; :ubjr:cf:. The study inclnd o X

- - A

al impairment (CrCl 50 mL/min to < 80 mL/min), § subjects with moderate renal impairment (CrCl 30 mL/min to < 50 mL/min), and 8 subjects with severe renal impairment (Cr(C] <

Hepatic impairment
Relative to subjects with normal hepatic function. the geometric mean ratios for Cmax and AUC of canagliflozin were 107% and 110%. respectively, in subjects with Child-Pugh class A (mild hepatic impairment) and 96% and 111%, respectively, in subjects

These differences are not considered to be clinically meaningful. There is no clinical expenience in patients with Child-Pugh class C (severe) hepatic impairment.
Elderly (> 65 years old)

Age had no clinically meaningful effect on the pharmacokinetics of canaglifiozin based on a population pharmacokinetic analysis.

Paediatnc population

A paediatric phase | study examined the pharmacokinetics and
consistent with those found in adult subjects.

Pharmacogenetics

Both UGT1A9 and UGT2B4 are subject to genetic polymorphism. In a pooled analysis of clinical data. increases in canaglifiozin AUC of 26% were observed in UGT1A9*1/*3 carriers and 18% in UGT2B4*2/*2 camiers. These increases in canaglfiozin
€Xposure are not expected to be clinically relevant. The effect of being homozygote (UGT1A9*3/*3, frequency <0.1%) is probably more marked, but has not been investigated.

Gender, race/ethnicity, or body mass index had no clinically meaningful effect on the pharmacokinetics of canaglifiozin based on a population pharmacokinetic analysis.

pharmacodynamics of canaglifiozin in children and adolescents > 10 to < 18 years of age with type 2 diabetes mellitus. The observed pharmacokmetic and pharmacodynamic responses were

6 Nonclinical properties
6.1 Animal toxicology or pharmacology

Non-clinical data reveal no special hazard for humans based on conventional studies of safety pharmacology, repeated dose toxicity, and genotoxicity.
Canaglifiozin showed no effects on fertility and earl y embryonic development in the rat at exposures up to 19 times the human exposure at the maximum recommended human dose (MRHD).

In an embryo-foetal development study in rats, ossification delays of metatarsal bones were observed at systemic exposures 73 times and 19 times higher than the clinical exposures at the 100 mg and 300 mg doses. It is unknown whether ossification delays can be
atnbuted to effects of canaglifiozin on calcium homeostasis observed in adult rats. Ossification delays were also observed for the combination of canaglifiozin and metformin, which were more prominent than for metformin alone at canagliflozin exposures 43
umes and 12 times higher than clinical exposures at 100 mg and 300 mg doses.

In 2 pre- and postnatal development study, canaglifiozin administered to female rats from gestation day 6 to lactation day 20 resulted in decreased body wei ghts in male and female offspring at maternally toxic doses > 30 mg/kg/day (exposures > 5.9 times the
human exposure to canaglifiozin at the MHRD). Maternal toxicity was limited to decreased body weight gain.

A study in juvenile rats administered canaglifiozin from day 1 through day 90 postnatal did not show increased sensitivity compared to effects observed in adults rats. However, dilatation of the renal pelvis was noticed with a No Observed Effect Level (NOEL ) at
expaosures 2 4 imes and 0.6 times the clinical exposures at 100 mg and 300 mg doses, respectively, and did not fully reverse within the approximately |-month recovery period. Persistent renal findings in juvenile rats can most likely be attributed to rednced abulity
of the developing rat kidney to handle canagliflozin-increased urine volumes, as functional maturation of the rat kidney continues through 6 weeks of age

Canaglifiozin did not increase the incidence of tumours in male and female mice in a 2-year study at doses of 10, 30, and 100 mg/kg. The nighest dose of 100 mg/kg provided up to 14 tmes the clinical dose of 300 mg based on AUC exposure. Canaghifiozin
increased the mcidence of testicular Leydig cell tumours in male rats at all doses tested (10, 30, and 100 mg/kg); the lowest dose of 10 mg/kg is approximately 1.5 times the clinical dose of 300 mg based on AUC exposure. The mgher doses of canzglifiozin (100
mg/kg) in male and female rats increased the incidence of pheochromocytomas and renal tubular tumours. Based on AUC exposure, the NOEL of 30 mg/kg/day for pheochromocytomas and renal tubulaf tumours is approximately 4.5 times the exposure at the
daily climcal dose of 300 mg. Based on preclinical and clinical mechanistic studies, Leydig cell tumours, renal tubule tumours, and pheochromocytomas are considered to be rat-specific. Canaglifiozin-induced renal tubule tumours and pheochromocylomas
rats appear to be caused by carbohydrate malabsorption as a consequence of intestinal SGLT inhibitory activity of canagliflozin in the gut of rats; mechanistic clinical studies have not demonstrated carbohydrate malabsorption in humans at canagiifiozin doses of

up to 2-times the maximum recommended clinical dose. The Leydig cell mmours are associated with an increase in luteinizing hormone (LH), which is a known mechanism of Leydig cell tumour formation in rats. In a 12-week clinical study, unstimulated I H dud
not increase m male patients treated with canaglifiozin.

7 Description |
Canaglifiozin is a C-glycosyl compound that is used (in its hemihydrate form) for treatment of type II diabetes via inhibition of sodium-glucose transport protein subtype 2. It has a role as a hypoglycemic agent and a sodium-glucose transport protem subtype 2

mhibitor. It1s a C-glycosyl compound, 2 member of thiophenes and an organofiuorine compound. The chemical name for Canaglifiozin is (2S,3R 4R_ 55.6R)-2—[3-[[5-(4—ﬂunrophen}'l)lh_iophen-}!-)'l]methyl]—1—med1y!phenyl]-6—(hydroxymcmy] Joxane-3 4 _35-
mol. Its empincal formula is C24H25FOSS

The molecular weight of Canaglifiozin is 444.5 g/mol.
The structural formula is:

8 Pharmaceutical particulars
8.1 Incompatibilities
Notapplicable

8.2 Shelf- Life
24 months

8.2 Packaging information
Alu-PYC/PVDC blister pack

8.4 Storage and handling instructions
Store at a temperature not exceeding 30°C, Protect from light & moisture.

9 PATIENT COUNSELING INFORMATION
1) What s the use of Canaglifiozin Tablets?

Canaglifiozin Tablet is a type of medicine known as a sodium-glucose cotransporter-2 (SGLT?2) inhibitor used for the treatment of type -2 diabetes. It lowers blood sugar levels by blocking the action of SGLT-2 i the kidoney and removing excess sugar from your

2) Can you stop treatment when you feel OK:;
No, 60 pot stop the treatment course even if you feel better. Continue taking this medicine and complete the prescribed course for the best effects.

3) Warniogs and precautions:

Canaglifiozan Tablet should not be used in patients with type | disbetes or diabetic ketoacidosis. Before you start taking Canaglifiozin Tablet | tel) your doctor If you have senous heart discase or if you have had a stroke, low blood pressare (hypotession), sad
severe hiver or kndoey discase. Canaglifiozin Tablet, when used with insulin, may lower the blood sugar level, leading to hypoglycemia, which can be fatal. Your doctor may adjust the dose by lowenng the dose of imsulin or Canaghifiozin Tablet m this case If you

expenence rapid weight loss, feeling sick or being sick, stomach pain, excessive thirst, fast and deep breathing, confusion, unusual sleepiness or tiredness, a sweet smell 10 your breath, a sweet or metallic taste w your mouth, or & differest odowr YOS Wrme of
sweat, Lalk 10 a doctor or go Lo the nearest hospital immediately

4) How should | take Canaglifiozio Tublets?
Swallow the tablet whole with some waler

S) i you have taken too many tablets?
Contact your doctor unmediately or go (o the nearest hospital Casualty department taking any remaining medication and this patient I formation leaflet with you

6) I you forget to take Canaglifiozin Tablets?
If you muss s dose of Canaglifiozin Tablets, take it as 5000 as possible. However, if it is almost 11me for your next dose, skip the missed dose and g back to your regular schedule. Do not double the dose
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