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E I I Cacy a 1 d SafEty Of aVEI U m a b s aX|t| ni b o Avelumob + axitinib i1s an approved 1L treatment option for patients with aRCC in various e Previous sTuQies IN patients with fovorab!e risk u.sing the IMDC da’ros.e’r hgve identified a very * In the JAVELIN Renal 101 phase 3 trial (NCT02684006), eligible * |n this exploratory analysis, long-term OS, PFS and ORR per
. i : countries favorable-risk subgroup, defined as patients with IMDC tavorable-risk disease who also haad patients with untreated aRCC (any IMDC score) were investigator assessment (RECIST 1.1), and safety were assessed
VS Sun |t| ni b 11 patl e ntS Wlth ve I'\/ * Inthe JAVELIN Renal 101 phase 3 rial, 1L freatment with avelumab + GXiTin]ib resulted in gr:g ggmgrnrggr?/edggbr;gisrf rfefr\(’;:%"?e';ghempy 23 years, Karnofsky performance status >80, randomized 1:1 to receive avelumab + axitinib or sunitinib' . Very favorable—risk disease was defined as IMDC favorable-
; significantly longer PFS and a higher ORR vs sunitinib in patients with aRCC ' ' | o | | — Avelumab was administered at a dose of 10 mg/kg risk disease (patients with none of the following risk factors: fime
favo ra b I e-ris k a dva n CEd ren al CEI I - In the final analysis, median PFS was 13.9 vs 8.5 months (HR, 0.66 [95% CI, 0.566-0.769]; * Wereport a post hoc analysis irom the JAVELIN Renal 101 trial in patients with very tavorable- intravenously every 2 weeks, and axitinib was administered from primary diagnosis to systemic therapy <1 year, Karnofsky
0<0.0001), and the ORR was 59.7% vs 32.0% (1p<0.0001)' risk aRCC orally at a starting dose of 5 mg twice daily on a confinuous performance status <80, hemoglobin less than lower limit of
- . i — The final analyses of OS favored avelumalb + axitinib vs sunitinio (median, 44.8 vs 38.9 — To our knowledge, this is the first analysis of freatment outcomes in patients with very dosing schedule normal, and neutrophils, platelets, or corrected calcium greater
carcinoma (a Rcc) : SU bgro U p dinad Iys IS months; HR, 0.88 [95% ClI, 0.749-1.039]; p=0.0669), but differences did not reach statistical favorable—risk aRCC from a randomized phase 3 trial — Sunitinib was administered at a dose of 50 mg orally once daily ~ han upper imit of normail) plus fime from primary diagnosis 10
fro m th e IAVE LI N Re n al 1 01 tl’i al sighificance, potentially due to the impact of subsequent freatment in both arms'’ for 4 weeks in 6-week cycles sys’crjemlci ’rhergpy 23 YebOI’S: KOmTOfSrY performance stafus >80,
e |[n subgroup analyses frpm. JAVELII\ Renql 101, avelumab + Gxi’(inib was gssocic’red with » The independent primary endpoints were PFS and OS in patients Gand No 1iver, bone, of brain metastases
efficacy benefits vs sunitinib in all IMDC risk groups (favorable, infermediate, and poor)! with PD-L1+ tumors

— In the favorable-risk group, median OS was 79.4 vs 65.5 months (HR, 0.73 [95% CI,

0.48-1.10]), median PFS was 20.7 vs 13.8 months (HR, 0.75 [95% CI, 0.63-1.07]), and ORR
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- Secondary endpoints included PES, OS, ORR, and safety in the
overall population

fotzﬁ]i;vf?!i\if{hfj;xfﬁiﬁfEOAQSSQEEIQSfj‘ggnie;}ee}ﬂg“ffr?iﬂ’eflsxil;vufﬁjgsjc, ?jggfy{Sf,;gfg';g;f;;;%;f;;z?gﬁg!ege;g;}fﬁjt‘;‘gfj:;f{;;g;:fﬁ;;e;;“hﬂg;gﬁ;;iﬁ};;‘gjﬁ:ivvjzigeg;aﬁiﬁe * In the avelumab + axitinib (n=442) and sunitinib (n=444) arms, 30 (6.8%) and 36 (8.1%) patients, respectively, o In patients with very favorable—risk disease in the avelumab + axitinib vs sunitinib arms: o After discontinuing study freatment, subsequent anticancer drug tfreatment was received by 70.0% of
G S of M. Mgt P S Bl A, U T LEnk et Gty G ot Caeer W oo AL had very favorable-risk disease (Table 1) _ Median OS was not reached vs 69.1 months (siratified HR, 0.48 [95% CI, 0.21-1.09]) (Figure 1A) patients affer avelumab + axitinib vs 75.0% affer sunitinib, including a PD-(L) 1 inhibitor in 33.3% vs 63.9%
e Baseline characteristics in patients with very favorable-risk disease were generally balanced in the - Median PFS was 26.3 vs 12.5 months (stratified HR, 0.57 [95% ClI, 0.30-1.08]) (Figure 1B) (Table 2)
avelumanb + axifinio and sunifinio arms — ORR was 83.3% vs 44.4% (Figure 2) Table 2. Subsequent treatment
CONCLUSIONS — Per subgroup definition, all patients had an IMDC risk score of O, Eastern Cooperative Oncology Group " - Patients, n (%) Avelumab + axitinib (n=30) Sunitinib (n=36)
performance status of 0 (equivalent to Karnofsky performance status >80), and no liver, bone, or brain Figure 1. (A) 0S and (B) PFS per investigator assessment o S ;
e This post hoc analysis from the final analysis of the JAVELIN Renal 101 phase 3 trial' compared metastases A 0s, median (95% Cl), months B PFS, median (95% CI), months Received 21 subsequent anticancer freatment 21 (700 27750
outcomes with first-line (1L) avelumab + axitinib vs sunitinib freatment in the subgroup of Avelumab + axifinib (n=30)  Not reached (72.1-NE] Avelumab + axifinib (n=30)  26.3 (18.2-31.8) PD-1 or PD-L1 inhibitor 10 (33.3) 23 (63.9)
atients with very favorable-risk aRCC, as defined by prior analyses in the International o t toff (A t 31, 2023), follow-up was =468 months in all tient Sunitinib (n=36) 69.1 (51.4-NE) Sunitinib (n=36) 12.5 (11.1-26.3) -
I?Aefasfqﬁc RCCrgq’rqbqse Consortium (IMDC) damsgtg Y At data cutolf {August 3 023). tollow-up was 268 mo > N Al pATients 100 +———— Stratified HR, 0.48 (95% Cl, 0.21-1.09) 100- Stratified HR, 0.57 (95% Cl, 0.30-1.08) VEGF or VEGFR inhibitor 18 (60.0) 17 (47.2)
Long-term efficacy benefits were observed with avelumab + axitinib vs sunitinib in the very Table 1. Baseline characteristics in the very favorable-risk subgroup 90 - 90 Other drug therapy 7 (23.3) 8 (22.2)
favorable-risk subgroup, consistent with previous results in the overall population and IMDC | i
favorablo-risk groop’ P Pop Avelumab + axitinib (n=30)  Sunifinib (n=36) 0- - 1\76,0% No. of subsequent drug regimens
: 0 5(16.7 4 (11.1
— Median overall survival (OS) was not reached vs 69.1 months (stratified hazard ratio [HR], Age, median (range), years 61.0 (38.0-71.0) 63.5 (39.0-85.0) 70- 70+ | ) | )
0.48 [95% ClI, 0.21-1.09]) Sex, n (%) o o 1 12 {40.0) 12(33.3)
— Median progression-free survival (PFS) was 26.3 vs 12.5 months (stratified HR, 0.57 [95% S B 54.9% 2% 2 3 (10.0) 8 (22.2)
_ Female 6 (20.0) 7 (19.4) . o s S4%|
Cl, 0.30-1.08]) 8 | & 6 (20.0) 5(13.9)
- Objective response rate (ORR) was 83.3% vs 44.4% Male 24 (80.0) 29 (80.6) 20 “0- | |
: : : : -~ i >4 0 2 (5.6)
Safety findings were consistent with previous results from the ftrial Race, n (%) " . 36.6% 27 79
Overall, these results support the use of 1L avelumab + axitinib freatment in patients with e 5167 TR Not reporfed 4 (13.3) S (13.9)
very favorable-risk aRCC and suggest that a tailored treatment strategy may improve aRCC >IN (6.7) (11.7) 20- 20- 18,397 _H VEGF, vascular endothelial growth factor; VEGFR, vascular endothelial growth factor receptor.
management in this population White 27 (90.0) 29 (80.6) . o .
— e |n the avelumab + axitinib vs sunifinib arms, tfreatment-related adverse events of any grade occurred
Ofther 1 (3.3) 1 (2.8) ; I S ) I , , , , ,
0 3 6 9 12151821 24 27 30 33 36 39 42 45 48 51 54 57 60 63 66 69 72 75 78 81 0 3 & 9 12151821 24 27 30 33 36 39 42 45 48 51 54 57 60 63 66 69 72 75 78 IN 100% vs 97.2% of patients, iIncluding grade =23 events in 73.3% vs 61.1%, and led to permanent
Soin g 256 . Months N monins discontinuation of all study drugs in 0% vs 16.7% (Table 3)
ECOG performance status, n (%) Avelumab + axifinib 30 30 29 28 28 28 28 27 26 26 26 26 26 26 26 26 26 24 22 22 20 20 20 19 14 10 6 3 Avelumab + axitinib 30 29 26 24 22 21 21 17 16 1312 9 8 8 7 6 5 4 3 3 3 3 3 3 3 2 |
Sunitinib 36 36 35 34 33 33 33 32 30 29 27 27 26 25 24 24 23 22 19 18 17 17 151410 8 1 | Sunitinib 36 32 28 24 151311 9 8 7 6 6 4 3 3 3 1 1 0 0 0 0 O 0 O O O
PLAI N LANGUAGE SUMMARY O 30 (] OO) 36 (] OO) HR, hazard ratio; NE, not estimable; OS, overall survival; PFS, progression-free survival. Table 3. Summary Of Safety
 Inthe JAVELIN Renal 101 clinical study, people with advanced renal cell cancer freated IMDC risk score, n (%) Figure 2. Summary of responses Patients, n (%) Avelumab + axitinib (n=30) Sunitinib (n=36)
with avelumab and axitinib lived longer without their cancer getting worse than people ' ) TRAE
treated with sunitinib O 30 (100) 36 (100) 199
. e . : . Any grade 30 (100.0) 35 (97.2)
— Also, more people treated with avelumab and axitinib had their tumors shrink than Previous nephrectomy, n (%) 29 (96.7) 34 (94.4)
people treated with sunitinib : : Grade 23 22 (73.3) 22 (61.1)
) : . s : ) : Tumor sites at baseline, n (%) ]
 Recent studies have found health and disease characteristics that identify people with 80 Serious 5(16.7) 5 (13.9)
advanced renal cell cancer who are more likely to live longer than other people with this Lung 18 (60.0) 28 (77.8) , , _ ,
b ra— L e 1 (367) 11 (30.6) Leading to discontfinuation of avelumab 5(16.7) NA
mph node : : . . . . . e
— People with these characteristics are described as having very favorable-risk disease y P B\° 0 - Leading to discontinuation of axitinibb or sunifinio 1 (3.3) 6(16.7)
In this new analysis, researchers. Iool.<ed at people who took part in the JAVELIN Renal 101 Kidney 4(13.3) 13 (36.1) € Leading to discontinuation of all study drugs 0 6 (16.7)
study who had very favorable-risk disease viay 0 0 2 PR |
On average, people with very favorable-risk disease treated with avelumab and axitinib o 0 0 o Y . . CR Leading fo death 0 0
lived for 26 months without their disease getting worse, compared with 13 months for people one 40 7 Immune-related AE of any grade 16 (53.3) 2 (5.6)
ineltze) elln suailiale , o : i , Brain 0 0 Infusion-related reaction of any grade 2 (6.7) 0
— 83% of people treated with avelumab + axitinib had their tumors shrink, compared with Other 21 (70.0) 21 (58.3) 38.9 _
44% Of people ‘l'req'l'ed Wi'l'h suniﬁnib . . 20 ] . AE, adverse event; NA, not applicable; TRAE, treatment-related adverse event.
— After 5 years, 70% of people treated with avelumab + axitinib were still alive, compared PD-L1 status, n (%)
with 54% of people treated with sunitinib Dot 18 (60.0) 22 (61.1)
— Side effects of treatment in this group were similar to the side effects reported previously . “ “ GET POSTER PDF
from the study Negative 9 (30.0) 11 (30.6) 0 Avelumab + axitinib Sunitinib Copies of this poster obtained through this Quick Response (QR) code are for personal use only and may not be
Overall, these results support the use of avelumab and axitinib treatment in people with Unknown 3 (10.0) 3 (8.3) (n=30) (n=36) gfﬁg’g‘rjec;?eg;?g ﬁ]ee”r\gé‘g‘ggzﬂﬁsii%md the corresponding author of this poster. Per ASCO requirements you
advanced renal cell cancer who have very favorable-risk disease ) .. .. ORR (95% Cl), % 83.3 (65.3-94.4) 44.4 (27.9-61.9) 9
Time from recurrence/metastatic disease to randomization, 4.1 (0.6-83.7) 9.2 (1.1-66.3) .
median (range), months ' ' ' ' ' ' DCR (95% ClI). 7 96.7 (82.8-99.9) 91.7 (77.5-98.2) Cormrespondence: Balaji Venugopal, balaji.venugopal@ggc.scot.nhs.uk
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