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DLBCL and Lenalidomide Activity 
•  DLBCL is an aggressive form of NHL, 

composed of 2 main subtypes: 
–  GCB 
–  ABC/non-GCB (subtype classification based on 

the use of GEP or IHC, respectively) 

•  Less than 10% of DLBCL patients with 
refractory disease achieve durable 
remissions with secondary therapies1 

•  ABC patients have a poorer prognosis 
compared to GCB subpopulations2 

–  NFκB activity has been associated with 
survival in ABC DLBCL cells3 

•  Lenalidomide is an immunomodulatory agent 
(IMiD®) with antitumor functions such as 
decreasing IRF4 and NFκB activity4,5 

•  Retrospective analysis suggests that 
patients with non-GCB subtype had higher 
response compared to GCB (P = .006) when 
treated with lenalidomide monotherapy6 

↑ Apoptosis 
↑ IFN-β 
↓ MYC IRF4 

↑ Apoptosis 
↓ Survival 

↓ IL-6 
↓ TNFα NFκB 

Len 

Abbreviations: ABC, activated B-cell; CR, complete response; DLBCL, diffuse large B-cell lymphoma; GCB, germinal center B-cell; GEP, gene expression profiling; IFN-β, interferon beta; IHC, 
immunohistochemistry; IL-6, interleukin-6; IMiD, immunomodulatory agent; IRF4, interferon regulatory factor 4; Len, lenalidomide; NFκB, nuclear factor kappa B; NHL, non-Hodgkin lymphoma; ORR, 
overall response rate; PR, partial response; TNFα, tumor necrosis factor alpha. 
1. Hitz F, et al. Blood (ASH). 2010;116(21): Abstract 1751; 2. Hans CP, et al. Blood. 2004;103:275-282; 3. Davis RE and Brown KD. J Exp Med. 2001;194(12):1861-1874;  
4. Zhang LH, et al. Br J Haematol. 2013;160(4):487-502; 5. Martiniani R, et al. Adv Hematol. 2012;2012:842945; 6. Hernandez-Ilizaliturri FJ, et al. Cancer. 2011;117(22):5058-5066. 

52.9% 

27.5% 

8.7% 

All 
N = 40 

GCB 
n = 23 

Non-GCB 
n = 17 
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DLC-001: Single-Agent Lenalidomide in R/R DLBCL  
Phase 2/3 Trial 

a Confirm diagnosis; lymph node biopsy collected to determine subtype by IHC. 
b At the time of PD, patients receiving IC had the option to crossover and receive lenalidomide. 
Abbreviations: DLBCL, diffuse large B-cell lymphoma; GCB, germinal center B-cell; GEP, gene expression profiling; IC, investigator’s choice; IHC, immunohistochemistry; IRAC, Independent 
Response Assessment Committee; Len, lenalidomide; ORR, overall response rate; PD, progressive disease; PFS, progression-free survival; R/R, relapsed/refractory; SCT, stem cell transplantation. 

Lenalidomide Investigator’s 
choiceb Lenalidomide Investigator’s 

choiceb 

Randomize 

Relapsed/Refractory 
DLBCL 

Screen and stratifya 

Non-GCB GCB 
Efficacy Endpoints 

Primary ORR per IRAC 

Exploratory PFS, OS, subtype per GEP 

Study Criteria 

Inclusion •  Adults with DLBCL relapsed/refractory to 
chemotherapy regimen containing rituximab and 
anthracycline or equivalent AND 

•  At least 1 other treatment or conditioning 
regimen followed by SCT 

•  Adequate renal, hepatic, bone marrow function 

Investigator’s choice was single agent gemcitabine, rituximab, etoposide, or oxaliplatin 

Stage 1 

To select adequate (P < .15 in favor of Len) 
subtype(s) 

Stage 2 

Compare PFS of Len versus IC in selected 
subtype(s) 

Randomize subtypes advanced from Stage 1 

Lenalidomide Investigator’s 
choice 

Stage 1 

Stage 2 
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DLC-001: DLBCL Subtype Analysis 
IHC Versus GEP 

Immunohistochemistry 
•  Immunohistochemistry 

assessment to distinguish GCB 
versus non-GCB was 
conducted on fresh or FFPE 
lymph node tissue  

•  Based on the Hans algorithm1  

–  Markers CD10, BCL6, and 
MUM1 

•  Assessments conducted by 
central pathology lab  

Gene Expression Profiling 
•  In an exploratory analysis, GEP 

was used distinguish GCB 
versus ABC in fresh or FFPE 
lymph node tissue 

•  Used Affymetrix U133 Plus 2.0 
GeneChip Microarray  

Abbreviations: ABC, activated B-cell; FFPE, formalin-fixed paraffin-embedded; GCB, germinal center B-cell; GEP, gene expression profiling;  IHC, immunohistochemistry; R/R, relapsed/refractory. 
1. Hans CP, et al. Blood. 2004;103(1):275-282. 
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DLC-001: Heavily Pretreated Patients 
Demographics of mITTa Population 

All GCB Subtypeb Non-GCB Subtypeb 

Len 
n = 51 

IC 
n = 51 

Len 
n = 23 

IC 
n = 25 

Len 
n = 28 

IC 
n = 26 

Age, median years (range) 69 (28, 84) 65 (20, 84) 70 (37, 84) 64 (28, 84) 68 (28, 78) 67 (20, 80) 

Male, n (%) 30 (58.8) 31 (60.8) 13 (56.5) 16 (64.0) 17 (60.7) 15 (57.7) 

Patients with ≥3 systemic 
anticancer therapies, n (%) 25 (49.0) 32 (62.7) 14 (60.9) 15 (60.0) 11 (39.3) 17 (65.4) 

Patients with 1 SCT, n (%) 13 (25.5) 17 (33.3) 6 (26.1) 8 (32.0) 7 (25.0) 9 (34.6) 

ECOG performance status, n (%) 

0 18 (35.3) 15 (29.4) 6 (26.1) 9 (36.0) 12 (42.9) 6 (23.1) 

1 24 (47.1) 28 (54.9) 12 (52.2) 12 (48.0) 12 (42.9) 16 (61.5) 

2 7 (13.7) 8 (15.7) 4 (17.4) 4 (16.0) 3 (10.7) 4 (15.4) 

Most common prior regimens, n (%)c 

R-CHOP 38 (74.5) 35 (68.6) 15 (65.2) 12 (48.0) 23 (82.1) 23 (88.5) 

R-ICE 9 (17.6) 15 (29.4) 3 (13.0) 6 (24.0) 6 (21.4) 9 (34.6) 

R-DHAP 8 (15.7) 9 (17.6) 4 (17.4) 6 (24.0) 4 (14.3) 3 (11.5) 

amITT population defined as patients with DLBCL diagnosis and subtype analysis confirmed by central pathology and received at least 1 dose of study drug. 
bSubtype analysis conducted using immunohistochemistry.  
c Received by ≥10% of patients in the mITT population. 
Abbreviations: ECOG, Eastern Cooperative Oncology Group; GCB, germinal center B-cell; IC, investigator’s choice; Len, lenalidomide; mITT, modified intent-to-treat;  
R-CHOP, rituximab-cyclophosphamide, doxorubicin, vincristine, prednisone; R-DHAP, rituximab-dexamethasone, high-dose cytarabine, cisplatin; R-ICE, rituximab-ifosfamide, carboplatin, etoposide; 
SCT, stem cell transplantation. 
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DLC-001: Crossover Phase 
•  At the time of PD, patients receiving investigator’s choice had the 

option to cross over to lenalidomide 

•  A total of 29 patients entered the crossover phase 
–  1 patient achieved PR (3.4%)a 
–  5 patients had SD (17.2%) 
–  22 patients had PD/death (75.9%) 

•  Median treatment duration was 6 weeks (maximum 27.4 weeks)  

•  At least 1 dose interruption due to AE was reported in 15  
patients (51.7%) 

•  19 patients entered the follow-up phase 

aPatient had non-GCB DLBCL and previously received gemcitabine in investigator’s choice arm. 
Abbreviations: AE, adverse event; DLBCL, diffuse large B-cell lymphoma; GCB; germinal center B-cell; PD, progressive disease; PR, partial response; SD, stable disease. 
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DLC-001: Lenalidomide in R/R DLBCL  
IHC Versus GEP 

Abbreviations: ABC, activated B-cell; CI, confidence interval; DLBCL, diffuse large B-cell lymphoma; GCB, germinal center B-cell; GEP, gene expression profiling; 
HR, hazard ration; IC, investigator’s choice; IHC, immunohistochemistry; Len, lenalidomide; med, median; ORR, overall response rate; OS, overall survival; PFS, 
progression-free survival; PR, partial response; R/R, relapsed/refractory; wk, weeks. 

                           IHC GEP 

All GCB Non-GCB GCB ABC 

Len IC Len IC Len IC Len IC Len IC 

Patients, n 51 51 23 25 28 26 14 16 11 16 

ORR, % 28 12 26 12 29 12 21 13 46 19 

PFS, med wk 13.6 7.9 10.1 9.0 15.1 7.1 13.2 7.1 82.0 6.2 

HR 
95% CI 

0.64 
0.41, 0.99 

0.82 
0.43, 1.57 

0.50 
0.27, 0.92 

0.77 
0.35, 1.68 

0.44 
0.15, 1.23 

P value .041 .550 .021 .506 .105 

OS, med wk 31.0 24.6 30.0 24.9 32.3 20.4 30.0 20.1 108.4 18.6 

HR 
95% CI 

0.91 
0.59, 1.41 

1.23 
0.65, 2.34 

0.70 
0.38, 1.30 

1.12 
0.52, 2.42 

0.47 
0.17, 1.33 

P value .673 .526 .253 .767 .144 
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DLC-001: Lenalidomide in R/R DLBCL Subtypes 
Progression-free Survival (IHC versus GEP) 

Abbreviations: ABC, activated B-cell; CR, complete response; DLBCL, diffuse large B-cell lymphoma; GCB, germinal center B-cell; GEP, gene expression profiling; IC, investigator’s choice;  
IHC, immunohistochemistry; L, lenalidomide; OS, overall survival; PFS, progression-free survival; PR, partial response; R/R, relapsed/refractory; wk, weeks. 

GCB (IHC) GCB (GEP) 

Non-GCB (IHC) ABC (GEP) 
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DLC-001 Summary and Conclusions 
•  These data demonstrate a promising enrichment of responses 

(ORR, OS, PFS) in patients with ABC DLBCL treated with single-
agent lenalidomide, thus validating prior retrospective data1 

–  However, IRAC assessment of Stage 1 results determined that neither subtype 
met the prespecified criteria to advance to Stage 2 

•  Lenalidomide has demonstrated promising results in R/R DLBCL, 
and combination with other agents warrants further investigation, 
especially in patients with ABC DLBCL 

–  Stratification of patients by GEP subtyping suggests a higher response rate to 
lenalidomide in patients with the ABC subtype and supports GEP-guided 
treatment in DLBCL patients 

•  The use of lenalidomide in combination with other agents for 
treatment in DLBCL is currently under investigation 

–  ROBUST: Phase 3 randomized study comparing the efficacy and safety of 
lenalidomide in combination with R-CHOP (R2-CHOP) in previously untreated 
ABC DLBCL patients2 

Abbreviations: ABC, activated B-cell; DLBCL, diffuse large B-cell lymphoma; IRAC, Independent Response Assessment Committee; ORR, overall response rate; OS, overall survival; 
PFS, progression-free survival; R-CHOP, rituximab-cyclophosphamide, doxorubicin, vincristine, prednisone; R-GEM, rituximab-gemcitabine, cisplatin, methylprednisolone; R/R, relapsed/
refractory. 
1. Hernandez-Ilizaliturri FJ, et al. Cancer. 2011;117(22):5058-5066; 2. NCT02285062: http://clinicaltrials.gov/ct2/show/NCT02285062. 
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Selinexor	
  (KPT-­‐330)	
  Demonstrates	
  Broad	
  and	
  Durable	
  
Clinical	
  AcIvity	
  in	
  Relapsed	
  /	
  Refractory	
  Non	
  Hodgkin’s	
  

Lymphoma	
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Oral	
  Selinexor	
  as	
  Novel	
  Therapy	
  for	
  NHL	
  

o  Expor:n	
  1	
  (XPO1/Crm1)	
  is	
  the	
  major	
  nuclear	
  export	
  protein	
  with	
  >200	
  
protein	
  and	
  a	
  few	
  RNA	
  cargos	
  

o  XPO1	
  is	
  overexpressed	
  in	
  many	
  hematological	
  and	
  solid	
  tumor	
  cancers	
  and	
  
correlates	
  with	
  poor	
  prognosis	
  or	
  resistance	
  to	
  chemotherapy	
  

1"

Poorer	
  prognosis	
  in	
  XPO1	
  overexpressing	
  MCL	
  
(Yoshimura et al. (2014) Cancer Sci 105: 795) 

XPO1	
  overexpression	
  in	
  DLBCL	
  cell	
  lines	
  and	
  primary	
  specimens	
  
(Kuruvilla	
  et	
  al.	
  (2014)	
  EHA	
  19th	
  Annual	
  Congress)	
  

XPO1 Overexpression 

XPO1 
Normal Expression 

XPO1 protein expression in 62 
primary DLBCL samples 



Selinexor:	
  First-­‐in-­‐Class,	
  Oral	
  SelecIve	
  Inhibitor	
  of	
  
Nuclear	
  Export	
  (SINE)	
  

1"

Selinexor 

o  Novel,	
  small	
  molecule	
  selec:ve	
  inhibitor	
  of	
  XPO1	
  

o  Oral	
  drug	
  given	
  1x,	
  2x,	
  or	
  3	
  :mes	
  per	
  week	
  

o  No	
  known	
  drug-­‐drug	
  interac:ons	
  through	
  CYP450s	
  

o  Potent	
  an:-­‐lymphoma	
  effects	
  in	
  vitro	
  and	
  in	
  vivo	
  in	
  NHL	
  models	
  	
  

o  An:-­‐tumor	
  ac:vity	
  in	
  ongoing	
  Phase	
  I	
  and	
  II	
  studies	
  in	
  advanced	
  
hematologic	
  and	
  solid	
  tumors	
  



o  Selinexor	
  interferes	
  with	
  
ac:vity	
  of	
  proteins	
  known	
  
to	
  play	
  cri:cal	
  roles	
  in	
  NHL	
  

o  Reduces	
  expression	
  of	
  the	
  
proto-­‐oncogene	
  proteins	
  c-­‐
myc,	
  Bcl-­‐2,	
  Bcl-­‐6,	
  Mdm2,	
  
BTK,	
  Cyclin	
  D	
  and	
  survivin	
  
for	
  which	
  overexpression	
  
correlates	
  with	
  poor	
  
prognosis	
  

o  Blocks	
  NF-­‐κB	
  ac:va:on,	
  
which	
  is	
  required	
  for	
  ABC	
  
DLBCL	
  cell	
  survival	
  	
  

o  Reac:vates	
  p53,	
  for	
  which	
  muta:on	
  is	
  associated	
  with	
  poor	
  prognosis	
  

o  Selinexor	
  shows	
  robust	
  an:-­‐cancer	
  ac:vity	
  in	
  mul:ple	
  preclinical	
  models	
  of	
  NHL,	
  
including	
  canines	
  with	
  spontaneous	
  lymphoma,	
  largely	
  independent	
  of	
  genotype	
  

Selinexor	
  is	
  a	
  RaIonal	
  Therapy	
  for	
  NHL	
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Selinexor	
  Phase	
  1	
  Study	
  Design	
  (NCT01607892)	
  

1"

Relapsed/Refractory	
  B-­‐Cell	
  

MM/WM,	
  	
  NHL	
  	
  ,	
  CLL	
  

Relapsed/Refractory	
  B-­‐Cell	
  

AML	
  

MM/WM,	
  	
  DLBCL	
  35	
  mg/m2	
  and	
  60	
  mg/m2	
  	
  

Dose	
  EscalaIon	
  Cohorts	
   Dose	
  Expansion	
  Cohorts	
  

Acute	
  MyeloblasIc	
  Leukemia	
  

T-­‐Cell	
  Lymphoma	
  

	
  Arm	
  1	
  

Arm	
  2	
  

Arm	
  3	
  

ALL	
  (B-­‐	
  or	
  T-­‐Cell)	
  
Arm	
  4	
  

Arm	
  5	
  
CML	
  (Accelerated/Blast)	
  

Arm	
  6	
  
MM	
  +	
  Dexamethasone	
  

DLBCL	
  (+	
  375	
  mg/m2	
  Rituximab)	
  
Arm	
  7	
  



Selinexor	
  Phase	
  1	
  Study:	
  PaIent	
  CharacterisIcs	
  

CharacterisIcs	
   N*	
  =	
  71	
  

Mean	
  Age	
  (Range)	
   63	
  (23	
  –	
  79)	
  

Male	
  to	
  Female	
   43	
  :	
  28	
  

Mean	
  Prior	
  Treatment	
  Regimens	
  (Range)	
   3	
  (1–12)	
  	
  

ECOG	
  Performance	
  Status	
  (0:1:2)	
   24	
  :	
  45	
  :	
  02	
  

Non	
  Hodgkin's	
  Lymphoma	
  (NHL)	
  

-­‐Aggressive	
  B-­‐Lymphoma	
  (DLBCL,	
  Follicular	
  Grade	
  3b,	
  
Transformed)	
  	
  

DLBCL	
  N=31,	
  Trans	
  N=11,	
  
Follicular	
  Grade	
  3b	
  N=1	
  	
  	
  

-­‐Follicular	
  Lymphoma	
  &	
  Other	
  Indolent	
   10	
  Pa:ents	
  

-­‐Mantle	
  Cell	
   4	
  Pa:ents	
  

-­‐T	
  Cell	
  Lymphoma	
   5	
  Pa:ents	
  

-­‐Burkih’s	
  Lymphoma	
   1	
  Pa:ent	
  

-­‐Richter’s	
  Transforma:on	
   8	
  Pa:ents	
  

1"

*	
  As	
  of	
  1-­‐December-­‐2014	
  



Selinexor	
  Phase	
  1	
  Study:	
  Doses,	
  DLT	
  and	
  MTD	
  

*All	
  pa:ents	
  in	
  Arm	
  1	
  (NHL,	
  CLL,	
  MM	
  and	
  WM)	
  were	
  included	
  for	
  DLT	
  evalua:on	
  

1"

§  10	
  Cohorts	
  Evaluated:	
  
§  	
  Doses	
  Ranging	
  from	
  3	
  –	
  80	
  mg/m2	
  	
  

	
  
§  3	
  DLTs*	
  Have	
  Been	
  Seen	
  (Only	
  in	
  10	
  doses/cycle	
  schedule):	
  

§  Dose	
  Level:	
  	
  16.8	
  mg/m2;	
  MM	
  pt	
  with	
  Grade	
  4	
  thrombocytopenia	
  	
  
§  Dose	
  Level:	
  	
  23	
  mg/m2;	
  FL	
  pt	
  with	
  Grade	
  4	
  thrombocytopenia	
  	
  
§  Dose	
  Level:	
  	
  30	
  mg/m2;	
  CLL	
  pt	
  with	
  Grade	
  2	
  fa:gue,	
  pt	
  missed	
  3	
  doses	
  

§  Expansion	
  Cohort	
  1	
  	
  
§  35	
  mg/m2;	
  DLBCL	
  –	
  MM	
  –	
  WM	
  pa:ents	
  	
  	
  	
  

§  Expansion	
  Cohort	
  2	
  	
  
§  60	
  mg/m2;	
  DLBCL	
  pa:ents	
  



Selinexor	
  Phase	
  1	
  Study:	
  Drug	
  Related	
  AEs	
  

1"
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Sensory neuropathy
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Effect of Selinexor On platelet counts

N=31 NHL pts
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Selinexor-induced change in
platelet count vs baseline count

N=15 NHL pts

Average
Change

Data from pts maintained at a set dose from the start (3-80 mg/m2, QOD x2-3/wk), 
over the period of platelet count measurement.

Presented by: 

Selinexor	
  Phase	
  1	
  Study:	
  Effects	
  on	
  Platelet	
  Count	
  

1"

•  Selinexor	
  induced	
  ~50%	
  decrease	
  in	
  platelet	
  count	
  over	
  the	
  first	
  cycle,	
  without	
  further	
  
significant	
  loss	
  over	
  subsequent	
  cycles	
  

•  Platelet	
  loss	
  is	
  due	
  to	
  inhibi:on	
  of	
  megakaryocyte	
  progenitor	
  matura:on*	
  
•  Platelet	
  loss	
  percentage	
  was	
  independent	
  of	
  baseline	
  platelet	
  count	
  
•  TPO	
  agonist	
  or	
  IL-­‐11	
  treatment	
  can	
  be	
  effec:ve	
  at	
  increasing	
  platelet	
  count	
  

*See Poster: “Selinexor-Induced Thrombocytopenia Results from the Inhibition of Megakaryocyte …” Abstract No. 1458, ASH 2014  



Selinexor	
  Phase	
  1	
  Study:	
  Responses	
  in	
  Heavily	
  
Pretreated	
  PaIents	
  with	
  NHL	
  	
  

ORR=Overall	
  Response	
  Rate,	
  CR=Complete	
  Response,	
  PR=Par:al	
  Response,	
  SD=Stable	
  Disease,	
  PD=Progressive	
  Disease	
  	
  
1	
  pa:ent	
  is	
  pending	
  response;	
  15	
  pa:ents	
  were	
  not	
  evaluable	
  for	
  response	
  (Responses	
  as	
  of	
  1-­‐December-­‐2014)	
  

1"

Cancer	
  Type	
   Selinexor	
  Dose	
  	
  
(mg/m2)	
   N*	
   	
  ORR	
  (%)	
   CR	
  (%)	
   PR	
  (%)	
   SD	
  (%)	
   PD	
  (%)	
  

Aggressive	
  B-­‐NHL	
  
(DLBCL,	
  FLgrd3b,	
  
Transformed)	
  

≤	
  20	
   4	
   1	
  (25%)	
   -­‐-­‐	
   1	
  (25%)	
   1	
  (25%)	
   2	
  (50%)	
  

20	
  –	
  50	
   19	
   7	
  (37%)	
   4	
  (21%)	
   3	
  (16%)	
   5	
  (26%)	
   7	
  (37%)	
  

≥	
  60	
   10	
   4	
  (40%)	
   -­‐-­‐	
   4	
  (40%)	
   4	
  (40%)	
   2	
  (20%)	
  

Follicular	
  &	
  Other	
  
Indolent	
  NHL	
  	
  

	
  ≤	
  30	
   4	
   -­‐-­‐	
   -­‐-­‐	
   -­‐-­‐	
   4	
  (100%)	
   -­‐-­‐	
  

≥	
  35	
   4	
   2	
  (50%)	
   -­‐-­‐	
   2	
  (50%)	
   1	
  (25%)	
   1	
  (25%)	
  

Burkin’s	
  Lymphoma	
   ≥	
  60	
   1	
   -­‐-­‐	
   -­‐-­‐	
   -­‐-­‐	
   -­‐-­‐	
   1	
  (100%)	
  

Mantle	
  Cell	
  
Lymphoma	
  

≤	
  30	
   2	
   1	
  (50%)	
   -­‐-­‐	
   1	
  (50%)	
   1	
  (50%)	
   -­‐-­‐	
  

≥	
  35	
   1	
   -­‐-­‐	
   -­‐-­‐	
   -­‐-­‐	
   -­‐-­‐	
   1	
  (100%)	
  

T-­‐Cell	
  Lymphoma	
  
≤	
  30	
   2	
   1	
  (50%)	
   -­‐-­‐	
   1	
  (50%)	
   1	
  (50%)	
   -­‐-­‐	
  

≥	
  35	
   1	
   1	
  (100%)	
   1	
  (100%)	
   -­‐-­‐	
   -­‐-­‐	
   -­‐-­‐	
  

Richter’s	
  
TransformaIon	
  

≤	
  30	
   3	
   1	
  (33%)	
   -­‐-­‐	
   1	
  (33%)	
   2	
  (67%)	
   -­‐-­‐	
  

≥	
  35	
   1	
   1	
  (100%)	
   -­‐-­‐	
   1	
  (100%)	
   -­‐-­‐	
   -­‐-­‐	
  

TOTAL	
   52	
   19	
  (37%)	
   5	
  (10%)	
   14	
  (27%)	
   19	
  (37%)	
   14	
  (27%)	
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Selinexor	
  Phase	
  1	
  Study:	
  Evaluable	
  PaIents*	
  
Maximal	
  %	
  Change	
  in	
  Lymph	
  Node	
  from	
  Baseline	
  

1"

Progressive	
  Disease	
  

ParIal	
  Response	
  

	
  	
  Denotes	
  pa:ents	
  with	
  PET/CT	
  confirmed	
  Complete	
  Response	
  	
  
*Excludes	
  pa:ents	
  who	
  clinically	
  progressed	
  (N=11),	
  withdrew	
  consent	
  (N=9),	
  
did	
  not	
  have	
  a	
  post	
  treatment	
  scan	
  (N=4),	
  no	
  disease	
  quan:fica:on	
  (N=3),	
  	
  
or	
  pending	
  (N=1)	
  As	
  of	
  1-­‐December-­‐2014	
  	
  

N=40	
  



Selinexor	
  Phase	
  1	
  Study:	
  Responses	
  Across	
  Subtypes	
  
of	
  Relapsed	
  /	
  Refractory	
  DLBCL	
  

Responses	
  in	
  Diffuse	
  Large	
  B-­‐Cell	
  PaIents	
  as	
  of	
  1-­‐December-­‐2014	
  

Type	
   N	
   DCR	
  (%)	
   ORR	
  (%)	
   CR	
  (%)	
   PR	
  (%)	
   SD	
  (%)	
   PD	
  (%)	
  

GCB	
   11	
   9	
  (82%)	
   4	
  (36%)	
   1	
  (9%)	
   3	
  (27%)	
   5	
  (45%)	
   2	
  (18%)	
  

Non	
  GCB	
   5	
   4	
  (80%)	
   2	
  (40%)	
   1	
  (20%)	
   1	
  (20%)	
   2	
  (40%)	
   1	
  (20%)	
  

PaIents	
  with	
  “Double	
  Hit”	
  DLBCL	
  as	
  of	
  1-­‐December-­‐2014	
  

PaIent	
  ID	
   Best	
  Response	
   %	
  ReducIon	
  in	
  Lymph	
  Nodes	
   Days	
  on	
  
Study	
   Prior	
  Therapies	
  

046	
   CR	
   73%	
  (PET	
  Nega:ve)	
   429+	
   CHOP-­‐R,	
  RICE	
  

058	
   PD	
   -­‐-­‐	
   57	
   CHOP-­‐R,	
  RICE	
  
	
  

072	
   PR	
   -­‐65%	
   214	
   R-­‐CHOP,	
  Benda,	
  RICE,	
  
DHAP-­‐R,	
  BEAM	
  

086	
   SD	
   -­‐45%	
   104	
   CHOP-­‐R,	
  GDP,	
  IbruInib
+Lenalidomide	
  

DCR=Disease	
  Control	
  Rate	
  (CR+PR+SD),	
  ORR=Overall	
  Response	
  Rate	
  (CR+PR),	
  CR=Complete	
  Response,	
  
PR=Par:al	
  Response,	
  SD=Stable	
  Disease,	
  PD=Progressive	
  Disease	
  (+	
  pa:ent	
  remains	
  on	
  study)	
  

1"

Subtyping	
  was	
  available	
  for	
  16	
  evaluable	
  pa:ents	
  



Rel/Ref	
  DLBCL	
  040-­‐050:	
  PET	
  Confirmed	
  Complete	
  
Response	
  

1"

Baseline Cycle 14 Baseline Cycle 14 


