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Midta ismerjuk?

Up to the mid 19 (th) century primary bronchial carcinoma was unknown.
Primary tumours and metastases of malignant lung tumours were often
not distinguished one from the other. Only in 1871,

Theodor Langhans from Marburg reported the first certain

observation of bronchial carcinoma.

1871
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Rate per 100.000 male population

A tiidorak mortalitasa a huszadik szazadban
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A tidorak vilagszinten jelentds egészségligyi probléma

A tuddrak vilagszerte a leggyakoribb daganat és vezeti a daganattal 6sszefiiggd haldlozasi staisztikat.

15-17 %-0s Ot éves tulélés

1.8 1.6

millié million

uj eset evente halaleset évente

Ferlay J, et al. GLOBOCAN 2012 v1.0; http://globocan.iarc.fr, accessed on 12/02/2015



A tumorsejtek elpusztitasa Signal transdction

Cytotoxic chemotherapy

TERHEfa Targeted therapy

Surgery

Immuno-modulation




Az antitest gyodgyszer konjugalt terapia (ADC),
mely ,,dronok” segitségével tamadja a tumort

Kemoterapia

Antitest gydgyszer
konjugalt kezelés




Rova-T Leverages Surface DLL3 to Deliver PBD Toxin
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Rova-T Leverages Surface DLL3 to Deliver PBD Toxin
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PBD Dimer Toxin Mediates Tumor Cell Killing
|= DLL3
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Rova-T Clinical Development Program in SCLC

1L Therapy Maintenance 2L Therapy 3L+ Therapy
Therapy

SCRX001-004 MERU SCRX16-001 SCRX16-001

Phase 1: Rova-T # cisplatin & Phase 3: Rova-T versus placebo as Phase 1/2: Rova-T monotherapy in Phase 1/2: Rova-T monotherapy in

etoposide vs cisplatin & etoposide in maintenance following platinum-based recurrent SCLC recurrent SCLC

1I: E)LL3+ SCLQ therapy
M16-300 M16-300
Phase 1/2: Rova-T + nivolumab + Phase 1/2: Rova-T + nivolumab *
ipilimumab in 2L+ SCLC ipilimumab in 2L+ SCLC

TAHOE

Phase 3: Rova-T versus topotecan in 2L
DLL3 high SCLC

Phase 1

Phase 1/2

SCLC=Small Cell Lung Cancer.
ClinicalTrials.gov. https://clinicaltrials.gov. Accessed August 2017.



IMpower133: Global Phase 1/3, double-blind, randomized, placebo-controlled trial
evaluated atezolizumab + carboplatin + etoposide in 1L ES-SCLC

. \ Induction (4 x 21-day
Patients with (N = cycles)
403):
* Measurable ES-
SCLC Atezolizumab (1200 mg IV, Day 1)
(RECIST v1.1) + carboplatin Atezolizumab

+ etoposide

« ECOGPSOor1
* No prior systemic
treatment for ES-

Treat until
PD or loss
of clinical
benefit

Survival follow-up

SCLC
] . Placebo
» Patients with treated + carboplatin
asymptomatic brain + etoposide
metastases were
ellglble Carboplatin: AUC 5 mg/mL/min IV, Day 1
. . Etoposide: 100 mg/m? IV, Days 1-3
Stratification:
+ Sex (male vs. female)
Co-primary end points: Key secondary end points:
- ECOG PS (0 VS. 1) » Overall survival + Objective response rate
e Brain metastases * Investigator-assessed PFS g:fr::)i/on of response

(yes vs. no)2
\ J

aOnly patients with treated brain metastases were eligible. ECOG PS, Eastern Cooperative Oncology Group Performance Status; IV, intravenous; PCI, prophylactic cranial irradiation;
PD, progressive disease; PFS, progression-free survival; R, randomized; RECIST, Response Evaluation Criteria In Solid Tumors.



Teljes tulélés

b Placebo

+ CP/ET
(N =202)

100

+ CP/ET
(N = 201)

90

80 OS events, n (%) 104 (51.7) 134 (66.3)
< 12-month OS5 \jedian s, 12.3 10.3
—y months (95% Cl) (10.8, 15.9) (9.3, 11.3)
©
2 60 51.7% o 0.70 (0.54, 0.91)
> HR (95% Cl) 0 = 0.0069

50
3 Median follow-up,
— months? 13.9
© 40
QhJ Atezolizumab
S 30 + CP/ET

— Placebo

20 + CP/ET
it +
10 Censored
0

o 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24

No. at risk Months
Atezolizum

ab 201 191 187 182 180 174 159 142 130 121 108 92 74 58 46 33 21 11 5 3 2 1

2 Clinical data cutoff date: April 24, 2018, 11 months after the last patient was enrolled. Cl, confidence interval; HR, hazard ratio; CP/ET, carboplatin + etoposide.



Progresszid mentes tulélés

. Atezo::zuma Placebo
+ CP/ET (L C_PZ/ 5;)
% (N =201) -
(=]
é 80 PFS events, n (%) 171 (85.1) 189 (93.6)
.g 70 Median PFS, 5.2 4.3
E months (95% Cl) (4.4, 5.6) (4.2, 4.5)
3 60
7} 6-month PFs o 0.77 (0.62, 0.96)
dJ HR (95% Cl) b =0.017
o 5 |
Y- Median follow-up,
é months? 13.9
o % 12-month PFS
‘» Atezolizumab
A 30 + CP/ET
Ty
— Placebo
2 20 + CP/ET
10 = } + Censored
, 1 I_I

o 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24

No. at risk Months
Atezolizum

ab 201 190 178 158 147 98 58 48 41 32 29 26 21 15 12 11 3 3 2 2 1 1

aClinical data cutoff date: April 24, 2018, 11 months after the last patient was enrolled. Cl, confidence interval; HR, hazard ratio; CP/ET, carboplatin + etoposide.
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Ad enocarcinoma. » Crizotinb? | |~ Crizotinib? A e
> Alectinib* + Cabozantinip2 =~ | ~ Afatinib
.. & EGFR Sensitizing » Ceritinib ® » Dacomitinib 2
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. . BRAF 2% » DS§-6051h?
Gefitnib AL
. . BRAF
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Crizotinib i Dri ey
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Alectinib i » Apatinib?
.« o 31% » Vandetanib?
Afatinib » Ponatinib?
» Lenvatinib?
NTRK1
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o —“3 G > Trametinib 2 > 1Y30234142 > LOX0-1012
e bk » Selumetinib® | |~ PQR309? » Cabozantinib 2
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1-3: nem torzskonyvezett készitmények
Tsao et all Thorac Oncol. 2016 May;11(5):613-38




EGFR aktivald mutacio felfedezése

e IR AT s SaSINS -- . p i il i 5. |




Progress in Lung Cancer Research

o
linked to improved
overall survival for a
subset of patients with
nonsquamous NSCLC

These data led to the subsequent
al of the agent later that

of patients with unresectable,
locally advanced recurrent, of
metastatic, nonsquamous NSCLL.

1950

Cigarette smoking  Chemotherapy

definitively linked  found to prolong

to lung cancer survival for patients
with lung cancer

s L

1930-1993

‘ﬂﬁ 1._1.95!2

Surgeon General's Report on Systemic Combined-modality
Smoking and Health, public chemotherapy with  therapy became the
health warnings issued or without chest standard of care for
The Surgeon General's Report defnitively irradiation found limited-stage SCLC

stated that cigarette smoking is causally 10 be curative for

related to lung cancer. The report led a small subset of

to the Federal Cigaretie Labeling and patients with SCLC

[1993-present

Secondhand smoke identified as
causative for lung cancer in adult
nonsmokers

Advertising Act of 1965, which required
a health warning 10 appear on cigaratte
packapes sold in the United States

This warning was modified by the Publi
Health Smoking Act of 1969 to be

morne explicit

2009-2013
EGFR-TKIs gefitinib, erlotinib,

and afatinib approved
of ALK were for previously untreated
discovered in a NSCLC and EGFR-sensitizing
subset of NSCLC mutations

in several studies, patients with EGFR-

mutated NSCLE were treated with

gither platinum-basad chematherapy
a¢ with one of the EGFR-TKIs (gefitinib,
atlotini, or afatinib). Results showed
increased response rates, profongation
of progression-lree survival, and
improvements in symptom canteol

for those treated with the EGFR-TKI
comparad with those treated with
chamaotharapy

2010
Standard of care for
patients with NSCLC
with resected stage 1B
or patients with stage
1 or 11l NSCLC shifted
to cisplatin-based
adjuvant chemotherapy

2010

Annual low-dose spiral
CT found to reduce

the risk of death from
lung cancer by 20%,
compared with chest
x-ray in current and
heavy former smokers

Crizotinib approved for
ALK-positive NSCLC

Response rates for crizotnit
were found to be 3-fold
higher and progression-frae
survival was prolonged by
2-fold whan comparad with
standard chemotherapy

'l
1

2013

The U.S. Preventive
Services Taks Force
{USPSTF) recommends
low-dose spiral CT

The USPSTF adoptid t




ALK gétlds

Gefitnib
Erlotinib
Afatinib
Osmertinib
Crizotinib
Alectinib
Ceritinib
Necitumumab

\

Journal of Thorasic Oncolegy 2016 11, 613-828. DOI:
(1010164 jtho.2016.02.012)
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Mellkas rtg a krizotinib kezelés elott
2014 december 15.




Mellkas rtg. Két héttel a krizotinib kezelés elkezdése
utan
2015 januar 7.

A daganat elt(int, mintegy pneumonia




Mellkas rtg. 4 év utan

Négy éves progresszio mentes tulélés eddig, folyamata csaknem
komplett remisszidoban.
Gyakorlatilag tlinet és panaszmentes.



Braf mutac

Gefitinib
Erlotinib
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Osimertinib
Crizotinib
Alectinib
Ceritinib
Brigatinib
Necitumumab
Dabrafenib
Trametinib
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Dabrafenib Trametinib kezelés elott




Dabrafenib Trametinib kezelés utan 6 héttel

BRAF mutdacié meghatarozas



Somatic mutation frequancy(’ Mb)

Magas mutacios arany a tudbérakban

Somatic mutation frequencies observed in exomes from
3083 tumour-normal pairs

n=2230 52 134 28 23 81227 91 I7 12113 63 214 11 24218 20 4 181 251 76 3 35 33517V 121

......

ffg /;;’/! f !jiff}a%fiff;;fif{! 7



Immunonkoldgia

Potential for Cure with

, T Cancer Immunotherapy (CIT)
Esély a hosszu tavu tulélésre S Control
— Targeted Therapy

Immunotherapy

Immunotherapy Combinations

Medical Benefit (PFS/0S)

® © &

* Sehn, L. H. et al. J Clin Oncol; 23:5027-5033 2005



The Role of the Immune System in Cancer
and Process of Immunoediting

* The three E’s of cancer immunoediting describe the immune system’s role in

protecting against tumor development and promoting tumor growth

Elimination
Cancer Immunosurveillance

« Effective antigen
processing/presentation

+ Effective activation and
function of effector cells

CDd+ T cell

G % Tumor Cells

g

f‘.
NE=natural killer; Treg=regulatory T call.

SO
Vesely MD et al. Ann Rev Immunol. 2011;29:235-271.

Equilibrium
Cancer Dormancy
+ (Genetic instability
+ Tumor heterogeneity

* |mmune selection

Escape
Cancer Progression

« Tumors may avoid elimination
by the immune system
through outgrowth tumor cells
that can suppress, disrupt, or
“escape” the immune system




MReck ESMO 2016.

KEYNOTE-024 Study Design (ncTo2142738)

Key Eligibility Criteria Pembrolizumab
» Untreated stage IV NSCLC 200mg IV Q3W
» PD-L1 TPS 250% (2 years)
» ECOG PS0-1

* No activating EGFR mutation or
ALK translocation

» No untreated brain metastases Platinum-Doublet

» No active autoimmune disease Chemotherapy
requiring systemic therapy (4-6 cycles)

Key End Points

Primary: PFS (RECIST v1.1 per blinded, independent central review)
Secondary: OS, ORR, safety

Exploratory: DOR

*To be eligiblefor crozsover, progressivediseaze (PD) had to be confirmed by blinded, independentcentral radiology review
and all safety criteria had to be met.

Pembrolizumab
200 mg Q3W

for 2 years

EEEMD
216




Elobb immunellenorzé pont gatlé
kezelés, majd kemoterapia PDL1-et
magasan expresszaldé nem kissejtes

tudorak esetén.



Megjegyzések:

Szuperszelektalt betegek:

*PDL1 expr. 50 % felett

*PS 0-1

*EGFR ALK kizarva

*Agyi attét

*Aktiv autoimmun betegség

10

1-2



KEYNOTE-189: Pembrolizumab+ CT vs CT
IV-es stadiumu nem laphamsejtes tuddrak

 Randomizalt, dupla vak fazis lll-as vizsgalat

4 cycles

Patients with stage
IV nonsquamous
NSCLC and ECOG PS

Until PD or
unacceptabl
e toxicity;

No PD

0/1, crossover
any PD-L1 status, Placebo Q3W + No PD from
no actionable Plt/pemetrexed Q3W p;IacebZ
EGFR/ALK (n =206) allowe
mutations *Up to total of 35
(N =616) cycles.
= Primary endpoints: OS, PFS by BICR
= Secondary endpoints: ORR, DoR, safety
Gandhi L, et al. N Engl J Med. 2018;[Epub ahead of print]. ClinicalTrials.gov. AACR 2018.

NCT02578680.



Keynote 189 Tulélés

PES Median 05

Median
100 - PFS, MOE 1004 0%, Mos
u&?ﬂ\u Pembro + CT E.B e, Pembro + CT MR
| ilh \xuq_\_ﬁ_‘- P
god - .1 Pbo +CT 4.3 g0 ", Illju Pbo +CT 11.3
'q__|
._ ""'44 A" l!-.q"ll'
- B0+ = G- i e T TR
& £ iy
""'ll.lll
r T,
= 404 ‘H © 4. HR: 0,49 ARl
g
20 —u 20 4
I|_I_I_I_I.
. HR: 0.52 (55% CI: 0.43-0.64; P < .00D1] a HR: 0.49 (95% Cl: 0.38-0.64; P < D01}
T T T T T T T 1 T T T T T T
Patients st o 3 B ] 12 15 18 21 0 3 B g 12 15 18 21
Risk, n Mos Muos
Pembro + CT 410 5322 255 143 8 i7 5 i 410 377 347 278 153 71 iA a
Pha+ {T 2046 141 a0 A0 15 3 i i 210G 183 149 104 53 25 k| [}
Gandhil, =t al. N Engl } Med. 201 8;[Epub ahead of print].




KEYNOTE-189: Kovekeztetések

e [|V-es stadiumu nem laphamsejtes tlidérak esetén, a pembrolizumab +
kemoterapias kombinacid, 6sszevetve a platina bazisu kemoterapiaval
szignifikansan megnoveli a PFS és az OS értékeket azoknal a
betegeknél, akiknél nem mutatkozik driver mutacio

* PDL1 expressziotodl fuggetlen hatékonysag

A pembrolizumab + platina + pemetrexed kombinacios kezelés, majd a
fenntarto pemetrexed+pembrolizumab terdpia uj elsévonalbeli
standard kezelés a IV-es stadiumu nem laphamsejtes tiidérakban

Gandhi L, et al. N Engl J Med. 2018;[Epub ahead of print].



KEYNOTE 407: Fazis lll-as vizsgalat Paclitaxel/carboplatin.
Pembrolizmabbal, vagy anélkiil IV-es stadiumu
laphamsejtes tiidorakban

Pembrolizumab 200 mg Q3W +

Key Eligibility Criteria Carboplatin AUC 6 Q3W + Pembrolizumab
Untreated stage IV NSCLC Paclitaxel 200 mg/m* Q3W OR 200 mg Q3W

with squamous histology nab-Paclitaxel 100 mg/m* Q1W

ECOGPS 0or1 for 4 cycles (each 3 wk)

forup to 31 cycles

Provision of a sample for
PD-L1 assessment
No symptomatic brain Placebo (normal saline) Q3W +
metastases Carboplatin AUC & Q3W + Placebo
Paclitaxel 200 mg/m* Q3W OR (normal saline) Q3W =

No pneumonitis requiring nab-Paclitaxel 100 mg/m? Q1W

systemic steroids for up to 31 cycles

for 4 cycles (each 3 wk)

Stratification Factors I

* PD-L1 expression End points

1<% vs 21% 3
{TPS. shhiah), « Primary: PFS (RECIST v1.1, BICR) and OS
« Cholice of taxane

(paclitaxel vs nab-paclitaxel) « Secondary: ORR and DOR (RECIST v1.1,

- Geographic region BICR), safety
[east Asia vs rest of world)

Optional Crossover®

Pembrolizumab

lor up to 3o cycles




Progresszomentes tulélés

Events HR (95% Cl) P

Pembro + Chemo  54.7% 0.56 <0.0001
Placebo + Chemo 70.1% (0.45-0.70)

100
90+
801
70~
60-

L I . - e Median (95% Cl)
40+ 6.4 mo (6.2-8.3)
30 4.8 mo (4.3-5.7)

20-
104

0 e e e e e T e [T —]
0 3 6 9 12 15 18 21
Months

No. at Risk

278 223 142 57 23 5 0 0
281 190 90 26 12 4 0 0

HR 0,56

PFS, %

BICR, blinded, independent central review. Data cutoff date: Apr 3, 2018.

Presented By Luis Paz-Ares at 2018 ASCO Annual Meeting



Minden nézett alcsoportban

Median tulélés:

100+
904
804
704
60 4
50

Eredmények

Pembro + Chemo

Placebo + Chemo

0s, %

40-
30-
20-
104

S S S B

o) I
0 3

jobb a kemo+pembro

kar

0.64

(0.43-0.85)

Median (95% Cl)
15.9 mo (13.2-NE)
11.3 mo (9.5-14.8)

0.64 (0.49-0.85)

0.52 (0.34-0.80)
0.74 (0.51-1.07)

0.69 (0.51-0.94)
0.42 (0.22-0.81)

0.54 (0.29-0.98)
0.66 (0.48-0.90)

0.44 (0.22-0.89)
0.69 (0.51-0.93)

0.67 (0.48-0.93)
0.59 (0.38-0.98)

0 ol or veaths:
Subgroup No. of Patients Hazard Ratio (95% CI)
Overall 205/559 ——

ge H

<65 yrs 88/254 _

>65 yrs 117/305 —H—
seﬁl 67/455 —;-—:

ale 167/4

Female 38104 I :
ECOG PS :

0 48/163 =

1 157/396 ——
Region of enrollment -

East Asia 34/106 -—i

Rest of world 171/453 —.—
Choice of taxane H

Paclitaxel 140/336 ——

Mab-paclitaxel 65/223 ——

0.1 05 1

Pembro + Chemo
Better

FPlacebo + chemnr
Better



KOovetkeztetés:

Data suggest pembrolizumab plus carboplatin and paclitaxel or nab-paclitaxel should
become a new standard-of-care for first-line treatment of metastatic squamous
MNSCLC, irrespective of PD-L1 expression

Pembrolizumab plusz carboplatin/paclitaxel kezelés, fenntarté pembrolizumab
terapidval Uj terapias standard a IV-es stadiumu laphamsejtes nem kissejtes tiidorak
esetén a PDL1 expressziotol fuggetleniil.



PACIFIC vizsgalat:

Phase 3, randomized, double-blind, placebo-controlled, multi-center, global study'2

1.Age at

Placebo IV q2w (N=237) randomization (<65
vs 265 years of age)

2.Sex (male vs female)

Durvalumab IV 10 mg/kg gq2w up to 12

months (N=476)

3.Smoking history
Co-primary . (smoker vs non-
Endpoints Secondary Endpoints ——
s TTDM
* 0S24 * Safety and
* 0OS * DoR (per BICR) tolerability
*Re;onslzgéz;tion Criteria In Solid Tumors v;loRR (per BICR) * Health-related QOL
* APF12 and APF18 * PK and
immunogenicity

APF12 = proportion of patients alive and progression-free at 12 months; BICR = blinded independent central
review; DoR = duration of response; IV = intravenously; NSCLC = non-small cell lung cancer; ORR = objective
response rate; OS = overall survival; 0S24 = number (%) of patients who are alive at 24 months; PFS =
progression-free survival; PK = pharmacokinetics; QoL = quality of life; g2w = every 2 weeks; SoC = standard of
care; TTDM = time to death or distant metastasis.

1. US National Institutes of Health.
https://www.clinicaltrials.gov/ct2/show/NCT02125461. 2. Paz-Arez A et al.
Poster presented at: ESMO Annual Meeting, September 8-12, 2017; Madrid,
Spain.
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PACIFIC Study — PFS by BICR

Durvalumab Placebo
10 v (N=476) (N=237)
| . .
094 | Z')e‘j'a" PFS, months (95% | ¢ ¢ 13.0-18.1)| 5.6 (4.6-7.8)
0.8 -  Toce
- élz) month PFSrate, % (95%| o 5 (51 0-60.4) | 35.3 (29.0-41.7)
- o, 0,
Z 06 - 18-month PFS rate, % (95%| ;37 505) | 27.0 (19.9-34.5)
5 Cl)
S 05 -
E.Iz 0.4
0.3

Stratified hazard ratio,
0.2 H 0.52 (95% Cl, 0.42-0.65)
Two-sided P<0.0001

Placebo

0.1 1
0.0 : :
T T T T T i T T T
0 3 6 9 12 15 18 21 24 27
Time from randomization (months)
No. At Risk
Placebo 237 163 106 87 52 28 15 4 3 0

1. Paz-Arez A et al. Poster presented at: ESMO Annual Meeting, September 8-12, 2017;
BICR = blinded independent central review; PFS = progression-free survival. Madrid, Spain.
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A tudorak immunterapiaja teljesen
atformalja a kezelési stratégiat

Amennyiben nincs onkogén driver mutacio

* Elsé vonalban IV-es stadiumu megbetegedés esetén
* Masodik fonalban IV-es stadiumu megbetegedés esetén

* Fenntarto6 terapiaban lokalisan kiterjedt nem kissejtes tuddrak
esetén

Kisérleti stadium:
* Neoadjuvans kezelés

e Aduvans kezelés
* Onkogén driver mutacio esetén



CLLA4 gétlas

James P. Allison USA

2018 "A a rak elleni modemn immunterapia kifejlesztéséén'

Hondzso Taszuku | Japan

PD axis gatlas



Mikrobiom és a
Tudorak




A mikrobiom a benniink élo
szimbionta és patogén
mikroorganizmusok okologiai
rendszere.

The microbiome is the ecological community of commensal,

symbiotic, and pathogenic microroganisms that literally share
our body space.

Joshua Lederberg (2001)
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2k The gut microbiota can
g weigh up 1o 2Kg

ﬁl
Each individual has a unique ’/&/"‘\ N
gut microbiota, as .@ )
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personal as a fingerprint
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Mikrobiom kutatas

* Anna Karenina effektus

* A boldog csaladok mind hasonloak egymashoz, minden
boldogtalan csalad a maga modjan az”

* Happy families are all alike; every unhappy family is unhappy in
its own way.”

* Vellink elé eldlenyek.

* Mikrobiom egyensuly megbomlas egyedi
* Hatasa az immunterapiara (antibiotikumok, probiotikumok)

] Zaneveld et al. Nature Microbiclogy 2017.



Microbiome diversity scale

Mikrobiom sokfélesegének valtozasa

Blaser MJ]: Antibiotic use and its consequences for the normal microbiome.
Science 2016: 352: 545-546.
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A mikrobiom eloszlasa

Léguti mikrobiom:
Streptococcus
Neisseria
Moraxella
Haemophilus
Corynebacterium
Moraxella
Neisseria
Staphylococcus

Szdjiireg mikrobiom:

Streptococcus
Actinomyces
Prevotella
Fusobacterium
Veilonella
Corynebacterium

Bél mikrobiom:
Peptostreptococcus
Eubacterium
Clostridium
Bifidobacterium
Bacteroides
Lactobacillus
Enterococcus
Prevotella
Bacillus
Escherichia
Campylobacter

Bor mikrobiom:
Staphylococcus
Micrococcus
Corynebacterium
Propionobacterium
Pseudomonas
Escherichia

Hiively mikrobiom:

Streptococcus
Staphylococcus
Lactobacillus
Candida
Prevotella
Gardnerella




Négy eld kard

Antibiotikumok




Négy éld kard

Antibiotikumok

Egy: infekciok kezelése
Kettd: prevencio
Harom: rezisztencia

Négy: hatasa a mikrobiomra



Lung cancer: a new frontier for microbiome research and clinical
translation

Luis AJ Mur', Sharon A Huws?, Simon JS Cameron?, Paul D Lewis* and Keir E Lewis®® ecancer 2018, 12:866 https://doi.org/10.3332/ecancer 2018 866

Kopet és bronchoalveolaris lavage vizsgalatok alapjan uj tiidorak szlirési metodus lehetdsége



Alt;rations of fecal bacterial communities
in patients with lung cancer

Wek-Quan Zhang22, Shu-Kang Zhao'2, Jun-Wen Luo®2, Xiao-Peng DongZ, Ying-Tao Haot, Hui Li3, Lei Shant, Am J Trans| Res 2018;10(10):3171-3185
Yong Zhou*, Hu-Bo Shig, Zai-Yun Zhang®, Chuan-Liang Peng?, Xiao-Gang Zhao wwwajtrorg /I55N:1943-8141/AITROOT 7798
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A széklet mikrobiom osszetétele jellemzoé lehet a tiidorakos
betegségre
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Gut microbiome influences efficacy of PD-1-based
immunotherapy against epithelial tumors

Bertrand Routy,"** Emmanuelle Le Chatelier,* Lisa Derosa,"** Connie P. M. Duong,"**
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Gut microbiome influences efficacy of PD-1-based
immunotherapy against epithelial tumors

Bertrand Routy,"** Emmanuelle Le Chatelier,* Lisa Derosa,"** Connie P. M. Duong,"**
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Gut microbiome influences efficacy of PD-1-based
immunotherapy against epithelial tumors

Bertrand Routy,"** Emmanuelle Le Chatelier,* Lisa Derosa,"** Connie P. M. Duong,"**
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Széklet atultetés daganatos betegekbol akik reagaltak
és akik nem az immunkezelésre, illetéleg antibiotikus
kezelés + immunkezelés hatékonysaga



A tumorsejtek elpusztitasa Signal transdction

Cytotoxic chemotherapy

TERHEfa Targeted therapy

Surgery

Immuno-modulation




Egylttmdkodeés:

Pulmonolégus
Klinikai onkologus
Sebész

Patologus

Képalkoto diagnoszta
Immunologus
Endokrinolégus




