L] O93lap0leSSs
Ol 83l e 1o 0,5 652 0,5 Ll 05jlenleSls absazan IS 1 CuSRI
Okl 83l o e 1,5 (662 1,5 L) 0gjlanl s absiias JS7
Ol leSoll 83l g e 4 (552 4 L] 0 gjlaalels bogiias IS
Ol Sl 83l o qle 6 (552 6 Lus] 05lenlSos Wogiias IS
Ol Sl 83l o whe 8 (652 8 L] 09l ogiias IS

i Slat

i) Sl Sl Sl e el o) 3 By oty S 8 g Lo 831l el 2 S 2 e
(0955553, bls 095:5)5501) k! (3 Bkl 2 Sl Sl pusians adlzid) Slpisead) 2oLl ol Sblaal fdazy SLSH ods p5d5 AU BLOYL a2
Bl ol Sty OglialeSl e s Bunial) LS pused. (S (6,030 jpadl) YU o gl 23l (3 pavsgall sl ol Ll ella gl
et lash a el Sl (3 Ol alall

5235l Bl 0935,080 bl e g &) il 003565, bl ol LlE 0 g3l iz, ol sLiaaS” 2850 wile 4L,

s obldaxwy

M ¢ porladl Al Sl (I A Oledle s ) 2 i) 23l SVl e Baanndl ol 83U Bl SV e 3ol el Y
el elsg Lt o bl s Ol Sl el

(O it 1apdne) Basgll JISEY) B3aza ool Ll | 3l ladll jUadll (el A e, ol gt Al Ol 2l ol 8

LW 28 Ll 0t e G oS B3, o3Vl (6 ST il bs ol ol LoV (6 ST (g il ) 1 dpglaall L L5 Y
A0S Ol U ela Ol 3 o M e i A A0 el e el saell  feell Lutel) 518

Uye Olondeal) 8l 2,55 (06 D=0l o3 J38) sl ok (Jel) oVl pll a5 (315 2ln) iU ISV a6 1 gl b oY)
S Sloehall 25 e 5302 SV, 5okl et DL S et pds, pdlU) s

o jlax we Al L“;.NJ\ Loedl Ol 35 of e ST @A SLlasdl els 2 oS 2 0l aab )l b pasvsd) LYl (3 dsgime Slalasina)
el 3Ll (O eSOl S s i wigze jlax ol 25585l

sl ol pliag) 3 Cilale = 5aS"s a1y 31

AN B Rl ol Gl (B, LB o g Bl g e A1 ALl 231 sl Clasl) U SUD a1 el ilg

ol &2l lggpead) domnd) 8 BV el SV Bl OLdl il 0Ll Oledl | sasll adl) Ol Ll ol

ebed) 250 35l A ol o) g IS D) (3 and ol all sl o W) s 12U sl

roedl 62 Sland b 1)) oLl o) slall LSOl 3l e bl pusiay Lotie b §f sld o)) ol paekinl ol tamniid) 1Y)
o a4 LI

sl ol Oled | ol L Ol s (58l il Ol s i Lolill Oledl (3 ) jead dolons 23S s 1808 bl Y
Agled apalad) 3y el el O, Jiaally Alb Ol 2l LA (s bolill Gled) 4 L 531 Lol ol

roldaraNl Slslae
A5led & kil LY
el e SUSa e 05 Y Bl b ol ) Lol s olbsaiall (s Y

HUIpRE ]

Al Olggpeadl 23 1yl 1) oM Jan sl 5t b oMol i 1 dele

o O paeasdl AbL 3 83L5y s ellly ppsseall (3 ol el i (3 Lelis)) 2300 g gpnd) o By Aol e b (o OF 61 Lol5 2 l0
oIS ] (3 83 22 Ol ol o paen B ol SMSEs plasinly Bail) sl ll) 2aST U (59,00

Sroisall (S s lly el o s (ST (5,23 jpal) W5 e S sl Gl jpmeal) S L i dl) i) s OF S 1 dsles
L S Sle A s o5



Joli Loyl 0187 13) Gl iy e ) adlal) dmplie ot 3540 0 M S98 Sogi> Jl> 3,80 o Gl e N ety 3 o gl e gl Ling
A A BLas b e i slapg Bl gl oo ke S SUlaA W) AbYI Gaisy as ) s it 05, el 3 Sl g
e A & oM eyl e 1301 o) Clles W8
tolls Y

B3l g i) Bl Sler plasiral wis eles W1 ot Y1 e ST IS GBSV aedl) Sl Osblall ol Olay OF sigy taale
J 0l olel jam £ 15 Al Sl g OF LS als) oliclas Sl Jaas E

SV M pasians clST13) Y] Aslas SBLs] spg pdsians VTt G Bl o)l SULSY) e )l Sl gl (35 15 23y dl) Sy
-S> Jelasd sll) 3l

Ll A sy b Bl i (3 L omCasial ae 093555 gl el plasa V) O o V- e ¢ WY1 E

S slaadl  aisend)  olandl 1) 18 e el i L e 302 g 500Le Bls] 3L U5 o BlST jolel Laiis U5 1ALl B8 Lulys

i gill i g8 Sl

Opilay of adlgnaY) GbUL 3"y Igaal ol o) e 23l Syl alasaaat 3,00 3 dasdl of 2wl Sl ol Lo slegal ozl 0
Ladd Sgme pd b oo

(e 535) Slilshu YU wgnlol axtll of culall (oMt was ik 3,230 olagymal slisaal (4

Al L Al (3 3,280 olugepe sl NP

P 81Y e il Sl gl plasiaal 05 Gy paadl of GbUH L oV Laadl Lt Al e b Taasie plisaa¥) 066 OF g 2 L)
eeld st O Sl plas el

sk Bl ISy T 5 fud) ot 5358 o g o8 e (it ekl ol of Ll Tt ool b 8 lgnnd) Gy Jl 3
LS8y Sl e pilae) g ol a gl s e Y

5 Ugae agab alisuinl (S8 Byl Sy gl (0 deliol) B8ST Sle o gy ol o M s Bdnaal) T dd S pluensl o Y il
dmdge pb Ol oda e ) Jab 3y dy ,elD e @2 )1 o Ulade b

g2l Mgl Nl sl il JULYI () sl B3agn 3 ol Sl T aadl 5 BL Sy 055 OF S g dl) LY
oS L (IG) sl elas] (g aamdl ool die T, 365 25aS (VZIG) ladl Glol) oWl (s il cllae) (2, gpdond) (250d) ke
- Sy

by pill slas a3 eVl o Y (gL 1oy e U

s5id Gy b sy el ClasSU Jaze Caly B3AL G5 3l alaadtl e sl ol el 2,280 ligg pred) altsiia) G OF oSG0 e el YL
I ok 35 g inall Slae¥) At 23 & ooge b 20 Syl el plasitoV O] g of i e B8 Bt )

Ll ) ML ol BLoY) (Wl 3, a8 ol g ) Pl may ¥ L addr Sblo)

cobla-Y)

L S of g ISe e b 20 0K ke Yall el VU e S laced) B 23 S i) n 288 R B plisiial g 1 dale
g plisanl Glily Yl dsb ablll die 2olty 30l Sl gl Osble o) e Gl LiSle oV Sgd o EYI ¢
Lgke pm E L o35 B2

Oy Rady 5 ppa390 i) s ST, (ST gl oF, 2l gl plisy), a1 Q) i e s )05 LS el plisn) (g iS4l
£30 Gl

S 1AL 3 pal et U ie ) i) (anisall disie G ol (86 sl (558 (5857585 a8 gk LRl s plasiial s 1 e
Al SLlaa) ] 5 alll plasial jeddl Gase (4 Al

LY a8 08 Ol i B Sl x5 Ol Al dhadl aall B i oL is Slugead) plsiel (o i Lses dais
Coblas) Ggds s Wy

i) Sl g ) Mzl Pl oy U3y (S i) (0 Ogilay p ) o M s sl gl ur g LS

oPbax¥l 1E) s Dbt a5 Jo Wl ey U3y Ay OT & doall GLES) o iy pllaal) K85 g0 2,23 Sl gl 5 1 24Cs Lliae
35 5 (5l i) Spa bl o) Wiy il s (3 ol s ael) gl A (3 OLaB o 1n Bl panll S o sy (01 s



didsn BLoYl b croall (ol ol St oWl oty e s 3 2N ) pllall S e Bl skt SV (2 s pllanll 5 G e
gad) Sl ol 8ale 13 (AU ey slad) i) pllaal

V) sl ol ok 53k AL eV (3 el 2318 g5 B2 S gl OF gl 8 ogeall 2 ) L) OF o o201 e rendimdnnae
S dgamll 200 B8l SIS gpidl e Bonnd 85800 e b OF Sl gl 03y L o ,ell adall syl o a5l dmsdl e 355 T gl ¥ af
o2l E

LY 45 3 ool p gl 2l ol i Bug Lgadars 328 OlSgpad) e 308 Oler plisan) Wie il Las Pel gl L) Wy
S p59)sS slgs 1) Ahaall—Eaall Sl Aot Bgl S ek Oglin p ) o s o (gl el gl ) dhiaai—Aas)
5l Sl 3 W) Sag Ay . ol s o Wy, i) ey el SO ety s Laall J3zeV) s enn A8y (AASA) o5Liaal)
Ayl S gl pltsiral Bla ey Sl 3 o bl s slizd) o ol s BBy LS sy S

Bees allas ks OLST y Ras sl i 2l SUls L3V el e TR Al Sl gl plisil Wi Badaze Rk Skl el 43
23l Ol gl plisianl dis dndd) alllly bl faea pde e SV (3Us 18 T LS Bl

ol b a1y Of el B e SV T lidgedl ol O I 3L psed ) G gl all bU akiall sy i 4se

(gl Slaghas

b lacal Ogdy of laed 2,230 Slaggmd) plisaal Ol pde oM 405 4
Ogadscitony o8 Craal) b 2l WOely o M) eas g 10,23 Mgl e Tezns (20 b1 sty &S0 M) 9028 ey 5 J3lall a1 OF s
OB Lislall plasa¥l dayy 64 LY OWle e 6l of 2 8mas ol sl g Jm (3 el Bliaal pgele gy )l Sy e
ey hade (T, Lae fT otan gl 203 olidsandl o Bl el ] 905 8 2280 Sldgpnd Con

& Al Bl b (3 208 iy 2 Y] Cttad S Bl gk Soad ol oty 0 s a2 sl oM 0 s

o2 J-

2igd gt M1

gl Ol gl Caodl (6 SN Ll Moy 5 ¢ baalé st

2 s 3 Olal Sgd Bis S e o A1

) gl dar 3 Wesls blad cons 20s S il olslall Of dry 1 20/ coblall

LSle I3 0TI Lol haal) agll e s T Uins 323 Slugg ) o Sl (S Slslias plasianl ol o L2l (ST ol
gl Sl gl M ey e Y1 e 20l 24 15 il S Slsliae belge o (%

U Gan enas @ al a2 e Bl Rl Loy 1) e 3 SO SLLEA B sl 83le ey tpadl ] Sols
sl sl slall gl e blsd) | S Ky i) ol age a8l Ct (U2l

A3 SR Slstes e 5 B 283 g OY (Sl Balall Lelsell s a el g A 1 SOl oLl Lalae)

Al g akal) ST e 228l lagepn ) Jols Wiy 8 Ll dslall Lol

AN NET RO PYET [ WIS I P ALY/

s 2Bl Oletsntay Lodis a,adl) Sy pnadly s dSed) o ST i) 5505 Lad 5 s ol S/

OB U cnwlise s VL Oslaz p ) 2 M e (DST) 0gjlealealol) ™ jlast (3 abls ks w0l o ¢ SUW # (DST) OgjlaalenSortdl 5™ Lt
ol pseBy Oladd Wle (i bl las Jlagll SljsSilay Opblall oM sl 15 1 Jlegll ol juSCLe

L@.:.OJ&- é 5)[3)' ul}a.:g \.:U:) ,Z\.g—}Jjgjsz\ ww} Z.g'}ﬁ.m L&Q}w 55; Olags ;L\MM.A ,Z\grw\ Q\&)M\ Olazd o J).kjy‘ BT Y :Qg/,u"}//

Ll (3 83l s 20 Sl gnad) Jand (A O] Slamg Y WE 5 1 faadl Lok leile L e, limg i)

OOzl 355 I (el S LS s, Sl ) (CYP 3A4) el s 5ad ) 0o 0f 2 sty colltl) , 4t g ¥ iz
Mg S5 0) e gt QV:L&J\,JﬂLgS:,_{Jb) CYP 3A4QL§)‘.’§ bl :u,)fy\ elif 1,2 olage ) de > b5l (S L a4yl ol g )
a4y 5. CYP 3A4C ;Y Juine 12 Ogjliasleall jom 5,280 ol gpndd D) 5ST7 (3 8005 e 8)a) L (Cmtlog i) J2e
LM S Olaks L Lzaind o (Cpmmlog ), e} o) CYP 3A4 ity (i S Y 8l e A



COLSH ed B gl el as 35U (605 & 000 iy dndl) claggmldl e M) a1 JpileSes”

il O gl e (A Y RS gl e Ol ohslan o (6T 5T ) e alidll plaseal o (INSALDS) Ltdyrend) s CledY oLz
Aggae Rtee il SIRE Sgas s e

sl (Sl 3 L, O liaaleSoal) Sl el8T anlsinnl ol Gen D) wligins (2L 5 olis)) e )5 s 1 paiend)

A ol ) oMels &l Slidepnd) b 15 ) ool Les/

3Ll a1 Blotal ot ey 23y alazdl pé of B Sllallly SUladll ol 3l dyloazal 2,28 SISyl Oglslin o sy B oLl
Al b Sl e 9d G Slsaall jam SIS Bad oyl LS 15 LS

S ST Of 280 Sl g ) plasia) Gidy > 2yell Ll o bl clbe] LB gy

gl

C ) iz ilall ol

58S Oler pils Slgal o JULYI B3 () e Bl bl B el S oS b ¢ e Lol Vs 2 sl laggped) pdsns OF 4
S il el s s Lig okl U9 &2 Sl e

ol L

Do Db (e o323 gl Ll s oY) e 518y, gedt B OF (Sl g oY1 Gl 3 Lo ebsianl) 2,0l gy e b
A

A el eloll Jols Bl Ol dsg OF (g el Jols Sl o ployl Gl L) 18 dsg of s

D JUbYY (sl

s Olely b e J5Ys 39000 Slalys @bl Wy oadlll g Jhad gl el aglaw JULYI o 2,280 ol gmnd) 2l o1y 0LYly el juws
A Dbzl (b pr ST jaad) pl (olaly aslsdall glialll plig¥ly (Lo oo ST Sand) 2S00 2L Culiall JULYI S ¢l

S VU 3 ey ol e ol abgriaey 1S lals e Talasel U3y, 1539 s gt JU e e fozs JUbY) die 2,230 gl
slas) Gob (sl il Sl gl Ol ol JUBYY o JUb Yy ) i) SIS e ST IS, Tl o 0 Ll 5 219 25 0S5
A s B ) JELYY o sl (it sadll B 3 2l e Ogiley B (Gl gkl G 3 L0l

HUNIRPERUIREL |

) slasl fee (3 ol oA U3y Wil de ) 3331 AL g Bale b LS oM s ik as b sl o of it ple SCs
Uy Wlandl il (e Sl el g s 5305 Ol b disgy OF (ot ol St Lol sl 31 S Al o)Wy, il o, IS, u SO
gl Sy bl ) ol s el sl

A3 Ol

AW ALY e 2ad Y O Y e 3, AW B3 S gl o O gilaale Sl e Ll ¢ BRI 25U T

Aoy iedy Aewlad) bjb ¢ W elid) ] 5oL

alas St gladl 5ol i), e pleall, glinm) B 123, 395 dang 3 daliess | M ol Ol , U i, M eday 1 el 43
Ll ol pleail, L g8, i Ry Redy Redg Ml Alaa) i sl Y A Al U G2 S JUbY1 s el
gl de o) Oledl (o)l o))

Lot L bsbas il Gadl 8345 el o oy clid, sl Ol Ol e Ol dlr |, e Al Ol Ol G 12l ol
(L B e ks ad iy ) Al A e 3 il e lelil

iy s e skl 1S 85k Sl bjb ailas 5 S aly pil) S gLyl s oS A a5 503l 5 LSl Lo Olad i das

¢ LSl Bl 3 L) B 2,887 83y Bl Rl pis ) Sl U S sl sl g Sl sl e ol Bpsadl) S
o2 oM Gl el b, A gl A A ol el oY

el il o badl 3)lpd OB paebadl Gaky N5, Plow plil,ceonill (oAl ) glie) B bt pnd 3oty Moy )22



St O ol o) Jlaxs) o B 3 s Sy oled) ol agal sl ,auS debhs ,uSd) sl alall olaadl gLyl ool AF i Lgns Lotes
LA G ol il o qad ) slasVL Olas! suald

P e ot o D43l O3l 1 Ay

G s hgpto hiae Mol Ashall pllaal) 3 e pp oS plle BUE | iz oy adiaall AsSUL OB, diadlly dsedll ) olans ke 5 1 2ASCs Llae
s ablaisil ST, 553

L3, At el de sle (37 (2o ) Bl Aeddhl L3y o, cpall Db i pli)) el 38, ible lnal pde , OlsST , Olr st dand dae
93 ik SULRd) Bas Bl Ol e, gae Sl Olasl Oledl ML ol

Al 2had) cF Ll plel ) bl bk Ll 85, Ly e

OJ}S\ q\.v.;f\ ,).,L.J\ 49 ,ﬂ&)? ,:\gj;.u C)Uj:;L\ Sdeq Kf L} upLaJ-\ )“ 5:\_;)' ,Jbﬁ ,C)ng\ Lo Z\A)Lﬂ‘ upLaf-\ ,V.w;-b ()».«L.U Sl cwjf 25/.91/‘

splusealy ds )

M Ak Jo Tolzel p ol 1e 9 = 0.75 o asidi ie bl ool

O il nlnaaly 2l e e Tlazel jae IS Rl Sane dgllall de b1 O e AT s

i B UL Jsogll 3 lin ia) Ol 3pm Slails 3 2sY1 2o ) i dhuly Ll Blall Sler ad i @Sl Bl V) 2hS s,
S A L) Lo bild

Viodg oV Gl o5 Sl gl 230 BlaaVly (o B ol Sleod 2 Bl AU s del) B9 0 @M sl ik &) oYU
FI3) a b Wl e Bhte 3l a8 (A Ayl e Ao B35 ()0, e 05 8 3 Y AL 0 (3l o o M) sy 8,50 s
S e Y ) OEYL o e b Al a2l Gl

RSB PPN PR U FRL U RN TV ST D ENEE 0 | SUNNTS ECRT I VNG (PR IPPVRCHPa W3S U
sotadl Clasl) U 3L

o &M e Gende a3 3o 0.3 = 0.02 Lo asad) Sle b Jlg jom . o M g5 e Tolazel OgjlaaleSeall 25l ae b1 panr 6, JULYI Lo b1 sl
(st oot o i ls®e /3 9 = 0.6 ) e ]

e b
) o Bl e paan 5 sl e jal Al et iy sUb s L3 Al 3oL ey all s s ae b b oSl e

L hdd by %

r 25 QJJ 3)\)> R;-)Ju -lﬂ-‘é

sz

i 0,5 sl 0glanlns Wbgran 20 2d a3y 5ade -1
e 0,5 L] 053lanlns wogaian 100 g2 35955 0de -2
e 1,5 ) 09l bgrian 20 gif 2555 ads -3

C e A L) OplaalSs Bbsran 100 sd 55570k -4
Lk A ] 0gilaeleSes bgras 20 gid 155 Als -5
ke A L] OglaaleSes abgrias 100 gf 555°als -6
C e 6 L) OplaalSs absras 100 o5 57 ads =7
e 0 L] 0l ibgriae 20 gf a5y S ke -8
e 6 sl Oglanl s Wgran 100 92d 23555 2de -9
ke 8 L] OgilaaleSes abgrias 100 0 5557als 10
e 8 L] OgilaalaSes abgrias 20 55 S ads 11

- i Bl OglanlSls absrian 100 ef a5 8 ade 12



Dexamethasone Emessa

COMPOSITIONS AND EXCIPIENTS:

Each DEXAMETHAZONE EMESSA 0.5 tablet contains 0.5 mg Dexamethazone.
Each DEXAMETHAZONE EMESSA 1.5 tablet contains 1.5 mg Dexamethazone.
Each DEXAMETHAZONE EMESSA 4 tablet contains 4 mg Dexamethazone.
Each DEXAMETHAZONE EMESSA 6 tablet contains 6 mg Dexamethazone.
Each DEXAMETHAZONE EMESSA 8 tablet contains 8 mg Dexamethazone.

CLINICAL PHARMACOLOGY:

Glucocorticoids, naturally occurring and synthetic, are adrenocortical steroids that are readily absorbed from the
gastrointestinal tract. Glucocorticoids cause varied metabolic effects. In addition, they modify the body’s immune
responses to diverse stimuli. Naturally occurring glucocorticoids (hydrocortisone and cortisone), which also have
sodium-retaining properties, are used as replacement therapy in adrenocortical deficiency states. Their synthetic analogs
including dexamethasone are primarily used for their anti-inflammatory effects in disorders of many organ systems.

At equipotent anti-inflammatory doses, dexamethasone almost completely lacks the sodium-retaining property of’

hydrocortisone and closely related derivatives of hydrocortisone.

INDICATIONS:

Allergic States: Control of severe or incapacitating allergic conditions intractable to adequate trials of conventional
treatment in asthma, atopic dermatitis, contact dermatitis, drug hypersensitivity reactions, seasonal or perennial allergic
rhinitis and serum sickness.

Dermatologic Diseases: Bullous dermatitis herpetiformis, exfoliative erythroderma, mycosis fungoides, pemphigus, and
severe erythema multiforme (Stevens-Johnson syndrome).

Endocrine Disorders: Primary or secondary adrenocortical insufficiency, congenital adrenal hyperplasia, hypercalcemia
associated with cancer, and nonsuppurative thyroiditis.

Gastrointestinal Diseases: To tide the patient over a critical period of the disease in regional enteritis and ulcerative colitis.
Hematologic Disorders:

Acquired (autoimmune) hemolytic anemia, congenital (erythroid) hypoplastic anemia (Diamon-Blackfan anemia),
idiopathic thrombocytopenic purpura in adults, pure red cell aplasia, and selected cases of secondary thrombocytopenia.
Miscellaneous: Diagnostic testing of adrenocortical hyperfunction, trichinosis with neurologic or myocardial
involvement, tuberculous meningitis with subarachnoid block or impending block when used with appropriate
antituberculous chemotherapy.

Neoplastic Diseases: For palliative management of leukemias and lymphomas.

Nervous System: Acute exacerbations of multiple sclerosis, cerebral edema associated with primary or metastatic brain
tumor, craniotomy, or head injury.

Ophthalmic Diseases: Sympathetic ophthalmia, temporal arteritis, uveitis, and ocular inflammatory conditions
unresponsive to topical corticosteroids.

Renal Diseases: To induce a diuresis or remission of proteinuria in idiopathic nephrotic syndrome or that due to lupus
erythematosus.

Respiratory Diseases: Berylliosis, fulminating or disseminated pulmonary tuberculosis when used concurrently with
appropriate antituberculous chemotherapy, idiopathic eosinophilic pneumonias, symptomatic sarcoidosis.

Rheumatic Disorders: As adjunctive therapy for short-term administration in acute gouty arthritis, acute theumatic
carditis, ankylosing spondylitis, psoriatic arthritis, rheumatoid arthritis, including juvenile rheumatoid arthritis. For the

treatment of dermatomyositis, polymyositis, and systemic lupus erythematosus.

CONTRAINDICATIONS:



Systemic fungal infections.

Dexamethasone tablets are contraindicated in patients who are hypersensitive to any components of this product.

WARNINGS:

General: Rare instances of anaphylactoid reactions have occurred in patients receiving corticosteroid therapy.
Cardio-Renal Average and large doses of corticosteroids can cause elevation of blood pressure, sodium and water
retention, and increased excretion of potassium. Dietary salt restriction and potassium supplementation maybe necessary.
All corticosteroids increase calcium excretion.

Endocrine: Corticosteroids can produce reversible hypothalamic-pituitary adrenal (HPA) axis suppression with the
potential for corticosteroid insufficiency after withdrawal of treatment. And may be minimized by gradual reduction of
dosage.

This type of relative insufficiency may persist for months after discontinuation of therapy;

Therefore, in any situation of stress occurring during that period, hormone therapy should be

reinstituted. If the patient is receiving steroids already, dosage may have to be increased

Metabolic clearance of corticosteroids is decreased in hypothyroid patients and increased in

Hyperthyroid patients. Changes in thyroid status of the patient may necessitate adjustment in dosage.

Infections:

General: Patients who are on corticosteroids are more susceptible to infections than healthy individuals. With increasing
doses of corticosteroids, the rate of occurrence of infectious complications increases. Corticosteroids may also mask some
signs of current infection.

Fungal Infections: Corticosteroids may exacerbate systemic fungal infections and therefore should not be used in the

presence of such infections unless they are needed to control life-threatening drug reactions.
There have been cases reported in which concomitant use of amphotericin B and hydrocortisone was followed by
cardiac enlargement and congestive heart failure.

Special Pathogens: Latent disease may be activated or there may be an exacerbation of intercurrent infections due to

pathogens, including those caused by Amoeba, Candida, Cryptococcus, Mycobacterium, Nocardia, Pneumocystis,
Toxoplasma.

It is recommended that latent amebiasis or active amebiasis be ruled out before initiating corticosteroid therapy in any
patient who has spent time in the tropics or any patient with unexplained diarrhea.

Corticosteroids should be used with great care in patients with known or suspected Strongyloides (threadworm)
infestation.

Corticosteroids should not be used in cerebral malaria.

Tuberculosis: The use of corticosteroids in active tuberculosis should be restricted to those cases of fulminating or
disseminated tuberculosis in which the corticosteroid is used for the management of the disease in conjunction with an
appropriate antituberculous regimen.

If corticosteroids are indicated in patients with latent tuberculosis or tuberculin reactivity, close observation is necessary
as reactivation of the disease may occur. During prolonged corticosteroid therapy, these patients should receive
chemoprophylaxis.

Vaccination: Administration of live or live attenuated vaccines is contraindicated in patients receiving
immunosuppressive doses of corticosteroids. Killed or inactivated vaccines may be administered. However,
the response to such vaccines cannot be predicted.

Viral infections: Chickenpox and measles can have a more serious or even fatal course in pediatric and adults patients on
corticosteroids. If exposed to chickenpox, prophylaxis with varicella zoster immune globulin (VZIG) may be indicated.
If exposed to measles, prophylaxis with immune globulin (IG) may be indicated.

If chickenpox develops, treatment with antiviral agents may be considered.



Ophthalmic: Use of corticosteroids may produce posterior subcapsular cataracts, glaucoma with possible damage to the
optic nerves, and may enhance the establishment of secondary ocular infections due to bacteria, fungi, or viruses. The
use of oral corticosteroids is not recommended in the treatment of optic neuritis and may lead to an increase in the risk of

new episodes. Corticosteroids should not be used in active ocular herpes simplex.

PRECAUTIONS:

General The lowest possible dose of corticosteroids should be used to control the condition under treatment. When
reduction in dosage is possible, the reduction should be gradual.

Kaposi's sarcoma has been reported to occur in patients receiving corticosteroid therapy, most often for chronic
conditions. Discontinuation of corticosteroids may result in clinical improvement.

Cardio-Renal: As sodium retention with resultant edema and potassium loss may occur in patients receiving
corticosteroids, these agents should be used with caution in patients with congestive heart failure, hypertension, or renal
insufficiency.

Endocrine: Drug-induced secondary adrenocortical insufficiency may be minimized by gradual reduction of dosage.
Since mineralocorticoid secretion may be impaired, salt and/or a mineralocorticoid should be administered concurrently.
Gastrointestinal: Steroids should be used with caution in active or latent peptic ulcers, diverticulitis, fresh intestinal
anastomoses, and nonspecific ulcerative colitis, since they may increase the risk of a perforation.

There is an enhanced effect due to decreased metabolism of corticosteroids in patients with cirrhosis.

Musculoskeletal: Corticosteroids decrease bone formation and increase bone resorption both through their effect on
calcium regulation (i.e., decreasing absorption and increasing excretion) and inhibition of osteoblast function. This,
together with a decrease in the protein matrix of the bone secondary to an increase in protein catabolism, and reduced
sex hormone production, may lead to inhibition of bone growth in pediatric patients and the development of
osteoporosis at any age. Special consideration should be given to patients at increased risk of osteoporosis (e.g.,
postmenopausal women) before initiating corticosteroid therapy.

Neuro-Psychiatric: Although controlled clinical trials have shown corticosteroids to be effective in speeding the
resolution of acute exacerbations of multiple sclerosis, they do not show that they affect the ultimate outcome or natural
history of the disease. The studies do show that relatively high doses of corticosteroids are necessary to demonstrate a
significant effect.

An acute myopathy has been observed with the use of high doses of corticosteroids, most often occurring in patients
with disorders of neuromuscular transmission (e.g., myasthenia gravis), or in patients receiving concomitant therapy with
neuromuscular blocking drugs (e.g., pancuronium). This acute myopathy is generalized, may involve ocular and
respiratory muscles, and may result in quadriparesis. Elevation of creatinine kinase may occur. Clinical improvement or
recovery after stopping corticosteroids may require weeks to years.

Psychic derangements may appear when corticosteroids are used, ranging from euphoria, insomnia, mood swings,
personality changes, and severe depression, to frank psychotic manifestations. Also, existing emotional instability or
psychotic tendencies may be aggravated by corticosteroids.

Ophthalmic: Intraocular pressure may become elevated in some individuals. If steroid therapy is continued for more than

6 weeks, intraocular pressure should be monitored.

Information for Patients:

Patients should be warned not to discontinue the use of corticosteroids abruptly or without medical supervision.

As prolonged use may cause adrenal insufficiency and make patients dependent on corticosteroids, they should advise any
medical attendants that they are taking corticosteroids and they should seek medical advice at once should they develop
an acute illness including fever or other signs of infection. Following prolonged therapy, withdrawal of corticosteroids
may result in symptoms of the corticosteroid withdrawal syndrome including, myalgia, arthralgia, and malaise.

Persons who are on corticosteroids should be warned to avoid exposure to chickenpox or measles. Patients should also

be advised that if they are exposed, medical advice should be sought without delay.



DRUG INTERACTIONS:

Aminoglutethimide: may diminish adrenal suppression by corticosteroids.

Amphotericin B injection and potassium-depleting agents: When corticosteroids are administered concomitantly with
potassium-depleting agents (e.g., amphotericin B, diuretics), patients should be observed closely for development of
hypokalemia.

Antibiotics: Macrolide antibiotics have been reported to cause a significant decrease in corticosteroid clearance.
Anticholinesterases: Concomitant use of anticholinesterase agents and corticosteroids may produce severe weakness in
patients with myasthenia gravis .If possible, anticholinesterase agents should be withdrawn at least 24 hours before
initiating corticosteroid therapy.

Anticoagulants, Oral. Co-administration of corticosteroids and warfarin usually results in inhibition of response to
warfarin, although there have been some conflicting reports. Therefore, coagulation indices should be monitored
frequently to maintain the desired anticoagulant effect.

Antidiabetics: Because corticosteroids may increase blood glucose concentrations, dosage adjustments of antidiabetic
agents may be required.

Antitubercular Drugs: Serum concentrations of isoniazid may be decreased.

Cholestyramine: may increase the clearance of corticosteroids.

Cyclosporine: Increased activity of both cyclosporine and corticosteroids may occur when the two are used
concurrently.

Dexamethasone Suppression Test (DST): False-negative results in the dexamethasone suppression test (DST) in patients
being treated with indomethacin have been reported. Thus, results of the DST should be interpreted with caution in
these patients.

Digitalis Glycosides: Patients on digitalis glycosides may be at increased risk of arrhythmias due to hypokalemia.
Ephedrine: Ephedrine may enhance the metabolic clearance of corticosteroids, resulting in decreased blood levels and
lessened physiologic activity, thus requiring an increase in corticosteroid dosage.

Estrogens, including Oral Contraceptives: Estrogens may decrease the hepatic metabolism of certain corticosteroids,
thereby increasing their eftect.

Hepatic Enzyme Inducers, Inhibitors and Substrates. Drugs which induce cytochrome P450 3A4 (CYP 3A4) enzyme
activity (e.g., barbiturates, phenytoin, carbamazepine, rifampin) may enhance the metabolism of corticosteroids and
require that the dosage of the corticosteroid be increased. Drugs which inhibit CYP 3A4 (e.g., ketoconazole, macrolide
antibiotics such as erythromycin) have the potential to result in increased plasma concentrations of corticosteroids.
Dexamethasone is a moderate inducer of CYP 3A4. Co-adminstration with other drugs that are metabolized by CYP
3A4 (e.g., indinavir, erythromycin) may increase their clearance, resulting in decreased plasma concentration.
Ketoconazole: decrease the metabolism of certain corticosteroids by up to 60%,leading to increased risk of corticosteroid
side eftects.

Nonsteroidal Anti-Inflammatory Agents (NSAIDS): Concomitant use of aspirin (or other nonsteroidal anti-
inflammatory agents) and corticosteroids increasesthe risk of gastrointestinal side eftects.

Phenytoin: there have been reports of both increases and decreases in phenytoin

levels with dexamethasone co-administration, leading to alterations in seizure control.

Skin Tests. Corticosteroids may suppress reactions to skin tests.

Vaccines: Patients on corticosteroid therapy may exhibit a diminished response to toxoids and live or inactivated vaccines
due to inhibition of antibody response. Corticosteroids may also potentiate the replication of some organisms contained
in live attenuated vaccines. Routine administration of vaccines or toxoids should be deferred until corticosteroid therapy

is discontinued if possible.

Pregnancy: Teratogenic Effects: Pregnancy Category C



Corticosteroids should be used during pregnancy only if the potential benefit justifies the potential risk to the fetus.
Infants born to mothers who have received substantial doses of corticosteroids during pregnancy should be carefully

observed for signs of hypoadrenalism.

Nursing Mothers:

Systemically administered corticosteroids appear in human milk and could suppress growth, interfere with endogenous
corticosteroid production, or cause other untoward effects.

A decision should be made whether to discontinue nursing or to discontinue the drug, taking into account the

importance of the drug to the mother.

Pediatric Use:

The efficacy and safety, the adverse effects of corticosteroids in the pediatric population are similar to those in adult’s
populations. Published studies provide evidence of efficacy and safety in pediatric patients for the treatment of nephrotic
syndrome (patients >2 years of age), and aggressive lymphomas and leukemias (patients >1 month of age). Other
indications for pediatric use of corticosteroids, e.g., severe asthma and wheezing, are based on adequate and well-
controlled trials conducted in adults, on the premises that the course of the diseases and their pathophysiology are
considered to be substantially similar in both populations.

The adverse effects of corticosteroids in pediatric patients are similar to those in adults.

Pediatric patients who are treated with corticosteroids by any route, including systemically administered corticosteroids,

may experience a decrease in their growth velocity .pediatric patients should be titrated to the lowest effective dose.

Geriatric Use:

In general, dose selection for an elderly patient should be cautious, usually starting at the low end of the dosing range,
reflecting the greater frequency of decreased hepatic, renal, or cardiac function, and of concomitant disease or other drug
therapy. In particular, the increased risk of diabetes mellitus, fluid retention and hypertension in elderly patients treated

with corticosteroids should be considered.

ADVERSE REACTIONS:

The following adverse reactions have been reported with dexamethasone or other corticosteroids and they are listed
alphabetically, under each subsection:

Allergic Reactions: Anaphylactoid reaction, anaphylaxis, angioedema.

Cardiovascular. Bradycardia, cardiac arrest, cardiac arrhythmias, cardiac enlargement, circulatory collapse, congestive
heart failure, fat embolism, hypertension, hypertrophic cardiomyopathy in premature infants, myocardial

rupture following recent myocardial infarction, edema, pulmonary edema, syncope, tachycardia, thromboembolism,
thrombophlebitis, vasculitis.

Dermatologic: Acne, allergic dermatitis, dry scaly skin, ecchymoses and petechiae, erythema, impaired wound healing,
increased sweating, rash, striae, suppression of reactions to skin tests, thin fragile skin, thinning scalp hair, urticaria.
Endocrine: Decreased carbohydrate and glucose tolerance, development of cushingoid state, hyperglycemia, glycosuria,
hirsutism, hypertrichosis, increased requirements for insulin or oral hypoglycemic agents in diabetes, manifestations of
latent diabetes mellitus, menstrual irregularities, secondary adrenocorticaland pituitary unresponsiveness(particularly in
times of stress, as in trauma, surgery, or illness), suppression of growth in pediatric patients.

Fluid and Electrolyte Disturbances: Congestive heart failure in susceptible patients, fluid retention, hypokalemic
alkalosis, potassium loss, sodium retention.

Gastrointestinal. Abdominal distention, elevation in serum liver enzyme levels, hepatomegaly, increased appetite, nausea,
pancreatitis, peptic ulcer with possible perforation and hemorrhage, perforation of the small and large bowel, ulcerative
esophagitis.

Metabolic: Negative nitrogen balance due to protein catabolism.



Musculoskeletal: Aseptic necrosis of femoral and humeral heads, loss of muscle mass, muscle weakness, osteoporosis,
pathologic fracture of long bones, steroid myopathy, tendon rupture, vertebral compression fractures.
Neurological/Psychiatric. Convulsions, depression, emotional instability, euphoria, headache, increased intracranial
pressure with papilledema (pseudotumor cerebri) usually after treatment, insomnia, mood swings, neuritis, neuropathy,
paresthesia, personality changes, psychic disorders, vertigo.

Ophthalmic: Exophthalmos, glaucoma, increased intraocular pressure, posterior subcapsular cataracts.

Other. Abnormal fat deposits, decreased resistance to infection, hiccups, increased or decreased motility and number of

spermatozoa, malaise, moon face, weight gain.

DOSAGE AND ADMINISTRATION:

The initial dose varies from 0.75 to 9 mg a day depending on the disease being treated.

It should be emphasized that dosage requirements are variable and must be individualized on the basis of the disease
under treatment and the response of the patient.

After a favorable initial response is noted, the proper maintenance dosage should be determined by decreasing the initial
dosage in small decrements at appropriate time intervals until the lowest dosage that maintains an adequate clinical
response is reached.

Situations which may make dosage adjustments necessary are changes in clinical status secondary to remissions or
exacerbations in the disease process, the patient's individual drug responsiveness, and the effect of patient exposure to
stressful situations not directly related to the disease entity under treatment .In this latter situation it may be necessary to
increase the dosage of the corticosteroid for a period of time consistent with the patient's condition. If after long-term
therapy the drug is to be stopped, it is recommended that it be withdrawn gradually rather than abruptly.

In the treatment of acute exacerbations of multiple sclerosis, daily doses of 30 mg of dexamethasone for a week followed
by 4 to 12 mg every other day for one month have been shown to be effective.

In pediatric patients, the initial dose of dexamethasone may vary depending on the specific disease entity being treated.

The range of initial doses is 0.02 to 0.3 mg/kg/day in three or four divided doses (0.6 to 9 mg/m?bsa/day).

OVERDOSAGE:
Treatment of overdosage is by supportive and symptomatic therapy. In the case of acute overdosage, according to the

patient's condition, supportive therapy may include gastric lavage or emesis.

STORAGE CONDITIONS:
Store below 25 c.

HOW SUPPLIED:

1- A carton box contains 20 tablets of DEXAMETHASONE EMESSA 0.5 mg
2- A carton box contains 100 tablets of DEXAMETHASONE EMESSA 0.5 mg
3- A carton box contains 20 tablets of DEXAMETHASONE EMESSA 1.5 mg
4- A carton box contains 10 tablets of DEXAMETHASONE EMESSA 4 mg
5- A carton box contains 20 tablets of DEXAMETHASONE EMESSA 4 mg
6- A carton box contains 100 tablets of DEXAMETHASONE EMESSA 4 mg
7~ A carton box contains 10 tablets of DEXAMETHASONE EMESSA 6 mg
8- A carton box contains 20 tablets of DEXAMETHASONE EMESSA 6 mg
9- A carton box contains 100 tablets of DEXAMETHASONE EMESSA 6 mg
10~ A carton box contains 10 tablets of DEXAMETHASONE EMESSA 8 mg
11- A carton box contains 20 tablets of DEXAMETHASONE EMESSA 8 mg
12— A carton box contains 100 tablets of DEXAMETHASONE EMESSA 8 mg






