
Gynecologic Oncology 169 (2023) 78–84

Contents lists available at ScienceDirect

Gynecologic Oncology

j ourna l homepage: www.e lsev ie r .com/ locate /ygyno
Response to first line platinum-based chemotherapy in mismatch repair
deficient (MMRd)/ microsatellite instability high (MSI-high)
endometrial carcinoma
Emeline Colomba a, Jérôme Alexandre b, Gwénaël Le Teuff c,d, Catherine Genestie e, Dahna Coupez f,
Isabelle Ray Coquard g, Pierre Emmanuel Brachet h, Sixtine de Percin b, Christophe Sajous i, Michel Fabbro j,
Nicolas Delanoy k, Florence Joly h, Jean Sebastien Frenel f, Patricia Pautier a, Alexandra Leary a,⁎
a Department of Medical Oncology, Gustave Roussy Cancer Campus, Paris-Saclay University, Villejuif, France
b Université de Paris, Institut du Cancer Paris CARPEM, AP-HP, APHP.Centre, Department of Medical Oncology, Cochin-Port Royal, Paris, France
c Service de Biostatistique et d'Épidémiologie, Gustave Roussy, Université Paris-Saclay, Villejuif, France
d Oncostat U1018, Inserm, Université Paris-Saclay, Équipe Labellisée Ligue Contre le Cancer, Villejuif, France
e Biopatholy Departement, Institute Gustave Roussy, Villejuif, France
f Department of Medical Oncology, Institute de Cancérologie de L'Ouest St Herblin, France
g Department of Medical Oncology, Centre Léon-Bérard, & University Claud Bernard Lyon I, Lyon, France
h Département oncologie médicale CLCC François Baclesse, U1086 Anticipe, Université Unicaen, Normandie, Caen, France
i Department of Medical Oncology, Lyon. Plateforme d'Oncologie Pluridisciplinaire-Institut de Cancérologie des Hospices Civils de Lyon (IC-HCL), France
j Medical Oncology Department, Institut de Cancérologie de Montpellier (ICM), Montpellier, France
k Institut du Cancer Paris CARPEM, AP-HP, APHP.Centre, Department of Medical Oncology, Hopital Européen Georges Pompidou, Paris, France
H I G H L I G H T S

• Approximately, 30% of primary endometrial cancers are MMRd/MSI-H.
• In this population, PD-1 and PDL-1 inhibitors therapy have shown response rates between 40 and 60%.
• However their response to 1st line platinum is unknown.
• We report that the response rate is similar to an all-comer population but PFS is shorter than expected.
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Background. Around 15% of metastatic endometrial carcinoma (EC) are MMRd/MSI-H improving response to
immune checkpoint inhibitors (ICI). So far, few data existed considering the chemotherapy (CT) sensitivity in
MMRd/MSI-H EC, especially response to first-line platinum-based treatment.

Patients and methods.We performed a multicentric retrospective analysis reporting the response to first line
platinum CT in MMRd/MSI-H EC patients. The primary endpoints were objective response rate (ORR) and
progression-free survival (PFS) with first line platinum-based CT.

Results. A total of 112 patients MMRd/MSI-H EC from 8 centers were identified. Median overall survival was
58.0months (95%CI: 45.3–95.1). Among them, 78patients receivedfirst line platinumCT in recurrent/metastatic
setting. With a median follow up of 32.6 months (min: 0.03; max: 135.0), ORR and DCR (disease control rate)
were 50% (95% CI: 38.5–61.5) and 68% (95% CI: 56.4–78.1), respectively. Median PFS and OS from first line
platinum-based CT was 7.8 months (95% CI: 6.0–9.0) and 51.9 months (95% CI: 28.0-NE), respectively. Median
PFS with ICI in second line (n = 48) was 10.7 months (95% CI: 3.4-NE) from ICI initiation.

Conclusion. ORR in first linemetastatic MMRd/MSI-H EC is consistent with efficacy in an all comer metastatic
EC population.

© 2022 Published by Elsevier Inc.
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1. Introduction

In contrast with most other solid malignant tumors, incidence and
disease-relatedmortality of endometrial cancer (EC) is increasing, espe-
cially in developed countries.Whereas early-stage EC is associated with
an excellent 5-year relative survival rate (96%), this rate decreases to
18% in patients with distant metastases [1,2]. At progression or initially,
platinum chemotherapywith carboplatin and paclitaxel is currently the
standard of care in first line formetastatic ECwith an objective response
rate (ORR) around 50–60%, a median progression-free survival (PFS)
and an overall survival (OS) of 8 months and 15–20 months,
respectively [3–6].

Mismatch repair (MMR) is a highly conservedmechanism responsi-
ble for restoring DNA integrity by correcting single-base mismatches
and insertion-deletion loops that may occur during DNA replication.
Deficiencies in MMR result in the accumulation of point mutations [7].
It is important to note that EC was recently shown to have the highest
prevalence of MMRd/MSI-H tumors across 30 human cancer types
[8–10]. MMRd/MSI-H tumors are secondary to a somatic or germline
mutation in MMR genes (MLH1, MSH2, MSH6, PMS2), or more com-
monly to somatic epigenetic inactivation of the MLH1 gene [11,12].
Approximately, 30% of primary and 15% of metastatic or recurrent ECs
are MMRd/MSI-H [13,14,8].

The MMR/MSI status of the tumor is clearly predictive for benefit
from immune checkpoint inhibitors (ICI) [15–17]. Early trials reported
an unprecedent response rate and duration of response leading to an ac-
celerated approval of pembrolizumab in all MMRd/MSI-H tumors (ie
tumor agnostic) after failure of standard treatments by the U.S. Food
and Drug Administration (FDA) [18–21]. In April 2021, the European
Medicine Agency (EMA) approved another PD1 inhibitor, dostarlimab,
for recurrent or metastatic MMRd/MSI-H EC progressing after platinum
chemotherapy. Based on the final results of Garnet phase1/1b study,
dostarlimab received the EMA approval [22]. In this population after
platinum based chemotherapy, PD-1 inhibitors dostarlimab and pem-
brolizumab have shown response rates of 50%, with long duration of re-
sponse [23,24]. In this setting, the expected response rate to second line
chemotherapy in advanced EC is around 10% [25].

Thus, it is now well established that the best option after failure of
first line carboplatin and paclitaxel is an ICI in MMRd/MSI-H EC. How-
ever, there is little data reporting the response to frontline carbo-
platin/paclitaxel in this population with advanced/metastatic disease.
In localized EC, data from the recently completed PORTEC3 trial sug-
gested that MMRd/MSI-H EC could derive no benefit from adjuvant
platinum based chemotherapy [26,27]. The most frequent MMRd/MSI-
H tumors after EC is colorectal carcinoma (CRC) and recent data has
shown that ICI provided a significant improvement of PFS compared
to chemotherapy in untreated patients with MSI-Hmetastatic CRC [19].

We conducted a multicentric retrospective study to describe ORR
and PFS with first line platinum chemotherapy and subsequent immu-
notherapy in metastatic MMRd/MSI-H EC.

2. Methods

2.1. Patients

Patients with relapsed or metastatic MMRd/MSI-H EC treated with a
first line of systemic therapy were identified via a multicenter retro-
spective review of electronic case records of metastatic EC patients
treated in centers from the French national collaborative group,
GINECO. Eligibility criteria included adult patients with relapsed, or me-
tastatic EC not eligible to curative local treatment, and treated with first
line systemic treatment. Patients in relapse could have received plati-
num chemotherapy in adjuvant setting. Standardized chart review col-
lected date of diagnosis, age at diagnosis, date of initial local therapy,
adjuvant treatment, date offirstmetastasis, type ofmetastatic site at ini-
tiation of systemic treatment, subsequent treatments and type. All
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patients had regular radiologic evaluation based on local practice. The
response was determined locally according to the clinicians. Clinical
(age, PS, histology, MMRd/MSI-H status, and survival data) were ex-
tracted from the database. The study was approved by a central ethics
committee, and informed consent was obtained from patients.

2.2. Efficacy endpoints

The main endpoints were ORR and PFS under first line platinum-
based chemotherapy inMMRd/MSI-H in relapsed or de novometastatic
EC (main analyses). These endpoints were also described in patients
under subsequent ICI in second line and beyond (secondary analyses).
Radiological evaluation was performed every 8–12 weeks and defined
as complete response (CR), partial response (PR), stable disease (SD),
and progressive disease (PD). ORR was defined by CR+ PR and disease
control rate (DCR) as CR+ PR+ SD. Response was determined by local
assessment from the clinician, according to computed tomography
(CT)-scanner evaluation or positron emission tomography CT (petCT)
evaluation. PFS was defined as the time from the date of start of first
line therapy to disease progression or death. OS was defined as the
time from the date of start of first line therapy to death.

2.3. MMRd/MSI-H testing

TheMMR/MSI status was determined locally according to one of the
standard practices. Methods for determination included loss of 1 or 2
MMR protein expression by immunochemistry (IHC), or if 2 or more
of five tumor repeat loci show instability by polymerase chain reaction
(PCR) assay. In addition, depending on pattern of MMR protein loss or
MSI status, age and/or family history a proportion of patients benefited
from genetics consultation and germline analysis with blood test by a
next generation sequencing panel to look for lynch syndrome. The
MMRd/MSI status determination is detailed in supplementary table 1.

2.4. Statistical analysis

Patients' and tumor characteristics (age at diagnosis, Karnofsky Per-
formance Scale (KPS), site of metastases, prior surgery or radiotherapy,
histology, grade, and subsequent systemic treatment) were described
(median and interquartile range [IQR] for continuous variables and
frequency for categorical variables) for MMRd/MSI-H patients with
relapsed or de novo metastatic EC. Median follow-up was estimated
by using the reverse Kaplan-Meier method. Efficacy endpoints were
analysed for MMRd/MSI-H EC patients treated by platinum chemother-
apy as first line. The exact method was used to estimate the 95% confi-
dence interval (CI) of ORR and DCR. PFS and OS were estimated by
using the Kaplan-Meier method and median was reported with its
95% CI. The study cut-off date for the statistical analysis was December,
7th, 2020. Statistical analysis was performed by using SAS software 9.4
(SAS Institute).

3. Results

3.1. Metastatic MSI EC cohort description

3.1.1. Patients' and tumor characteristics
Between February 1st, 2018 and September 8th, 2020, we identified

112MMRd/MSI-H patients with relapsed or de novometastatic ECwith
a median follow-up of 33.9 months (range: 0.4–271.7) from the date of
diagnosis of first relapse. Median age was 61 (42–90) years. Histology
was endometrioïd in 88.4% (99/112) of patients, others included serous
(4.5%), mixed tumors (4.5%), or clear cell (3%). Most tumors were grade
2 (44%, 49/112); 21% and 28.5%were grade 1 and 3, respectively accord-
ing to former classification. Among the 112 patients, 25 (22%) were
stage IV at diagnosis. Moreover, 63 (56%) had received prior adjuvant
radiotherapy and 35 (31%) had received prior adjuvant chemotherapy.
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The most frequent metastatic sites prior to chemotherapy initiation
were nodes (60%) and peritoneum (28%). Other clinico-pathological
characteristics are detailed in Table 1. Median OS for all metastatic
MMRd/MSI-H EC patients was 58.0 months (95% CI: 45.3–95.1).
Among these 112 patients, 97 received first line systemic treatment
for metastatic disease (Fig. 1). Fifteen patients treated by upfront radio-
chemotherapy (RCT) and surgerywere excluded (non-evaluable for the
response rate). First line treatment was mainly platinum based chemo-
therapy (78/97), but other systemic first line therapies included hor-
monal therapy (n = 4), non‑platinum chemotherapy (n = 4) as well
as immunotherapywith an anti-PD1/PDL1 alone (n=9) or in combina-
tion with a CTLA4 (n = 2). (See Tables 2A and 2B.)

AmongMMRd/MSI-H EC patients who were treated with platinum-
based chemotherapy for primary treatment of metastatic disease (n =
78), 13 patients (16.7%) had received prior platinum-based therapy in
the adjuvant setting. Regimens for metastatic disease included:
platinum-based chemotherapy with carboplatin and paclitaxel in 89%
(n=69), platinum chemotherapy with pegylated doxorubicin or gem-
citabine in 6% (n=5)and 5% (n=4)183 received carboplatin asmono-
therapy. Moreover, 67 patients had tumors with loss of MMR proteins
by IHC (86%) and in 14% MMRd/MSI-H status was determined by PCR.
The most frequent protein loss was MLH1 by IHC in 76% of tumors
(51/67) (Table 2). Genetic counseling and germline testing were per-
formed in 45/78 (56%) and Lynch syndrome was confirmed in 11/78
(14%) patients.

3.1.2. Response to first line platinum in metastatic setting in MMRd/MSI-H
EC (n = 78)

Themedian follow-up estimated from first line platinum inmetasta-
tic setting was 32.6 months (min: 0.03; max: 135.0). ORR and DCR was
50% (95% CI: 38.5–61.5) and 67.5% (95% CI: 56.4–78.1), respectively
Table 1
Patient's and tumor characteristics.

Patient treated b
n (%)

Age at diagnosis
Median (IQR) 62 (42–90)
Germline testing for Lynch Syndrome
Presence of a pathogen mutation 11 (14.1%)
No pathogen mutation 34 (43.5%)
Not done 33 (42.3%)

Disease status prior to 1st line systemic therapy
Stage IV 20 (25.6%)
Recurrent/progression post-local treatment 58 (74.3%)
NA 0

Prior adjuvant treatment
Platinum-based chemotherapy 13 (16.7%)
Radiotherapy 40 (51.3%)
Radio chemotherapy 11 (14.4%)

Metastatic sites
Node 52 (66.7%)
Peritoneum 23 (29.4%)
Lung 13 (16.7%)
Liver 4 (5.1%)
Bone 3 (3.8%)
Brain 2 (2.5%)

Histology
Endometrioïd adenocarcinoma 69 (88.4%)
Serous adenocarcinoma

Clear cell adenocarcinoma
4 (5.7%)
2 (2.6%)

At least 2 different subtypes 3 (4%)
Missing 0 (0%)

Grade
Grade 1 17 (22.0)
Grade 2 36 (46.7)
Grade 3 21 (25.9)
Missing for the grade 4 (5.1)
Deaths 29 (37.1%)

IQR: Interquartile range; FU: follow up.

80
(Table 3). Sixty-eight (87.2%) patients have a progression event and
29 (37%) died. Median PFS and OS from first line platinum chemother-
apy in metastatic setting was 7.8 months (95% CI: 6.0–9.0) and 51.9
months (95% 194 CI: 28.0-NE), respectively (Fig. 2A–B).

3.1.3. Response to ICI in MMRd/MSI-H EC (n = 48)
In terms of subsequent systemic therapies, 62% (48/78) received an

ICI after chemotherapy failure, 31 in second line and 18 in third line and
beyond; one patient received an ICI in monotherapy in second line and
received an ICI combination as third line in a phase 1 trial. Subsequent
therapy in second line was hormonotherapy (n = 9), chemotherapy
(n=14), others (n= 4 as targeted therapy in trials) and some patients
(n = 20) were still in response at the study cut-off date. The ORR was
45.8% (95% CI: 31.4–60.8) and DCRwas 66.7% (95% CI: 51.6–79.6) in pa-
tients receiving ICI in second line after platinum. Median PFS and OS
under ICI were 10.7 months (95% CI: 3.4-NE) and 31.9 months (95%
CI: 13.5-NE), respectively (Fig. 2C–D). Although 11 patients with
MMRd/MSI-H who received first line ICI were not included for the pri-
mary endpoint analysis, outcome data was collected and ORR and DCR
to ICI in first line were identical and equal to 54.5% (95% CI:
23.4–83.3) (6/11).

4. Discussion

In this study, we describe a large cohort of 78 MMRd/MSI-H EC
treated with first line platinum-based chemotherapy in metastatic set-
ting. Themedian PFS from first line platinum chemotherapy inmetasta-
tic settingwas 7.8months (95%CI: 6.0–9.0). ORR andDCRwas 50% (95%
CI: 38.5–61.5) and 67.5% (95% CI: 56.4–78.1), respectively (12% had a
confirmed complete response). Currently, there is no clear evidence
that MMR/MSI status in metastatic EC may predict differential benefit
y platinum based chemotherapy n = 78 All MSI-H patients
n = 112

61 (42–90)

13 (11.6%)
48 (42.8%)
51 (45.5%)

25 (22.3%)
82 (73.2%)
5 (4.5%)

35 (31.2%)
63 (56.2%)
16 (14.2%)

66 (59.0%)
30 (26.7%)
29 (25.8%)
7 (6.2%)
5 (4.5%)
3 (2.7%)

99 (88.4%)
5 (4.5%)
3 (2.7%)
5 (4.5%)
0 (0.0%)

24 (21.4%)
49 (43.7%)
32 (28.5%)
7 (6.2%)
37 (33.0%)



Fig. 1. Flowchart of the study.

Table 2B
MSI status patient's characteristics IHC (n = 112).

IMMR protein loss of expression in IHC All patients
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from platinum chemotherapy. In EC, the prognostic value of MSI status
is controversial [12]. Some studies in early stage have shown thatMSI-H
EC is associatedwith a more favorable outcome [28–30] even in tumors
with high risk features according to PORTEC 3 trial results; whereas
other data suggested worse prognosis [31–34]. Overall, the response
rate observed in this retrospective cohort of MMRd/MSI-H EC is similar
to the efficacy achieved with first line platinum in an all comer popula-
tion of relapsed EC. Median PFSwas 7.8 months in our cohort of MMRd/
MSI-H which is comparable to that described in earlier trials of first line
chemotherapy [3,4], investigating recurrent and/or stage IV de novo EC
population (supplementary table 2). However, OS in our cohort of
MMRd/MSI-H patients with stage IV or recurrent/progressive disease
was longer with a median of 51.9 months from first line / 45.3 months
from the diagnosis of metastatic disease than that described in previous
studies (13–20months) [3–5]. This could reflect increased benefit from
subsequent therapies post‑platinum progression especially ICI subse-
quent therapy. Indeed, among the 40% of patients who received ICI
post‑platinum, ORR and DCR was respectively 45.8% (95% CI:
31.4–60.8) and 66.7% (95% CI: 51.6–79.6); and PFS was longer under
subsequent ICI than first line chemotherapy with a median of 10.7
months (95% CI: 3.4-NE). As none direct comparition was done, it is
not possible to none compare benefits of the two therapies. The efficacy
of ICI in our real life cohort is consistent with published data from trials
in terms of response rate [20,24]. In the phase II KEYNOTE-158 study
where pembrolizumab was given to patients with previously treated
Table 2A
MSI-H status patient's characteristics (n = 112).

Determination of MSI status by n

IHC 110
RER 28
Tumoral NGS 7
Germline NGS 61

IHC: immunochemistry; RER: Replication ERor; NGS: next generation
sequencing.
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advanced non-colorectal MSI-H, ORR was 34.3% (95% CI: 28.3–40.8).
But in MSI-H EC subgroup (n = 49), ORR was 57% (95% CI: 42.0–71.0),
with 8 (16%) CR and 20 (41%) PR. Median duration of response DOR
was not reached (NR; range, 3–27 months); and 26 (93%) of the 28 re-
sponseswere ongoing after ≥9months follow-up.Median follow-updu-
ration was 24 months (range: 0.5–34) and median PFS was 26 months
(95% CI: 5.0-NR) [ 23]. Given an unprecedented efficacy after failure of
first line platinum, the FDA approved the anti PD1pembrolizumab in re-
current/metastatic MSI-H ECs while the EMA recently approved
dostarlimab in this post‑platinum setting [35]. It is noteworthy that
Miller et al., in the recent first line phase III trial of platinum chemother-
apy in an all comer population, described similar ORR but a longer me-
dian PFS of 13 months and OS of 37 months [5]. However the sponsor
amended inclusion criteria mid-trial to include patients with stage III
disease (43% of patients) and those without measurable disease
(>40% of patients). The improved survival was largely driven by pa-
tients with stage III or unmeasurable disease (OS = 11.3 months vs 20
months) [5].

Finally, according to our data, ORR of immunotherapywasquite con-
sistent in first and subsequent line confirming that patients may benefit
from immunotherapy regardless of line of systemic treatment. Although
n = 112

MLH1, PMS2 extinction 71
MSH2 MSH6 extinction 17
MLH1, MSH2 extinction 1
MLH1, MSH6 extinction 1
Isolated MSH6 extinction 2
Isolated MLH1 extinction 9
Isolated PMS2 extinction 4
Missing expression of type of protein⁎ 5
No extinction in IHC⁎ 2

⁎ Determination of MSI status was done according RER test.



Table 3
Efficacy results: response rate according to systemic first-line therapy.

Response rate Patients treated by platinum-based chemotherapy ⁎

N (%)
Patients receiving by immune checkpoint blockers (ICI)
in first line (L1), or at progression after platinum in second
line (L2) and beyond

n = 78 L1⁎⁎, n = 11 ≥ L2, n = 48⁎⁎⁎

NE 11 (14.1%) 1 (9.1%) 3 (6.3%)
CR 9 (11.5%) 0 (0.0%) 6 (12.5%)
PR 30 (38.4%) 6 (54.5%) 16 (33.3%)
SD 14 (18%) 0 (0.0%) 10 (20.8%)
PD 14 (18%) 4 (36.4%) 14 (29.2%)
ORR 50.0%

(95%CI: 38.5–61.5)
54.6%
(95%CI: 23.4–83.3)

45.8%
(95%CI: 31.4–60.8)

DCR 68.0%
(95%CI: 56.4–78.1)

54.6%
(95%CI: 23.4–83.3)

66.7%
(95%CI: 51.6–79.6)

NE: non evaluable; CR: complete response; PR: partial response; SD: stable disease; PD: disease progression; ORR: objective response rate (CR+PR);DCR: disease control rate (CR+PR+
SD).
⁎ 3 patients received targeted therapy (PARPi or mTORi) with carboplatine paclitaxel as maintenance or in combination (clinical trials) in first line.
⁎⁎ Patients treated by immunotherapy in first line were not included in efficacy analysis, NB: among 11 patients, 2 patients received combination anti PD1 and Anti CTLA4 in first line
setting.
⁎⁎⁎ 1 patient received immunotherapy in combination in third line after failure of antiPD1 as monotherapy in second line.
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not included in the primary efficacy analysis, 11 patients received im-
munotherapy in first line and demonstrated an ORR of 54.5% (95% CI:
23.4–83.3), quite similar to the activity of platinum-based combination
in first line. Whether first line ICI may improve tolerance and outcome
Fig. 2. Kaplan-Meier estimation of progression-free survival (A) and overall survival (B) in p
(C) and overall survival (D) under ICI in second line setting.
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for MSI-H EC is under investigation. The randomized DOMENICA trial
is investigating efficacy of platinum chemotherapy versus ICI in first
line in this population [36]. According to our data, platinum chemother-
apy response rate is consistent in MSI-H EC population to the historical
atients with platinum chemotherapy in first line setting and of progression-free survival
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activity reported in all comer EC population. Longer than expected OS in
our metastatic/recurrentMMRd/MSI cohort may be attributable to sub-
sequent ICI. When examining response rates, the ORR was 45.8% (95%
CI: 31.4–60.8) in patients receiving ICI in second line after platinum che-
motherapy in metastatic setting. This first exposure to ICI for this popu-
lation MSI-H EC, probably lead to a more favorable relative response for
ICI over platinum. Interestingly,median PFS in second line under ICI was
longer thanmedian PFS in first line. Longer PFS of ICI in second linemay
be linked to the small sample size; or it may reflect a priming effect of
chemotherapy. Indeed chemotherapy mechanism leads to the stimula-
tion of anticancer immunity either by initiating the release of
immunostimulatorymolecules from dying tumoral cells and bymediat-
ing off-target effects on immune cell populations [37]. Chemotherapy
enhance tumor antigen presentation by upregulating the expression
of tumor antigens themselves. For example, platinum chemotherapy is
able to promote tumoral cells recognition and lysis, promote antitumor
CD4+ T cell phenotype, and paclitaxel could increase dendritic cells ac-
tivation and abrogate immunosuppressive Treg cells activity [38]. Ran-
domized prospective trials are needed to address this question.
Currently, the results of phase 3 trial ENGOT c93 trial comparing pem-
brolizumab with carboplatin plus paclitaxel in first dMMR advanced
EC is still pending [39].

5. Conclusions

Recent advances in the molecular characterization of EC has led to
significant advances in therapeutic strategies. In women with MMRd/
MSI-H metastatic EC progressing after platinum, treatment with PD-1
or PDL-1 inhibitors results in unprecedented response rates between
40 and 60%. Our current retrospective study is the largest one describing
benefit of first line platinum chemotherapy in MSI-H EC. Considering
both ORR and PFS, platinum chemotherapy efficacy in metastatic MSI-
H EC was consistent with efficacy in an all comers de novo metastatic/
recurrent ECpopulation. Together, our results provide somedata in sup-
port of current trials investigating ICI asfirst line treatment compared to
standard chemotherapy in MMRd/MSI-H EC.
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