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L'evoluzione della terapia medica:

dalla chemioterapia ai nuovi farmaci a target molecolari
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L'evoluzione della terapia medica:
dalla chemioterapia ai nuovi farmaci a target molecolari

TUMORTI NEUROENDOCRINI GASTRO-ENTERO-PANCREATICI

ANALOGHT della SOMATOSTATINA

< rappresentano

la pietra angolare
della terapia dei

pazienti con NETs

EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai huovi farmaci a target molecolari
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Somatostatina  cos:@ea®

EFFETTI DIRETTI

Recettori presenti sulla superficie cellulare

Secrezione ormonale Crescita Apoptosi

-

EFFETTI INDIRETTI

> Risposta infiammatoria
> Rilascio di fattori di crescita
> Secrezione ormonale
» Angiogenesi

EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai huovi et molecolari

SOMATOSTATINA ed isuoi ANALOGHI

Half-life {immediate-release

Compound Peptide size products) Binding affinity Administration route Development stage

Somatostatin 14/28 Amino acids =3 min All receptors IV -

Octreatide 8 Amino acids 2h Primarily ssts, plus sst..  Octreotide acetate: Approved and marketed
IV, SC

Cctreotide LAR: 1M

Lanregtide & Amino acids 2h Primarily sst;, plus sst;  Lanreoiide: SC Approved and marketed
Lanreotide PR: IM
Lanreotide AG:
SC

Pasirentide 6 Amino acids 12 h sste, plus ssty 5 Pasireptide: SC In clinical development
Fasirectide LAR: IM

AG, autogsl: IM, intramuscular; IV, intravenous: octreotide LAR, octreotide long-acting repeatable: pasireofide LAR, pasirectide long-acting release: PR, prolonged
release: 5C, subcutaneous.

Wolin E et al. Gastrointest Cancer Res. 2012 5:161

EFE 2013




L'evoluzione della terapia medica:

dalla chemio’remaia ai huovi iar'maci a ‘rar'ﬁe‘r molecolari

Consensus Guidelines for the Management of
Patients with Digestive Neuroendocrine
Tumors - Well-Differentiated Jejunal-Ileal Tumor/Carcinoma

Minimal Consensus Statement on Somatostatin.Analogs

It provides
symptomatic improvement in 70-80% of patients
stabilization of fumor growth in up fo 50% of patients
with varying duration

SSTR-positive tumors tend to respond better than SSTR-negative tumors

Eriksson B et al Neuroendocrinology 2008;87:8
EFE 2013




L'evoluzione della terapia medica:
8 dalla chemioterapia ai nuovi farmaci a target molecolari
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ENETS Consensus Guidelines for the Management
of Patients with Digestive Neuroendocrine Neoplasms: Functional
Pancreatic Endocrine Tumor Syndromes
Jensen RB et al.Neuroendocrinology 2012;95:98-119

Minimal Consensus Statements on Medical Treatment of RFT Functional
Syndrome

Somatostatin analogues are an effective treatment in the control
of symptoms in RFTs, especially in patients with VIPomas,
GRHomas and glucagonomas

ENETS Guidelines Well-Differentiated Pancreatic
Nonfunctioning Tumors/Carcinoma
Falconi M et al Neuroendocrinology 2006;84:196

Minimal Consensus Statement on Biotherapy

Biotherapy, preferentially SSA therapy, can be used as first line
medical therapy in progressive tumors with a slow proliferation index
Stabilization of the disease may occur in about 50% of the patients /

-




L'evoluzione della terapia medica:

dalla chemio’remaia ai huovi iar'maci a ‘rar'ﬁe‘r molecolari

TUMORTI NEUROENDOCRINI GASTRO-ENTERO-PANCREATICI

Analoghi della Somatostatina

“=_ Sono fondamentali nel trattamento e la prevenzione
della crisi da carcinoide perioperatoria

The 2012 NCCN guidelines on NETs specifically state that octreotide
therapy should be initiated in all patients before resection of primary or
metastatic functional (carcinoid) endocrine tumors

EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai huovi farmaci a target melernlari

ENETS Guidelines

Consensus Guidelines for the Management of Patients with
Liver Metastases from Digestive (Neuro)endocrine Tumors:
Foregut, Midgut, Hindgut, and Unknown Primary

Minimal Consensus Statements -Symptomatic Treatment

Symptoms from hormonal hypersecretion are frequent in functional fumors with
liver metastases.
Control of these symptoms is urgent and somatostatin analogues (with or without
interferon) are often effective.
Locoregional therapies may be required to achieve symptomatic relief.

should be performed prior to surgical or
locoregional interventions using adequate doses of somatostatin analogues
(usually with bolus subcutaneous therapy or intravenously

Steinmiller T et al. Neuroendocrinology 2008:87:47
2l EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai huovi farmaci a target molecolari

Tahle 2. Overview of reported adverse events during octreotide LAR treatment®=-=2
Mean percentage
of SHMEHS with

Adverse event symptom

Most common with 10-30 mg/month octreotide LAR

Mausea

Abdominal pain

Headache

Dizziness

Fatigue

Back pain

Biliary effects over 18 months of treatment

Gallbladder abnormalities”

Mew galistones

Glucose metabolism

Hyperglycemia

Hypoglycemia

Cardiac events in patients with carcinoid syndrome

Sinus bradycardia

Conduction abnormalities

Arrhythmias

*Includes jaundice, gallstones, sludge, and dilatation.
LAR, long-acting repeatable.

Wolin E et al. Gastrointest Cancer Res. 2012 5:161 EFE 2013
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dalla chemioterapia ai huovi

armaci a target molecolari

Drug name

Effect of interaction with octreotide LAR

Tahle 3. Known or suspected drug interactions with octreotide LAR and resultant clinical requirements

Clinical requirements

Cyclosporine®®

Concomitant administration of octreotide injection
with cyclosporine may decrease blood levels of
cyclosporine and result in transplant rejection.

Close monitoring of blood levels of cyclosporine
and rejection antibodies in transplant
recipients.

Insulin and oral hypoglycemic
drugs®®

Octreotide inhibits the secretion of insulin and
glucagon.

Blood glucose level monitoring when initiating
octrectide LAR treatment or when adjusting the
dose and antidiabetic treatment alteration
accordingly.

Bromocriptine®*

Concomitant administration of octreotide and
bromocriptine increases the availability of
bromocriptine by 40% through the inhibition of
CYP3A4 metabolism secondary to the
suppression of growth hormones by octreatide.

Monitoring of patients for signs of ergotism and
other dopaminergic symptoms.

Beta-blockers®s

Concomitant administration of bradycardia-
inducing drugs (eg, beta-blockers, calcium
channel blockers, and other antiarrhythmics)
may have an additive effect on the reduction of
heart rate associated with octreotide.

Heart rate and blood pressure monitoring and
dose adjustment of concomitant medication if
necessary.

Compounds known to be metabolized
by CYP enzymes®®

Octreotide may decrease the metabolic clearance
of compounds metabolized by CYP enzymes,
possibly through the suppression of growth
hormone.

Drugs mainly metabolized by CYP3A4 and with
a low therapeutic index (eg, quinidine,
terfenadine) used with caution.

Orally administered drugs®®

Octreotide has been associated with alterations in
nutrient absorption, thus resulting in possible
absarption effects on orally administered drugs.

Monitoring and possible dosage adjustments of
concomitant drugs.

CYP, cytochrome P450; LAR, long-acting repeatable.

Wolin E et al. Gastrointest Cancer Res. 2012 5:161

EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai nuovi farmaci a target molecolari

Regression of liver metastases of occult carcinoid
tumor with slow release lanreotide therapy

Markers
Octreoscan

CgA 5-HT 5-HIAA
(ng/ml)  (ng/ml) (mg/24h)
922 412 14

108.2 248 2.5

Bondanelli et al.. World J Gastroenterol, 11: 204205
EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai nuovi farmaci a target molecolari

e
Placebo-Controlled, Double-Blind, Prospective, Randomized Study on the Effect of
Octreotide LAR in the Control of Tumor Growth in Patients With Metastatic
Neuroendocrine Midgut Tumors: A Report From the PROMID Study Group

Conservative intent-to-treat analysis of time to progression or tumor related death

o
-

==: Placebo, 40 events; median, 6.0 months
Octreotide LAR, 26 events: median, 14.3 months
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Conclusion
Octreotide LAR significantly lengthens time to fumor
progression compared with placebo in patients with
functionally active and inactive metastatic midgut NETs.
Because of the low number of observed deaths,
survival analysis was not confirmatory.

LUyYy-ialih Lol 2Lalllizu Y Tunivuuingl aLllvily. & o= UL, TN = WeaS |92 0 el Ve LW WLad ]

Rinke A et al.J Clin Oncol.2009;27:4656 EFE 2013



L'evoluzione della terapia medica:

dalla chemioterapia ai nuovi farmaci a target molecolari
|

Lanreotide Autogel in Nonfunctioning Enteropancreatic
Endocrine Tumors: CLARINET Study
Study of phase ITI
Randomized To assess
double-blind, the effect of
placebo-controlled  |anreotide autoge/120 mg subcutaneous
multicenter . :
injection every 28 days
on Progression Free Survival
in patients with
nonfunctioning enteropancreatic endocrine fumors

The results of this study should determine whether lanreotide
has an inhibitory effect on tumor growth in patients with advanced
nonfunctioning neuroendocrine tumors of intestinal or pancreatic origin

Final data collection for the primary outcome measure is estimated To
occur in June 2013 e

Wolin E et al. Gastrointest Cancer Res. 2012 5:161 EFE 2013




L'evoluzione della terapia medica:

dalla chemio’remaia ai huovi iar'maci a ‘rar'ﬁe‘r molecolari

TUMORTI NEUROENDOCRINI GASTRO-ENTERO-PANCREATICI

Analoghi della Somatostatina

L'aumento del dosaggio
<60 mg ogni 28 giorni o 30 mg ogni 21 giorni
sembra associarsi a
miglior controllo dei sintomi e della progressione di malattia
» Tumori net%ndocrini GEP
» Basso grado di malignita
> Basso indice di proliferazione cellulare

> Alta densita recettoriale specifica in vivo

Wolin E et al. Gastrointest Cancer Res. 2012 5:161

Appetecchia M & Baldelli R Jour Exp Clin Canc Res 2029:19 EFE 2013




L'evoluzione della terapia medica:
dalla chemioterapia ai nuovi farmaci a target molecolari

Pasireotide (SOM230)

multi-ligand somatostatin analog
with high binding affinity to SSTR1, SSTR2, SSTR3, and SSTR5

Compared with octreotide, pasireotideyhas
30-, b- and 40-times greater binding affinity.
for SSTR1, SSTR3, and SSTR5

and comparable affinity for SSTR2

Receptor subtype affinity [IC50, nM]

S5TR1 SSTR2 SSTR3 S5TR4 SSTR5

226 023 1.43 1.77

185 0.31 1.3 MO
34 7030

2330 0.75 107

83 1 1.5

SMS, Sematostating ND, not determined.

Schmid HA et al. Neuroendocrinology. 2004;80( 1):47
EFE 2013




L'evoluzione della terapia medica:

dalla chemioterapia ai nuovi farmaci a target molecolari
e

Safety and efficacy of pasireotide (SOM230) in patients
with metastatic carcinoid fumors refractory or resistant
to octreotide LAR: Results of a phase IT study

44 patients with metastatic carcinoid tumors,
predominantly of midgut origin

diarrhea and flushing inadequately controlled by octreotide LAR

pasireotide 300 pg -1200 g subcutaneously twice per day

Control of symptoms was achieved
in 277% of patients (12/44)

Kvols L et al. Endocr Relat C . 2012;19:657
vols L et al. Endocr Relat Cancer EFE 2013




L'evoluzione della terapia medica:

dalla chemioterapia ai nuovi farmaci a target molecolari
e

I farmaci a bersaglio molecolare costituiscono la
nuova frontiera della lotta contro i NET,
Vanno ad agire direttamente a livello.di specifici
bersagli cellulari

Octreotide
Lanreotide

Sunitmib Bevacizumab

EFE 2013




L'evoluzione della terapia medica:

dalla chemioterapia ai nuovi farmaci a target molecolari
e

EVEROLIMUS inibitore selettivo della proteina mTOR, la cui attivazione

aberrante é correlata all'oncogenesi e alla progressione
dei NET pancreatici

o W

AFINITOR
Octreotide everobmbls) tetlet
Lanreotide

rimborsato in
Ttalia dal SSN

per
il frattamento dei tumori neuroendocrini di
origine pancreatica in stadio avanzato

Sunitinib Bevacizumab

La via mTOR gioca un ruolo centrale nella
regolazione dei principali meccanismi che
portano alla formazione e alla progressione del
tumore: angiogenesi, proliferazione, crescita e
metabolismo cellulare

EFE 2013
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Everolimus for Advanced Pancreatic Neuroendocrine Tumors
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CONCLUSIONS
Everolimus, as compared with placebo, significantly prolonged progression-free sur-
vival among patients with progressive advanced pancreatic neuroendocrine tumors
and was asscrcrated with a low rate of severe adverse events. (Funded by Novartis Oncol-
ogy; RADIANT-3 ClinicalTrials.gov number, WCT0051006E.)

Yao JC et al. N Engl J Med. 2011;364:6
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25 409 Hazard ratio, 1.05 (95% CI, 0.71-1.55)
-E P=0.59 by one-sided log-rank test
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EFE 2013



Adverse Event Everolimus [N=204) Placebo (N=203)
All Grades Grade3ord  AllGrades Grade3ord
no. of patients (96)
Stomatitis* 131(64) 14(7) 34 (17)
Rash 99 (49) 1 (<1) 21 (10)
Diarrhea 69 (34) 703) 20 (10)
Fatigue 64 (31) 5(2) 29 (14)
Infectionst 46 (23) 5(2) 12 {6)
Mausea 41 (20 5 (2 37 (18
Drug-RelaTed Peripheral edema 41 {20: 1 I:[{];.II 7 :3];'
Adver'se EvenTS Decreased appetite 40 (
Occur‘r‘ing in at Headach_e 39 (19) 0 13 (6)
Dysgeusia 35 (17) o 24
Least 10% Of Anemia 35 (17) 6 (3)
35
35 (
32
31

20) 0 14 (7)

Pa‘l‘ienTs Epistaxis 17) 0

Preumaonitis] 17)
16)
13)
Pruritus 30(15)

0
Weight loss
Vomiting

Hyperglycemia 27 (13)
Thrombogytopenia 27 (13)
Asthenia 26(13)
Mail disorder 24 (12)
Cough 22 (11)
Pyrexia 22 (11)
Dry skin 21 (10)

0
0
0
0
0
0
0
4
0
2
0
0
0
0

* Included in this category are stomatitis, aphthous stomatitis, mouth ulcer-
ation, and tongue ulceration.

7 All types of infections are included.

i Included in this category are pneumonitis, interstitial lung disease, lung infil-
tration, and pulmonary fibrosis.

Yao JC et al. N Engl J Med. 2011;364:6 EFE 2013
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Glycemic Control in Patients with
Insulinoma Treated with Everolimus

Table 1. Characteristics of the Patients, Previous Therapy, and Response to Everolimus.*

Pericytes/endothelial cells

Receptor

Sunitinib

Insulinoma cell

Patient Age

No. (yr) Sex Medical Center

F  M.D. Anderson
Cancer Center

F  M.D. Anderson
Cancer Center

F Dana—Farber
Cancer
Institute

M University of
California,
San Francisco

Previous Therapy

Depot octreotide, radio-

frequency ablation,

111-indium octreotide,
hepatic-artery chemo-
embolization, strepto-
zocin plus doxorubicin

Surgical debulking and ra-

diofrequency ablation,
hepatic-artery embo-
lization, hepatic-artery
chemoembolization

Resection of primary tu-

mor, surgical debulk-
ing and radiofrequency
ablation, temozolomide
plus bevacizumab

Depot octreotide, strepto-

zocin plus doxorubi-
cin, surgical debulk-
ing, FOLFOX plus be-
vacizumab

Kulke MH et al. N Engl J Med 2009;360;2

Glucose Control

At Study
Entry

Depot octreotide, diaz-
oxide, dexametha-
sone, and oral feed-
ing every 2 hr and
nocturnal continuous
enteral feeding

Depot octreotide, diazox-
ide, and glucose tab-
lets

Intermittent sympto-
matic hypoglycemia
despite use of depot
octreotide and diaz-
oxide

Glucose control requiring
nocturnal dextrose in-
fusion

During Everolimus
Therapy

Normalization of glucose
level: discontinuation
of diazoxide and noc-
turnal feedings

Normalization of glucose
level; discontinuation
of diazoxide and glu-
cose tablets

Normalization of glucose
level: discontinuation
of diazoxide

Normalization of glucose
level: discontinuation
of nocturnal dextrose
infusions

Tumor Response
and Progression-
free Survival

Partial response
for 16 mo

Partial response
for 29 mo

Stable disease
for =6 mo

Stable disease
for =6 mo

EFE 2013




Everolimus for Advanced Pancreatic Neuroendocrine Tumors

SUNTITINIR inibisce molteplici recettori delle tirosin chinasi che sono

coinvolte nella crescita dei tumori, nella neoangiogenesi
tumorale e nella progressione metastatica del cancro

Octreotide

\i! Lanreotide = SUTENT

INDICATO per
Tumori neuroendocrini pancreatici ben
differenziati, non operabili o metastatici, in
progressione di malattia, negli adulti

EFE 2013




Sunitinib Malate for the Treatment of Pancreatic
Neuroendocrine Tumors

Kaplan-Meier Analysis of Progression-free Survival and Overall Survival in the Intention-to-Treat
Population and the Maximum Percent Change from Baseline in the Sum of the Longest Diameters of
Target Lesions, According to Patient.

A Progression-free Survival B Overall Survival

100+ Hazard ratio, 0.42 (95% Cl, 0.26-0.66) 100

P<0.001 Sunitinib

804

80 T
e

e SR
L,

60+ 60+ Placebo E-r——-t—1-1-—-1--—1—----

Sunitinib

Survival (%)

40 40

20- Hazard ratio, 0.41 (95% Cl, 0.19-0.89)
P=0.02

Probability of Progression-free
Probability of Overall Survival (%6)

0 I I I
5 0 5 10 15

Months since Randomization Months since Randomization

No. at Risk No. at Risk

Sunitinib 86 39 19 4 0 0 Sunitinib 86 60 38 16
Placebo 85 28 7 2 1 0 Placebo 85 61 33 12

C Maximum Percent Change from Baseline in the Sum of the Longest Diameters of Target Lesions
60
B Sunitinib ] Placebo
40-|
20

0

_204

_40-

Change from Baseline (%)

-60-

%0 * Confirmed partial or complete response

Raymond E et al. N Engl J Med 2011;364:501




Sunitinib Malate for the Treatment of Pancreatic
Neuroendocrine Tumors

1 1TI0N
Sunitinib (N=83) Placebo (N=82)
All Grades Gradelor2 Grade3or4 All Grades Gradelor2 Grade3or4

number of patients (percent)
4 (5) 32 (39)

1(1) 24 (29

4 (5) 22 (27

25 (30

22 (27

1(1) 1

3 (4) 3

26 (32) 18

3

2

Diarrhea 49 (59 45 (54
Nausea 37 (45 36 (43
Asthenia 28 (34 24 (29
Vomiting 28 (34 28 (34
Fatigue 27 (32 23 (28
Hair-color changes 24 (29 23 (28
Neutropenia 24 (29 14 (17
Abdominal pain 23 (28 19 (23
Hypertension 22 (26 14 (17

37) 2(2)
1(1)
3(4)
2(2)

30
23
19
23
15 7 (8)

)
)
)
)

4(3)

)
)
)
)
)
)
)
)
)
) 2(2)

(
(
(
(
(
(
(
(
(
(

Palmar—plantar erythro- 14 (17
dysesthesia

Anorexia 16 (19
Stomatitis 15 (18
Dysgeusia 17 (20
Epistaxis 16 (19
Headache 15 (18

17 (21)
2(2)
4(5)
4(5)
11 (13)
10 (12)
4(5)
4(5)
6(7)
9 (11)
16 (20) 1(1)
14 (17) 4(5)

Insomnia 15 (18
Rash 15 (18
Thrombocytopenia 11 (13
Mucosal inflammation 12 (14
Weight loss 12 (14
Constipation 12 (14
Back pain 10 (12

)
)
)
)
)
)
)
)
)
)
)
)

* Adverse events were defined on the basis of the National Cancer Institute Common Terminology Criteria for Adverse
Events, version 3.0. Events listed are those of any grade that occurred in more than 15% of patients in either group.

Raymond E et al. N Engl J Med 2011;364:501 EFE 2013




CASISTICA AZIENDA OSPEDALIERO UNIVERITARIA FERRARA
EVEROLIMUS y

Neoplasia neuroendocrina del Epatiche
polmone tipo carcinoide tipico Ossee

Carcinoide atipico

Carcinoma neuroendocrino
ileale
bene differenziato

Carcinoma neuroendocrino
ileale
bene differenziato

Carcinoma neuroendocrino
ileale
bene differenziato

Linfonodali

Linfonodali
Polmonari
Epatiche
Ossee
Epatiche
Ossee
Linfonodali

Epatiche
Linfonodali

Epatiche
Ossee
Linfonodali

T4 N1 M1
Stadio IV

T4 N1 M1
Stadio IV

T4 N1 M1
Stadio IV

T3 N1 M1
Stadio IV

T4 N1 M1
Stadio IV

AFINITOR

Chirurgica
Chemioterapia

Medica
Chemioembolizzazione
Radioterapia lesioni osse
Chirurgica
Chemioterapia
Radiometabolica
Medica

Chirurgica

Medica
Radiometabolica
Chirurgica
Chemioembolizzazione
Medica
Radiometabolica

Chirurgica

Medica
Chemioembolizzazione
Chemioterapia
Radiometabolica
Radioterapia




(non funzionante)

Carcinoma neuroendocrino
pancreatico bene differenziato

(non funzionante)

Carcinoma neuroendocrino bene

differenziato (insulinoma)

Carcinoma neuroendocrino
pancreatico bene differenziato

(non funzionante)

Carcinoide insulare desmoplastice

annessiale bilaterale

Linfonodali
Epatiche

Epatiche

Linfonodali
Epatiche

Epatiche

Linfonodali
Epatiche
Peritoneali
Polmonari

T4 N1 M1
Stadio IV

T4 N1 M1
Stadio IV

T3 N1 M1
Stadio IV

T4 N1 M1
Stadio IV

T4 N1 M1
Stadio IV

CASISTICA AZTENDA OSPEDALIERO UNIVERITARIA FERRARA

Carcinoma neuroendocrino
Pancreatico bene differenziato

Medica
Radiometabolica
Termoablazione con RF
Chirurgica

Medica
Chemioembolizzazione
Radiometabolica

Chirurgica
Terapia Medica

Chirurgica

Medica
Radiometabolica
Chirurgica

Medica
Termoablazione con RF




=, L'evoluzione della terapia medica:

Socidla

il dalla chemioterapia ai nuovi farmaci a target molecolari

aammw

Risposta  Stabilita Progressione Sospensione per
parziale effetti collaterali

Ca ileale 2 mesi

Ca ileale 12 mesi

Ca ileale 8 mesi

Carcinoide 4 mesi

desmoplastico

Carcinoide 3 mesi

polmonare tipico

Carcinoide 6 mesi 12 mesi

polmonare atipico

Ca pancreatico 5 mesi

Ca pancreatico 6 mesi

Ca pancreatico

EFE 2013




L evoluzlong della terapia medica: pT———
dalla chemioterapia ai nuovi farmaci a farget mol€d

SUNITINIB

1998: asportazione di "neoplasia neuroendocrina del-pancreas a struttura
carcinoidea di tipo alveolare infiltrante estesa al tessuto adiposo peripancreatico”.

2009: riscontro TC di recidiva cefalo a carico della testa del pancreas + sospetta
metastasi linfonodale peripancreatica

- iniziata terapia con Octreotide LAR 30 mg: 1 fl i.m ogni 28 gg

- Da gennaio 2010 ad ottobre 2011 il paziente ha esequito 8 cicli di terapia
radiometabolica con 90 Y DOTATATE

Settembre 2012: progressione di malattia a livello pancreatico
—~ottobre 2013: il paziente ha iniziato terapia con Sunitinib 37.5

mg/die.

FOLLOW UP A 6 MESI >STABILITA'

Effetti collaterali prurito disgeusia

EFE 2013




L'evoluzione della terapia medica:

o hmean dalla chemlo’rer'aala ai_huovi iarmacn a ‘rar'ﬁe‘r molecolari

TUMORI NEUROENDOCRINI
ﬁg ,.GASTRO-ENTERO-PANCREATICI

Alla luce dei trattamenti oggi
@\‘ disponibili, la terapia deve

ssere individualizzata
y A

La scelta della strategia terapeutica,
basata sulle caratteristiche del
tumore/paziente ¢ piu importante della
decisione sulla singola terapia
e richiede un approccio multidiciplinare

EFE 2013




L'evoluzione della terapia medica:

dalla chemio’remaia ai huovi iar'maci a ’rar'ﬂe‘r molecolari

Endocrinologo Radiologo

Medico Nucleare

Patologo

Chirurgo

Oncologo

Pneumologo ”\ )| G Radioterapista

Gastroenterologo

Farmacista

Laboratorista
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Soidts L'evoluzione della terapia medica:
e hamere dalla chemioterapia ai nuovi farmaci a target molecolari

ﬂ‘v etrato

23 luglio 2002

Funzione Operativa Polispecialistica focalizzata sui
pazienti affetti da neoplasia heuroendocrina
gastroenteropancreatica (GEP) e carcinoide bronchiale

Endocrinologia Medicina Nucleare

EFE 2013




PARTECIPANTI AL GRUPPO
Istituto di Anatomia Patologica
Istituto di Chirurgia Generale
Istituto di Clinica Chirurgica

Sezione di Endocrinologia

Unita Operativa di Gastroenterologia

Unita Operativa di Medicina Nucleare
Unita Operativa di Oncologia
Istituto di Radiologia

Unita Operativa di Radiologia

EFE 2013




Gruppo NETs GEP-Azienda Ospedaliero Universitaria di Ferrara




Blocco 2E2 DAY-HOSPITAL

Day Hospital 22
Day Hospital 22

.

© DAY-HOSPITAL 2E2:

-U.0. Clinica Medica
-U.0. Clinica Neurologica
-U.0. Diabetologia, Dietologia e

. Nutrizione Clinica

~ -U.0. Endocrinologia

-U.0. Fisopatologia Respiratoria
-U.0. Gastroenterologia
-U.0. Geriatria
-U.0. Medicina Interna Ospedaliera 1
-U.0. Medicina Interna Ospedaliera 2
-U.0. Medicina Interna Universitaria
-U.0. Nefrologia
-U.0. Neurologia
-U.0. Pneumologia
-U.0. Reumatologia

-Modulo Dipartimentale Ecografia
Interventistica

EFE 2013



Bondanelli Marta
Franceschetti Paola
Rossi Roberta
Trasforini Giorgio
Zatelli Maria Chiara

Tagliati Federico
Buratto Mattia
Bruni Stefania

Ettore degli Uberti

Maria Rosaria Ambrosio
Ambulatorio Neoplasie Neuroendocrine 0532 236519

Calabro Veronica
Celico Mariella
Guerra Alessandra
Lupo Sabrina
Malaspina‘Alessandra
Rossi Martina

Mariella Minoia
Carlo Filieri

0532 236574




