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Secondary AML: current state-of-art

Secondary AML, especially those evolving from

Secondary AML
Independent adverse prognostic All AML patients (PETHEMA registry) - aoee o loors previous MDS, is closely associated with older
factor (p=0.008) (n=11224) « Diagnosed between 01/01/1990 and 31/12/2019 o

1.00- age, comorbidities, worse performance status,
g " > e and unfavorable genetic features.
2 050
a v
S 495 Eligible for the study

™ e — . deroro st pens Secondary AML itself should be considered an
D °”;f,.?“fi’°d‘°’§“2 “8 54 6° ,A(Mté;ﬂ;?u independent risk factor, especially for patients
Secondary 2310 969 578 360 268 208 159 138 111 96 80 treated With IC apprOaCheS.

Worse sutrvival intc.iepe:dent of Higher prevalence among older AML patients
cytogenetic ris 2500 - . .
1.00 = novo AL The best therapeutic results are obtained after IC
L] 2000 - - . .
g Ao . followed by an allogeneic HSCT, but this strategy
é OO | S g 1500 - . . . . . .
5 | SRG : is only accomplished in a minority of patients.
_______________________________ £ 1000 -
L S ————— =
0 6 12 18M0r12£safi?dia:;snsis42 48 54 60 o0 ‘

S T e S m— .

Unmet medical need

Martinez-Cuadroén D, Blood Adv (2022) 6 (4): 1278-1295
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Schematic representation of CPX351(cytarabine:daunorubicin)
liposome injection

é Administration
D : bici
1) 1" . aunoruicin
7+3" Regimen - s . CPX-351
e o ) . )
Free cytarabine and daunorubicin v a.bine:. &3
l P ' : T Orug by the cell and releases
Excess daunorubicin is - m cytarabine and dauncrubicin
®

likely antagonistic. at their synergistic ratio.

G 12 Hours
ﬁ Cytarabine : =3 e 2

fiastve) 2 < A (Ko 0 Encapsulating the drugs
Enzymatic inactivation and . ST N . e, maintains the synergistic
imbalanced drug efflux and o f’ Deaminase Ry =0 = " ratios, reduces degradation,
transporter expression reduce 2 A A and minimizes the impact
drug levels in the cell. of drug transporters,

G 24 Hours

Prolonged exposure of
CPX-351 in the bene marrow
and sustained delivery of
cytotoxic drug ensures the
death of tumor cells,

Decreased cytotoxicity leads to cell
survival and emergence of drug
resistant cells.

The active agents, cytarabine and daunorubicin, are encapsulated in the aqueous space of both vesicles at a 5:1 molar ratio. The
strength of CPX-351 is 5 units/mL, where 1 unit = 1.0 mg cytarabine plus 0.44 mg daunorubicin (base).
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Coordinated pharmacokinetics, drug ratio maintained and

CPX-351
Cytarabine

CPX-351
Daunorubicin

preferentially driven to bone marrow

Hours after administration

24

Muscle (fesnoral)
33687 o5 170 @

Markedly reduced drug exposure to healthy tissues reduces toxicity problems and increases exposure to tumour tissue
Drug elimination occurs slowly and at the same rate for both drugs

CombiPlex gets the right ratio of drugs to the right site for the right amount of time

Firenze, 24-25 ottobre 2025

Mayer, et al., Mol Cancer Ther, 5:1854-1863, 2006




Acute myeloid leukemia (AML) and related neoplasms

AML with recurrent genetic abnormalities

AML with t(8:21)(q22;:q22.1); RUNX 1-RUNX1T 1

AML with inv(16)(p13.1922) or t(16;16)(p13.1;q22); CBFB-MYH11
APL with PML-RARA

AML with t(9;11)(p21.3;923.3);MLLT3-KMT2A

AML with t(6;9)(p23:q34.1).DEK-NUP214

AML with inv(3)(g21.3926.2) or t(3;3)(q21.3;426.2); GATAZ MECOM
AML (megakaryoblastic) with t(1;22)(p13.3;q13.3);RBM15-MKL 1
Provisional entity: AML with BCR-ABL1

AML with mutated NPM1

AML with biallelic mutations of CEBPA

sional entty: AML with mu 1
AML with myelodysplasia-+elated changes
Therapy-related myeloid neoplasms

AML N
AML with minimal differentiation

AML without maturation

AML with maturation

Acute myelomonocytic leukemia

Acute monoblastic/monocytic leukemia

Pure erythroid leukemia

Acute megakaryoblastic leukemia

Acute basophilic leukemia

Acute panmyelosis with myelofibrosis

Myeloid sarcoma

Myeloid proliferations related to Down syndrome
Transient abnormal myelopoiesis (TAM)

Myeloid leukemia associated with Down syndrome

Arber DA, Blood 2016
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CPX-351(cytarabine:daunorubicin) liposome injection:
approval history

In August 2017 the US FDA approved CPX-351 for the
treatment of adults with newly diagnosed AML with
myelodysplasia-related changes (AML-MRC) and
therapy-related AML (t-AML)

On June 28, 2018, EMA adopted a positive opinion,
recommending the granting of a marketing
authorization for CPX-351

This is the first approved treatment specifically for
patients with this subgroup of AML

Firenze, 24-25 ottobre 2025
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Study 301: 5-year results of a randomised, open-label, multicentre, phase 3 trial

* Phase 3, randomised, open-label, parallel-arm,
multicentre study

100 - Median overall survival Hazard ratio
. . . |
* CPX-351 vs standard combination of cytarabine and o g lflgs%cu)h — (95% C1)
. . - —— (PX-351group Not reache 23~ i
daunorubicin (7+3) g —7:3group | 10-25(621.16.69) 0-51(0-28-0-90)
* N=309 patients aged 60-75 years old %_’ 60+ B i s 3
=2 . 0 -
* Primary endpoint: OS = 40- % {=05)
o
* Patient inclusion criteria: S : Ry
. . . £ ' 23% (11-37)
* Diagnhosed with one of the following: :
J 0.1
t-AML 0 6 12 18 24 30 36 42 48 54 60 66 72
 AML with history of MDS | Time from HSCT (months)
. . Number at risk
 AML with history of CMML (number censored)
. . . CPX-351group 53 42 35 32 31 28 28 27 24 21 6 0 0
De novo AML with myelodysplasia-related © © @M @O O @ @ 6 @ O @ @8 @8
cytogenetic abnormalities 743group 39 27 18 12 12 9 9 9 9 8 0o 0 O

. . 0 0 0 0 0 0 0 0 0 1
+ Previously untreated disease © © ©@ © @© © ©@ © © ® © © O

* Able to tolerate intensive therapy (ECOG PS 0-2)

Lancet JE, et al. Lancet Haematol 2021;8:e481—e491.
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Overall survival by age subgroup and baseline patients’ characteristics

A
Age 60 to 69 years Age 70 to 75 years
100 100 A
Events/No. Median survival Events/No. Median survival
of patiants (95% CI), manths | of patients (95% CI), manths
80 - \ CPX-351 52/95 9.683 (6.24 to 12.62) 80 - *-l CPX-351 A2/57 8.87 14.731012.19)
:l ' 3110 6.t |4 ) 5,84 : 51/54 ¥ S.49 1 L |
"g_ HR, 0.68 {95% CI, 0.49 10 .95} HR, 0.55 {95% CI, 0.36 to 0.84}
— | —
= s0{ = 60
b ‘ s
= 2
& 30 U:J 40 -
20 - 20 - ,
-
s T -
0 3 6 9 12 15 18 21 24 27 30 33 36 0 3 6 9 12 15 18 21 24 27 30 33 36
Time Since Random Assignment (months) Time Since Random Assignment (months)
No. at risk No. at risk
CPX-351 % 79 59 51 40 31 23 13 & 7 4 CPX-351 57 43 33 28 22 15 11 8 8 4 1 0
B CPX-351 743
Median OS, Median OS,
Subgroup No. months No. sioaths HR (95% CI) for Death
Age E
80 69 years S8 9.63 102 6.87 0.68 (0.49 to 0.95} _
70-75 yaars 57 8.67 54 5.62 0.55 {0.36 to 0.84} —_—
Type of AML ;
Therapy-related AML 30 12.17 33 595 0.48 (0.26 to 0.86} F = { .
AML with antecedent MDS or CMML 82 7.38 a6 5.95 0.70 (0.50 to 0.99} —{
MDS with prior HMA exposure 50 5.66 65 7.43 0.98 (0.64 ta 1,51} 3 T {
MDS without prior HMA exposure 21 15.74 19 5.13 046 10.21 t0 0.97} I 2 { E
CMML 11 9.33 12 2.28 0.37 (0.14 ta 0.95}} = { .
De novo AML with MDS karyotype Ly 10,09 37 71,36 0.7110.42 10 1,201 } - :
Cytogenetic risk at screening E
Favorable/intermediate 7 14.72 83 841 0.64 {0.41 10 0.99) [ & 4
Unfavorable 72 6.60 83 5.16 0.73 {0.51 to 1.06) L L —
Baseline FLT3 mutation status :
FLT3 wild type 116 9.33 120 5.98 0.64 (0.47 to 0.87) ——
FLT3 mutation 22 10.25 21 4,60 0.76 (0,34 t0 1,661 F T 5 |
Overall HMA experience E
All patients with prior HMA exposure” 62 5.65 71 5.90 0.85 (0.59 to 1.26} } — i
L] |l 1 Ll L : 1 L ] 1
01 02 04 06 08 10 12 14 16 18
€ >
CPX-351 Better ~ 7+3 Better

Firenze, 24-25 ottobre 2025

CPX-351 is better for:
1) All age groups
2) SAML

Not clear advantages for:
1) Adverse cytogenetics
2) Patients, such as MDS
patients, with previous
treatment with HMAs

Lancet et al Journal of Clinical Oncology 2018 362684-2692.
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Study 301 - 5-year analysis of OS in older adults with newly diagnosed
secondary AML

100 - Median OS, months
Events/N (95% Cl) HR (95% Cl)
CPX-351 124/153 9.33 (6.37, 11.86)
7+3 145/156 5.95 (4.99,7.75) 0.70 (0.55-0.91)
80 -
3-year KM-estimated 5-year KM-estimated
survival rate survival rate
9 CPX-351 21% 18%
= 60 7+3 9% 8%
2
e
=
»n
40
20 N — e 1l ] |
e L1 m
0 | | | | | | | | | | | |
0 6 12 18 24 30 36 42 48 54 60 66 72

Months from randomisation

Adapted from Lancet JE, et al. Lancet Haematol 2021;8:e481—-e491.
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Study 301 post hoc analysis: background and genetic results

Biological re-stratification highlights clinical group heterogeneity

Mutational analysis of pre-treatment | AML-MRC with prior MDS/CMML | | AML-MRC by cytogenetics | | t-AML |
samples from 184 of 309 patients 5.7.17 abn ‘III' Lmmirn I | 20% 1""‘,'1[ rl r.”"r-,g% I“I‘I I 49%
randomised in the phase 3 trial (CPX- ———1fiit | ity bt e L e RINMUSE ! o
351, n=93; 7+3, n=91)L e NN re% NN s NN se%
sesez Il — 2% me oo I o

SF3B1 ] [[]1[]] 9% ] 6% | 3%

Groups were defined in hierarchical = R ||||||||||||||m|| . |||| i s i = M e
order based on the presence of a TP53 e e et = il i i
mutation, a germline DDX41 mutation vl BT R IIIRII 1 |||| y 5% R
without concurrent TP53 mutation, at ol | ,f:f’ R | i 32
east one AML-R defining mutation, ZE ol bbbl ;h'. = PRI TN
. . otmer MM 11 1 11 1 NI 0 A Tl Y O 0 50 0 MUY 0O T 5o N OO0 nE ) s

or all remaining patients (de novo)!

TP53 M 18% MME 53% T™MP 54%
DDX41 8% 2% 3%
AML-MR MIMR  60% MR 21% M 23%
De novo ﬂ 17% ﬂ‘ 4% ﬂ 20%

1. Shimony S, et al. ASH 2024. Abstract 60.
2. Shimony S, et al. ASH 2024. Oral presentation 60.
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Study 301 post hoc analysis: OS in AML-MR group

OS in AML-MR group by treatment arm

100 A  Median OS was significantly better with CPX-351
Median OS, mo-nths (95% Cl) than with 7+3 in the AML-MR group Only
CPX351 97(02.137)  pug 57 (9.7 months vs 6.8 months; P=0.037)
7 o » This benefit was related to post-remission HCT
> (CPX-351 vs 7+3: P=0.022 for OS with HCT;
- P=0.41 for OS without HCT)
:? — Transplantation rates were similar between
° arms in each group
o « Patients with TP53 mutations had similar
| outcomes, irrespective of treatment
° 0 5 12 18 od 30 36 49 48 — TP53 allelic state drives OS (P=0.0041 for
Number at risk Months single vs multi-hit)
CPX-351 50 32 19 16 13 12 10 10 10
7+3 38 19 12 6 3 3 2 2 2

Shimony S, et al. ASH 2024. Oral presentation 60.
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CPX-351 survival benefit in AML-MR is related to post-remission HCT

Overall survival probability (%)

100 -

75 -

50 -

25 -

Results of a post hoc analysis of the

pivotal phase 3 CPX-351-301 study
indicated that the benefit of CPX-351

over 7+3 is driven by the presence of
AML-MR defining mutations

0 6 12 18 24 30 36

1 1
42 48

Months
HCT No HCT
— CPX-3517 ._ - CPX-351 7 ._
I } p=0.022 " - } p=0.41

Shimony S, et al. ASH 2024. Oral presentation 60.
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Treatment intensification with FLAG-Ida may improve disease control in younger patients
with secondary acute myeloid leukaemia: long-term follow up of the MRC AML15 trial

The MRC AML15 trial randomised younger patients(n =

100 - No. No.
ADE/DA
Patients Events FLAG-Ida

ADEDA 73 57 115) between daunorubicin and ara-C (DA) and DA plus
FLAG-Ida 42 28

etoposide (ADE) and ADE and fludarabine, cytarabine,
idarubicin, and granulocyte colony-stimulating factor
(FLAG-Ida) induction.

Response to induction was not different [complete
remission/complete remission with incomplete

! | - haematological response 81% vs. 79%),

75 -

50 -

% alive

ey
25 . —
° 21% . .
5-year overall survival and relapse free survival was
superior for FLAG-lIda (37% vs. 27%, P = 0:02 and 41% vs.
0 . . . . . ' ' . . , /- D — (. .
. 1 ; : . : : ; : ; M 22%; P = 0-04, respectively).
Years from entry
At risk:
ADE/DA 73 44 27 23 22 20 20 18 12 7 4 4
FLAG-Ida 42 26 20 16 15 15 14 13 11 8 6

Russell N et al, BrJ Haematol. 2022 Mar;196(6):1344-1347
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A randomized comparison of CPX-351 and FLAG-Ida in adverse karyotype
AML and high-risk MDS: the UK NCRI AML19 trial

UK NCRI AML19 Outcomes by treatment arm

November 2016 — 2020

AML and high risk MDS ORR post

i ' - course 2
Fit for intensive therapy

Total n = 1853
Day 60
mortality

Known adverse AlloSCT
karyotype at trial entry in CR1
n=189

3-yr OS

3-yr EFS

3-yr RES*
FLAG-lda CPX-351 yr

Exploratory molecular
subgroups

MDS-related gene mutations

— CPX-351

— FLAG-Ida

0 12 24 36
Months

Bl CPX-351

B FLAG-lda TP53 mutation

Overall survival

— CPX-351
— FLAG-Ida

Overall survival

*significant difference on multivariable analysis 0 19 24 36

Months

Firenze, 24-25 ottobre 2025

Key Points

°In high-risk AML and MDS, CPX-351
did not improve response or survival
compared with FLAG-lda but
produced better relapse-free
survival.

°In the exploratory subgroup of
patients defined by the presence of
mutations in MDS-related genes,
CPX-351 improved OS.

Othman J et al, Blood Adv. 2023 Aug 22;7(16):4539-4549.
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Subgroup analysis: patients with MDS-related gene mutations

Male, n (%)
Female, n (%)
Age, median (min, max) years

AML subtype, n (%)
De novo

Secondary
High-risk MDS

WHO performance status, n (%)
0 (normal activity)
1 (restricted activity)
2 (in bed <50% waking hours)

Cytogenetic risk group by Grimwade 2010
criteria, n (%)

Normal

Intermediate

Adverse

Missing/not conducted

CPX-351 (n=30) th_Gz"g")'a

19 (63) 17 (59)
11 (37) 12 (41)
57.5 (40, 68) 58.0 (20, 67) 604 57%
15 (50) 14 (48)
4 (13) 7 (24) _?
11 (37) 8 (28) e:«
16 (53) 20 (69) K
12 (40) 8 (28)
2 (7) 1(3)
ASXL1
0 3 (10)
6 (20) 3 (10)
23 (77) 22 (76)
1(3) 1(3)

Firenze, 24-25 ottobre 2025

Proportion of patients with ICC-defined

BCOR

n=9 n=5@n=13 n=8

MDS-related gene mutations

7%

n=4 n=4 n=8 n=4 n=4 n=6 n=2 | n=4 n=0 n=0

EZH2  RUNX1 SF3B1  SRSF2  STAG2
ICC-defined MDS-related gene mutation

U2AF1  ZRSSR2

m CPX-351 m FLAG-Ida

Mehta P, et al. ASH 2024. Oral presentation 55.
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Survival outcomes: patients with MDS-related gene mutations

OS RFS in patients who achieved CR
Median OS 95% CI Median RFS 95% ClI
1.00 - —— (CPX-351 38.4 18, NE 1.00 —— (CPX-351 33.1 22.1, NE
—— FLAG-Ida 16.3 4.7, 24 —— FLAG-Ida 18.3 2.7, NE
|
8 0.75- | i 0.75-
© ‘s
= >
5 020" £ 0.50-
5 s
£ 0.25- L 2 02s-
0- HR: 0.38 (95% Cl: 0.19, 0.78), P=0.008 0- HR: 0.31 (95% Cl: 0.11, 0.86), P=0.024
| | | | | | | | | | | | | | | | | | | | | |
0 6 12 18 24 30 36 42 48 54 60 0 6 12 18 24 30 36 42 48 54 60
Number at risk Time in study (months) Number at risk Time from CR (months)
CPX-351 30 25 24 20 15 7 5 2 1 1 0 CPX-351 21 18 18 13 8 4 1 1 0
FLAG-Ida 29 17 16 9 4 2 2 0 FLAG-Ida 18 11 11 7 2 1 1 0

Median EFS was longer with CPX-351 vs FLAG-Ida (34.0 vs 5.9 months; HR: 0.53; 95% Cl: 0.27, 1.03; P=0.062)

Mehta P, et al. ASH 2024. Oral presentation 55.
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HCT rates and survival outcomes post-HCT in patients with
MDS gene related mutations

HCT rates OS landmarked at HCT

1.00 Median OS 95% CI

\ —— (CPX-351 NE 22.3, NE

075 L‘ —— FLAG-lda  18.1 9.1, NE
: CPX-351 | FLAG-Ida P w Y2

Allogeneic Transplant (n=30) (n=29) value % —H_‘
>
Transplant at any time, n (%) 20 (67) 14 (48)  0.15 £ 0.50-
Transplant in first response, n (%)3? 15 (795) 11 (48) 0.07 & (o5
0 HR: 0.3 (95% Cl: 0.09, 0.96), P=0.042

0 6 12 18 24 30 36 42 48 54 60

Number at Fisk Time since HCT (months)

CPX-351 20 19 17 13 8 5 2 1 1 0
FLAG-Ida 14 11 6 4 2 2 0

Mehta P, et al. ASH 2024. Oral presentation 55.
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AML19 subgroup analysis

CPX-351 significantly improves median OS, RFS, and post-HCT OS vs FLAG-Ida
in younger adults with high-risk AML/MDS and MDS-related mutations.
The CPX-351 arm showed less myelosuppression in Cycle 2 and fewer serious

AEs vs FLAG-lda, suggesting a better toxicity profile and potentially allowing
more patients to reach HCT

Study 301 subgroup analysis

AML-MR mutations drive the benefit of CPX-351 over 7+3 in the pivotal
phase 3 AML trial

Firenze, 24-25 ottobre 2025
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Overall survival for patients who received allo-SCT

Major findings:

Events/No. Maedian survival

b L of patients  {95% Cl), months Patients treated with CPX-351
“ SRS SRR BT were more likely to receive HCT

— 80 ' MR, 046 } (32% versus 25%)
- LL‘ One-sided P = .009
> 60 Patients receiving HCT
= y W demonstrated favorable long-term
W .
‘T‘é - ""LE.' outcomes
g - .
S By 100 days post-transplant,

mortality in transplant patients was
9.6% for patients receiving CPX-351

compared to 20.5% for 7 + 3
0 3 6 9 12 15 18 21 24 27 30 33 36

e Time Since Transplantstion (months) CPX-351 as a bridge-to-transplant strategy.

CPX-351 52 46 40 34 27 20 15 9 6 3 0 0

Lancet et al Journal of Clinical Oncology 2018 362684-2692.
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CPX-351 treatment in secondary acute myeloblastic leukemia is effective and improves the feasibility
of allogeneic stem cell transplantation: results of the Italian compassionate use program

Cum Risk of Relapse

Relapse Risk in responding patients
according to transplantation

1,0 p<0.03
0,87
0,6
0,4 No HSCT in 1st CR
0,2
HSCT in 1st CR
ey LLLLL L FRRLEED :' ------
0,0 J}' --------------------------------------
I I I | | | | I
0 2 4 6 8 10 15 ™

Time (months)

HSCT in CR1 was the only significant predictor
of longer survival (12 months OS of 100 and
70.5%, for patients undergoing or not HSCT in
CR1, respectively, p = 0.011).

Cum Survival

Overall Survival in responding
patients according to transplantation

1,0

0,87

0,6

0,4

0,2

0,0

‘‘‘‘ ~ p <0.02
" HSCT in first CR
------
tersampassaduannns
ill [
----- :
LIII*III*II.*IIII* --------- dennnng
No HSCT in first CR
I I I | I I I I I I
0 2 4 6 8 10 12 14 16 18

Firenze, 24-25 ottobre 2025

Time (months)

Guolo et al, Blood Cancer J. 2020 Oct 6;10(10):96.
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Real-world experience of CPX-351 as first-line treatment for patients with
acute myeloid leukemia: impact of MRD on post-transplant outcome

Overall survival Relapse-free survival
100 100 -
—_ =,
X 80 T 80
= -
=
E 60 a 60
D 40 p=0.048 g ” p=0.02
T HR 6.7 [1.1-41.2] ;.-, HR 15.9 [1.5-167.8]
()
2 20 MRD neg,n=23 & 20 MRD neg, n=23
MRD pos, n=13 [ MRD pos, n=13
0 ® 9 ’
0 3 6 9 12 15 18 21 0 3 6 9 12 15 18 21
months after allo-HSCT months after allo-HSCT

Among patients with CR/CRi (n = 85) after CPX-351-based induction data on MRD
estimated by FC were available for 36 patients (42%) representing MRD
negativity in 64% of the patients (n = 23).

Rautenberg C et al, Blood Cancer Journal,, volume 11, 164, October 2021
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Who benefits from CPX-3517?

* Not only over 60 years old patients

* Fit-to-chemotherapy (some interesting data about reduced-
intensity regimen for patients at high risk of mortality)

* Candidate to allo-SCT (bridge-to-transplant)

e Better, but not excluded, if not previously exposed to HMAs and
without adverse cytogenetics (optimal: untreated sAML)

Firenze, 24-25 ottobre 2025
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10% myeloid blasts or blast equivalents in the bone marrow or blood®
Complex karyotype and/or
AML g Mutated ASXL1, del(5q)/t(Sq)/add(5q),
-defin No  Mutated TP53 No _ BCOR, EZH2, RUNX1, No ~7/del(7q), +8, del(12p)V/ No _ AML not otherwise
: abno.,nn:.m“gc VAF 210% SF3B1, SRSF2, STAG2, t(12p)add(12p), i(17q), ' specified
U2AF1, and/or ZRSR2 -17/add(17p)/del(17p),
del(20q), or idic{(X)}q13)
10-19% | 220% 10-19% | 220% 10-19% | 220%
blasts | blasts blasts | blasts blasts | blasts
MDS/AML with MDS/AML with
MDS/AML with > : MDS/AML not
odysplasia-related myelodysplasia-related : .
mutated TP53 myolgm PSP cytogenetic abnormality otherwise specified
v v v v v
. : AML with
AML with AML with "
. AML with - myelodysplasia- AML not
recurrent genetic myelodysplasia-related . : .
abnormality? mutated TP53 gene mutation related cytog;ynobc otherwise specified
Diagnostic qualifiers appended to any of the above diagnoses®
. "
Therapy-related P&m; or 3‘"" "."l. ont

Firenze, 24-25 ottobre 2025

Arber DA et al, Blood. 2022.;140(11):1200-1228.




