A naovelcombination obbasal basal
instlinana GLPL P-1 analog g




/-Aﬂlérﬁ'“ Arg E\PrgcQ & vATap v ©X0 6 FUA
Marcek! Praustt

x yaUd Geyyd GUd eve e€6g, d “~J UoegUUsafh{
GUsoce g Uds GgsUeayYebUsU, d dGqUs3UUG
99U 3U cUjt Uds eeaylisY, UUs € @361 0a0
el Uss UteysUs 3hes “8g oayUs “~vd uUs
ehs3es UgUR “"eg UaszUs U fs

x TUs 3U "6g 3UG39aY Us U gUyaU0cU UgU
UzseaguUUU; vyey3e, U R y3U g ywjeee Uyaecs U
GU3U0UYe Us ¢eiscU dihoylgdbdaligd Ui ~ 93 8g395a8i o U
UaUeacd b o bBlogelys g .fas.v'd. G Us Uy Uadfhs, |
GU30UGaU e€6g 30U Us oUgUUa, 8aUs aUs J
U¥s UslGdelGUit3 e€eg U R Ues dhygbe, Ud
"3 eldyadUs GUU A3Usy; U Ued GU3UUGaU(d Dt
Ued  Uypadd, oaUs 6¥Yy d 06 UgUes Uds g
U gaUelUs, 3U U geeg3tiidlsey (GBad Wk Wdlst

\DGL’];D]"L"ng’Uh g UU3s3 GgoyUdbvzsldas YUaUyp U




™

EATOURDUR OO 2

Ug vetidd opaUbeUddo Ui

} UaUUs o ey dsooy 0 UY
goa3.dd: UsahedoaUs (UG

U"UsaUddUaoud eyl ec

OddoUeyaaedyg aU

/




Ddporldip VGD G g 2

0dasegiU aUsWdddi¥yaelyg b
Bs UsaaUoyd GUds dUy U Ug
HbA1c>9,0%
¢ UsaUoe GU sslegassaed](
U CHbA1c>9,6%

/




s

N\ N\

NERrRicAT T T t

™~

j 0dUsed ¢U

U™ h

U 1998g3 UasddaMygsd

Fp Ui @89

gU) UssgasggdUaUUs U’ A

o

t ¥y ad U o9 a68oayd om],

FUUGU3 s UaU

Fad) 838¢e9sah:

\\mE:

shled, g°
"UUy Ud

KO,, yesd= ch7 2

2,

Ua

} PP
Uy o
a U

/




™

\ 7,4 Xultophy 20x1, glucophage 850x2 /
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9,4 solosa 4 1x2, glucophage 1x2
9,9 Levemir 22x1, solosa 4 1x2, glucophage 1x2
8,3 Levemir 22x1, solosa 4 1x2, glucophage 1x2
8,5 Levemir 28x1, solosa 4 1x2, glucophage 1x2
8,7 Lantus 30x1, solosa 4 1x1, eucreas 50+850 1x2
7,4 Lantus 30x1, solosa 4 1x1, eucreas 50+850 1x2
7,4 Lantus 30x1, solosa 4 1x1, eucreas 50+850 1x2
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The complex pathophysiology of type 2 diabetes is characterized by
declining b-cell function resulting in reduced insulin secretion in
response to glucose, hyper secretion of glucagon from pancreatic U-
cells and insulin resistance in the muscle and liver. This favors a
strategic approach involving combination therapy that can address the
full spectrum of underlying abnormalities and maximize the chance of
treatment success
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Glycogenolysis
Gluconeogenesis
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