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Abstract
Objectives  To explore the differences in clinical characteristics, prognosis, and risk factors between type I and type II 
endometrial cancer (EC).
Materials and methods  We retrospectively collected EC patients diagnosed with type I or type II EC from 2009 to 2021 in 
the First Affiliated Hospital of Zhengzhou University.
Results  In total, 606 eligible EC patients (396 type I, and 210 type II) were included. Baseline analyses revealed that type 
II patients were older, had more advanced clinical stage, were more likely to receive chemoradiotherapy, and had higher 
incidence of myometrial infiltration, cervix involvement, lymph node metastasis and positive ascites cytology. Type II 
significantly favored poorer overall survival (OS) (HR = 9.10, 95%CI 4.79–17.28, P < 0.001) and progression-free survival 
(PFS) (HR = 6.07, 95%CI 2.75–13.37, P < 0.001) compared to type I. For all included EC, univariate and multivariate COX 
analyses revealed age, myometrial infiltration and pathological type were independent risk factors for OS and PFS. Sub-
group analyses identified age, menopause, clinical stage, and lymph node metastasis as independent risk factors for type 
I regarding OS. While age, myometrial infiltration and chemoradiotherapy were identified as risk and protective factors 
for type II regrading OS. Age and cervix involvement were identified as independent risk factors for type I regarding PFS. 
Myometrial infiltration was identified as independent risk factor for type II regarding PFS.
Conclusion  Type II patients shared different clinical characteristics and worse prognosis compared to type I, and their 
independent risk and protective factors also varied.
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FIGO	� International Federation of Gynecology and Obstetrics
NCCN	� National Comprehensive Cancer Network
IHC	� Immunohistochemistry
BMI	� Body mass index
MSI-H	� Microsatellite instability high
ESGO	� Europe’s Leading Gynaecological Oncology Congress
MMRD	� Mismatch repair deficient

1  Introduction

EC remains one of the most common gynecological malignancies, especially in developed counties [1, 2]. It is estimated 
that there will be 66,200 new EC cases and 13,030 new deaths in the United States in 2023 [3]. According to Bokhman et al. 
EC patients can be classified as type I and type II subgroups, accounting for approximately 80% and 10–20% of all EC cases, 
respectively [4, 5]. Usually, type I refers to grade 1/2 uterine endometrioid carcinomas, while type II includes some non- endo-
metrioid carcinomas, mainly including uterine serous carcinoma (10%), uterine clear cell carcinoma (3%), uterine carcinosar-
coma (< 2%), uterine undifferentiated carcinoma (1–2%) [6]. Patients with type I EC are estrogen dependent, obese, younger, 
while patients with type II are older, estrogen independent, and poorly differentiated (grade 3) [7, 8]. Also, EC patients with 
different pathological types shared different molecular etiology. For example, somatic mutations in PTEN, PIK3CA, and PIK3R1 
lead to the progression of endometrioid endometrial cancer. TP53 mutations and/or p53 drive the early carcinogenesis of 
uterine serous cancer, and high phosphorylation of TP53BP1-S1763 and CHEK2- S163 regulates cell cycle in uterine serous 
carcinoma. However, most uterine carcinosarcomas simultaneously share both PTEN and TP53 mutations [6, 9–13].

Molecular typing and histology characteristics are two important factors for grouping prognostic risk  in EC patients [14]. 
Molecular typing independent of histology improves the accuracy and reproducibility of EC diagnosis, which is of great 
significance for predicting prognosis, guiding treatment, and genetic screening [15]. EC patients with different molecular 
types share different immune microenvironments. For example, higher infiltration of CD8 + T cells were verified in EC patients 
with POLEmut and MMRd subtype [16]. The abundance of some common immune checkpoints (e.g., PD-1, PD-L1) varies 
among different pathological types, and the positive rate of PD-1/PD-L1 in uterine endometrioid carcinomas, uterine serous 
carcinoma, and uterine clear cell carcinoma are 40–80%, 10–68%, and 23–69%, respectively, which may affect their response 
to immunotherapy [17, 18].

Type II exhibits more aggressive biological behaviors, such as a higher risk of lymph nodes and distant metastasis, more 
advanced stage and poorer differentiation, leading to significantly unfavorable prognosis [8, 19]. Previous studies revealed 
that 5-year survival rate for type I was approaching 85%. However, the long-term prognosis of type II is far from satisfactory, 
which results in approximately 40% of all EC-related deaths [20–24]. Previous studies revealed the 5-year OS for uterine 
serous carcinoma, uterine carcinosarcoma, and uterine clear cell carcinoma was 45.9%, 53.6%, and 63%, respectively, which 
was far lower than that in type I [25–27]. Currently, differences in clinical characteristics, prognosis, and treatment regimens 
between type I and type II have not been well elucidated for limited samples were included in previous studies. Therefore, 
it is great important to identify risk factors for carcinogenesis and prognosis to develop optimal treatments for type II with 
a larger sample size.

In this study, we retrospectively collected eligible EC patients with type I or type II to compare their differences in demo-
graphic characteristics and prognosis. Specific independent prognostic factors were also identified for type I and type II. 
This study will provide suggestions for endometrial cancer patients with different pathological types and clinical features to 
make appropriate clinical decisions.

2 � Material and methods

2.1 � Patients cohort

This retrospective study was approved by the ethics committee of First Affiliated Hospital of Zhengzhou University 
(Approved number: 2023-KY-0350-002). Patients diagnosed with EC between 2009 and 2021 in the department of obstet-
rics and gynecology of First Affiliated Hospital of Zhengzhou University were retrospectively collected. Type II EC included 
uterine serous carcinoma, uterine mixed carcinoma, uterine clear cell carcinoma, uterine undifferentiated carcinoma, 
and uterine carcinosarcoma. While type I EC only contained grade 1/2 uterine endometrioid carcinomas. The inclusion 
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criteria were as follows: (1) EC with unambiguous pathological types mentioned above; (2) EC with accurate OS data; (3) 
EC without simultaneous diagnosis of other malignant tumors. The pathological diagnosis of all included patients was 
confirmed by two senior pathologists independently. The data of patients’ clinical stage were measured according to 
the 2009 modified International Federation of Gynecology and Obstetrics (FIGO) system.

The following data of demography (e.g. age, pathological types, grade, body weight and height, treatment programs, 
status of myometrial infiltration, lymph node metastasis, and cervix involvement, clinical stage, etc.) and follow-up (e.g. 
status of survival or recurrence, clear time of death or recurrence) were collected to further performed analysis. Myome-
trial infiltration (≥ 1/2) was regarded as deep infiltration.

2.2 � Analysis of clinical data

OS, referring to the time from diagnosis to the last follow-up or death, was regarded as the primary endpoint. While PFS, 
which referrers to the time from diagnosis to the last follow-up or recurrence, was regarded as the second endpoint. The 
log-rank test was used to measure the statistical differences of different pathological type on OS and PFS. The univariate 
and multivariate Cox models were used to identify the independent prognostic factors for EC patients.

2.3 � Statistics

All the statistical analyses were performed using the R software (version 4.2.1). The differences in baseline characteris-
tics between type I and type II EC patients were measured using the R package stats (version 4.2.1). The Kaplan–Meier 
curves were performed using the R package survival (version 3.3.1) and R package survminer. The 5-year survival rate was 
calculated by the SPSS software (version: 26.0, SPSS, Inc). The univariate and multivariate Cox models were performed 
using the R package survival (version 3.3.1) and R package rms (version 6.3-0). In our study, P < 0.05 was considered 
statistically significant.

3 � Results

3.1 � Characteristics of included patients

In total, 606 eligible patients diagnosed with EC from 2009 to 2021 were included. Among them, 396 patients were type 
I (236 grade 1 uterine endometrioid carcinomas, accounting for 59.60%; 160 grade 2 uterine endometrioid carcino-
mas, accounting for 40.40%), and 210 patients were type II (106 uterine serous carcinomas, accounting for 50.48%; 34 
uterine mixed carcinomas, accounting for 16.19%; 34 uterine clear cell carcinomas, accounting for 16.19%; 18 uterine 
undifferentiated carcinomas, accounting for 8.57%; and 18 uterine carcinosarcomas, accounting for 8.57%). Significant 
differences were found between type I and type II EC cohorts regarding baseline demographics (Table 1). Compared 
to type I, type II patients were older (60.367 vs. 54.705 years) and menopausal (90.5% vs. 59.3%), were more likely to 
receive chemoradiotherapy (37.6% vs. 8.3%), were in a more advanced stage (stage III/IV: 25.7% vs. 7.3%) and poorer 
differentiation (Grade 3/4: 84.3% vs. 0%), were more susceptible to deep myometrial infiltration (36.2% vs. 17.7%), cervix 
involvement (14.8% vs. 4.5%), and lymph node metastasis (20.5% vs. 4.8%), and positive ascites cytology (9.5% vs. 2.3%). 
Overall, Type II patients achieved shorter time of OS (1199.5 vs. 1669.5 days) and PFS (1280 vs. 1677 days), and type II 
patients significantly favored poorer OS and PFS compared to those with type I (Supplementary Fig. 1A and B). Further 
analysis revealed that the 5-year survival rates regarding OS in all stage I/II/III/IV EC patients were 93.6%, 88.2%, 75.4%, 
32.7%, respectively. The 5-year survival rates regarding PFS in all stage I/II/III/IV EC patients were 95.0%, 84.4%, 87.6%, 
and 85.7%, respectively. Furthermore, the 5-year survival rate (OS) of type I was significantly higher than that of type II in 
stage I (96.9% vs. 83.6%, P < 0.001) and stage III (91.2% vs. 63.8%, P = 0.004) (Table 2). We also compared the prognostic 
differences within type II EC. As shown in Supplementary Fig. 1C and D, only uterine mixed carcinoma obtained better 
OS compared to uterine serous carcinoma (HR = 0.11706, 95%CI 0.016–0.866, P = 0.0356).
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Table 1   Baseline 
characteristics of included 
EC patients with different 
pathological types

Characteristics Type I Type II P-value

n 396 210
Age, mean ± sd 54.705 ± 8.7763 60.367 ± 8.5512 < 0.001
Menopause, n (%) < 0.001
 Yes 235 (59.3%) 190 (90.5%)
 No 150 (37.9%) 19 (9%)
 Unknown 11 (2.8%) 1 (0.5%)

BMI, median (IQR) 25.462 (23.422, 28.134) 25.036 (22.656, 28.012) 0.236
Grade, n (%) < 0.001
 G1 236 (59.6%) 0 (0%)
 G2 160 (40.4%) 33 (15.7%)
 G3 0 (0%) 159 (75.7%)
 G4 0 (0%) 18 (8.6%)

Surgery, n (%) 0.003
 No 0 (0%) 6 (2.9%)
 Yes 396 (100%) 204 (97.1%)

Chemotherapy alone, n (%) 0.411
 No 264 (66.7%) 133 (63.3%)
 Yes 132 (33.3%) 77 (36.7%)

Radiotherapy alone, n (%) 1.000
 No 393 (99.2%) 208 (99%)
 Yes 3 (0.8%) 2 (1%)

Chemoradiotherapy, n (%) < 0.001
 No 363 (91.7%) 131 (62.4%)
 Yes 33 (8.3%) 79 (37.6%)

Without systemic therapy, n (%) < 0.001
 No 168 (42.4%) 158 (75.2%)
 Yes 228 (57.6%) 52 (24.8%)

Stage, n (%) < 0.001
 I 361 (91.2%) 138 (65.7%)
 II 6 (1.5%) 11 (5.2%)
 III 27 (6.8%) 42 (20%)
 IV 2 (0.5%) 12 (5.7%)
 Unknown 0 (0%) 7 (3.3%)

Myometrial infiltration (> 1/2), n (%) < 0.001
 No 297 (75%) 118 (56.2%)
 Yes 70 (17.7%) 76 (36.2%)
 Unknown 29 (7.3%) 16 (7.6%)

Cervix involvement, n (%) < 0.001
 No 333 (84.1%) 170 (81%)
 Yes 18 (4.5%) 31 (14.8%)
 Unknown 45 (11.4%) 9 (4.3%)

Lymph node metastasis, n (%) < 0.001
 No 299 (75.5%) 141 (67.1%)
 Yes 19 (4.8%) 43 (20.5%)
 Unknown 78 (19.7%) 26 (12.4%)

Ascites cytology, n (%) < 0.001
 Negative 374 (94.4%) 190 (90.5%)
 Positive 9 (2.3%) 20 (9.5%)
 Unknown 13 (3.3%) 0 (0%)

OS, n (%) < 0.001
 Alive 384 (97%) 166 (79%)
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3.2 � Univariate and multivariate analyses of all EC patients

We then performed univariate and multivariate Cox analyses to identify independent prognostic factors for all included 
patients. For OS, age (HR = 1.067, 95%CI 1.029–1.108, P < 0.001), deep myometrial infiltration (HR = 2.967, 95%CI 
1.496–5.885, P = 0.002), and pathological type (HR = 10.620, 95%CI 4.081–27.635, P < 0.001) were independent risk fac-
tors for all EC cohort (Table 3). While for PFS, age (HR = 1.081, 95%CI 1.019–1.146, P = 0.010), deep myometrial infiltra-
tion (HR = 2.976, 95%CI 1.208–7.335, P = 0.018), and pathological type (HR = 7.466, 95%CI 2.237–24.922, P = 0.001) were 
independent risk factors for all EC cohort (Table 4).

3.3 � Identification of independent prognostic factors for type I and type II patients

As there were great differences in epidemiology and biological behavior between type I and type II patients, we aimed 
to further identify specific risk/protective factors for EC with different pathological types. In type I EC, age (HR = 1.251, 
95%CI 1.155–1.355, P < 0.001), menopause (HR = 1.39E + 04, 95%CI 872.76–2.23E + 05, P < 0.001), late stage (stage III/IV) 
(P < 0.001), and lymph node metastasis (HR = 4.86E + 19, 95%CI 1.18E + 19–1.99E + 20, P < 0.001) were independent risk 
factors for OS (Table 5). While age (HR = 1.154, 95%CI 1.060–1.256, P < 0.001), cervix involvement (HR = 32.147, 95%CI 
6.163–167.688, P < 0.001) were the independent risk factors for PFS, and chemotherapy (HR = 0.119, 95%CI 0.014–0.978, 
P = 0.048) was the independent protective factor for PFS (Supplementary Table 1).

In type II EC, chemoradiotherapy (HR = 0.472, 95%CI 0.230–0.969, P = 0.041) was the protective factor for OS, while age 
(HR = 1.044, 95%CI 1.004–1.085, P = 0.029) and deep myometrial infiltration (HR = 2.965, 95%CI 1.402–6.270, P = 0.004) were 
the independent risk factors (Table 6). For PFS, deep myometrial infiltration (HR = 3.992, 95%CI 1.103–8.115, P = 0.031) 
was the only independent risk factor (Supplementary Table 2).

3.4 � Subgroup analysis for stage I type II EC patients

Whether patients in early stage with type II EC could benefit from postoperative chemotherapy/radiotherapy or 
not remains unclear. To measure the impact of postoperative adjuvant therapy on stage I type II EC patients, we 
further performed univariate and multivariate Cox analyses on these patients. As shown in Supplementary Table 3, 
only age (HR = 1.089, 95%CI 1.008–1.177, P = 0.030) and BMI (HR = 1.388, 95%CI 1.083–1.780, P = 0.010) were the 

EC endometrial carcinoma, BMI body mass index, OS overall survival, PFS progression-free survival

Table 1   (continued) Characteristics Type I Type II P-value

 Dead 12 (3%) 44 (21%)
OS-time(days), median (IQR) 1669.5 (1392.5, 2134) 1199.5 (794.5, 1795) < 0.001
PFS, n (%) < 0.001
 Stable 380 (96%) 155 (73.8%)
 Recurrent 9 (2.3%) 21 (10%)
 Unknown 7 (1.8%) 34 (16.2%)

PFS-time(days), median (IQR) 1677 (1393, 2134) 1280 (878, 1880.5) < 0.001

Table 2   5-year survival rate 
of different EC cohorts with 
different pathological type at 
different stages

EC endometrial cancer, OS overall Survival, PFS progression-free survival, NA not available

Stage OS PFS

Overall Type I Type II P-value Overall Type I Type II P-value

I 93.6 96.9 83.6 < 0.001 95.0 96.9 88.9 < 0.001
II 88.2 NA 81.8 0.284 84.4 NA 75.0 0.260
III 75.4 91.2 63.8 0.004 87.6 96.2 80.3 0.075
IV 32.7 50 57.1 0.871 85.7 NA 83.3 0.683
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Table 3   Univariate and 
multivariate Cox regression 
analysis for OS

Characteristics No Univariate analysis Multivariate analysis

Hazard ratio (95% CI) P-value Hazard ratio (95% CI) P-value

Age 606 1.097 (1.067–1.128) < 0.001 1.067 (1.029–1.108) < 0.001

Menopause 606

 No 169 Reference Reference

 Yes 425 5.676 (2.052–15.699) < 0.001 1.026 (0.314–3.350) 0.966

 Unknown 12 0.000 (0.000–Inf ) 0.996 0.000 (0.000–Inf ) 0.996

BMI 284 1.061 (0.972–1.158) 0.186

Surgery 606

 Yes 600 Reference Reference

 No 6 4.984 (1.209–20.553) 0.026 0.162 (0.017–1.538) 0.113

Chemotherapy alone 606

 No 397 Reference

 Yes 209 0.711 (0.398–1.271) 0.250

Radiotherapy alone 606

 No 601 Reference

 Yes 5 0.000 (0.000–Inf ) 0.995

Chemoradiotherapy 606

 Yes 112 Reference

 No 494 0.645 (0.352–1.181) 0.155

Without systemic therapy 606

 No 326 Reference

 Yes 280 1.043 (0.616–1.766) 0.875

Stage 606

 I 499 Reference Reference

 II 17 2.204 (0.524–9.272) 0.281 1.188 (0.234–6.035) 0.835

 III 69 5.050 (2.717–9.384) < 0.001 1.023 (0.247–4.241) 0.975

 IV 14 21.986 (9.700–49.832) < 0.001 3.703 (0.930–14.740) 0.063

 Unknown 7 13.111 (3.944–43.586) < 0.001 2.100 (0.198–22.223) 0.538

Myometrial infiltration (> 1/2) 606

 No 415 Reference Reference

 Yes 146 6.090 (3.402–10.904) < 0.001 2.967 (1.496–5.885) 0.002

 Unknown 45 3.136 (1.155–8.512) 0.025 0.785 (0.130–4.740) 0.792

Cervix involvement 606

 No 503 Reference Reference

 Yes 49 3.890 (2.022–7.484) < 0.001 0.806 (0.353–1.843) 0.610

 Unknown 54 2.256 (1.047–4.860) 0.038 6.938 (1.738–27.690) 0.006

Lymph node metastasis 606

 No 440 Reference Reference

 Yes 62 8.786 (4.818–16.019) < 0.001 3.429 (0.880–13.370) 0.076

 Unknown 104 2.664 (1.342–5.291) 0.005 2.951 (1.277–6.819) 0.011

Ascites cytology 606

 Negative 564 Reference Reference

 Positive 29 3.015 (1.358–6.691) 0.007 1.040 (0.419–2.581) 0.932

 Unknown 13 4.354 (1.337–14.176) 0.015 58.806 (12.648–273.408) < 0.001

Pathological type 606

 Type I 396 Reference Reference

 Type II 210 9.099 (4.791–17.278) < 0.001 10.620 (4.081–27.635) < 0.001

BMI body mass index, OS overall survival, CI confidence interval
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Table 4   Univariate and multivariate Cox regression analysis for PFS

Characteristics No Univariate analysis Multivariate analysis

Hazard ratio (95% CI) P-value Hazard ratio (95% CI) P-value

Age 564 1.094 (1.053–1.138) < 0.001 1.081 (1.019–1.146) 0.010

Menopause 564

 No 164 Reference Reference

 Yes 389 3.873 (1.172–12.799) 0.026 0.611 (0.140–2.676) 0.513

 Unknown 11 0.000 (0.000–Inf ) 0.997 0.000 (0.000–Inf ) 0.999

BMI 262 0.978 (0.871–1.098) 0.704

Surgery 564

 No 4 Reference

 Yes 560 3303224.2846 (0.000–Inf ) 0.997

Chemotherapy alone 564

 No 371 Reference

 Yes 193 0.575 (0.245–1.346) 0.202

Radiotherapy alone 564

 No 559 Reference

 Yes 5 0.000 (0.000–Inf ) 0.997

Chemoradiotherapy 564

 Yes 105 Reference Reference

 No 459 0.255 (0.122–0.530) < 0.001 0.726 (0.259–2.035) 0.542

Without systemic therapy 564

 No 303 Reference Reference

 Yes 261 0.522 (0.237–1.147) 0.105 1.689 (0.530–5.380) 0.375

Stage 564

 I 480 Reference Reference

 II 16 3.168 (0.738–13.602) 0.121 0.915 (0.126–6.630) 0.930

 III 57 3.423 (1.438–8.146) 0.005 0.000 (0.000–Inf ) 0.998

 IV 7 4.959 (0.657–37.413) 0.120 0.000 (0.000–Inf ) 0.998

 Unknown 4 0.000 (0.000–Inf ) 0.997 0.088 (0.000–Inf ) 1.000

Myometrial infiltration (> 1/2) 564

 No 402 Reference Reference

 Yes 122 5.601 (2.644–11.863) < 0.001 2.976 (1.208–7.335) 0.018

 Unknown 40 0.000 (0.000–Inf ) 0.997 0.000 (0.000–Inf ) 0.999

Cervix involvement 564

 No 474 Reference Reference

 Yes 42 8.114 (3.680–17.891) < 0.001 3.138 (0.785–12.543) 0.106

 Unknown 48 1.873 (0.545–6.432) 0.319 5.997 (1.112–32.351) 0.037

Lymph node metastasis 564

 No 425 Reference Reference

 Yes 46 4.833 (2.098–11.134) < 0.001 7.68E + 08 (0.000–Inf ) 0.998

 Unknown 93 0.781 (0.230–2.652) 0.692 1.094 (0.281–4.260) 0.897

Ascites cytology 564

 Positive 22 Reference Reference

 Negative 530 15448863.8425 (0.000–Inf ) 0.996 3.98E + 08 (0.000–Inf ) 0.999

 Unknown 12 70761583.0346 (0.000–Inf ) 0.996 3.81E + 09.9671 (0.000–Inf ) 0.999

Pathological type 564

 Type I 389 Reference Reference

 Type II 175 6.068 (2.754–13.370) < 0.001 7.466 (2.237–24.922) 0.001

BMI body mass index, PFS progression free survival, CI confidence interval
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independent risk factors for OS in stage I type II EC. However, chemotherapy alone (HR = 0.512, 95%CI 0.168–1.561, 
P = 0.239) or chemoradiotherapy (HR = 0.588, 95%CI 0.208–1.659, P = 0.316) did not significantly affect OS of the 
patients in stage I type II EC. Chemotherapy alone (HR = 0.350, 95%CI 0.075–1.624, P = 0.180) or chemoradiotherapy 
(HR = 0.484, 95%CI 0.147–1.590, P = 0.232) also did not significantly affect PFS of the patients in stage I type II EC 
(Supplementary Table 4).

Table 5   Univariate and multivariate Cox regression analysis for OS in type I EC

BMI body mass index, OS overall survival, CI confidence interval

Characteristics No Univariate analysis Multivariate analysis

Hazard ratio (95% CI) P Hazard ratio (95% CI) P

Age 396 1.131 (1.067–1.200) < 0.001 1.251 (1.155–1.355) < 0.001
Menopause 396 0.036
 No 150 Reference Reference
 Yes 235 7.055 (0.911–54.646) 0.061 1.39E + 04 (872.755–2.23E + 05) < 0.001
 Unknown 11 0.000 (0.000–Inf ) 0.998 0.219 (0.000–Inf ) 0.997

BMI 125 1.208 (0.961–1.517) 0.105
Chemotherapy alone 396
 Yes 132 Reference
 No 264 2.890 (0.631–13.226) 0.172

Chemoradiotherapy alone 396 0.436
 No 363 Reference
 Yes 33 2.147 (0.470–9.802) 0.324

Without systemic therapy
 No 168 Reference
 Yes 228 1.708 (0.512–5.695) 0.384

Stage 396 0.059
 I 361 Reference Reference
 II 6 0.000 (0.000–Inf ) 0.997 0.000 (0.000–Inf ) 0.985
 III 27 2.741 (0.598–12.560) 0.194 0.000 (0.000–0.000) < 0.001
 IV 2 57.017 (6.764–480.644) < 0.001 0.000 (0.000–0.000) < 0.001

Myometrial infiltration (> = 1/2) 396
 No 297 Reference Reference
 Yes 70 6.805 (1.988–23.290) 0.002 2.471 (0.735–8.305) 0.144
 Unknown 29 2.773 (0.309–24.846) 0.362 0.260 (0.032–2.105) 0.207

Cervix involvement 396
 No 333 Reference Reference
 Yes 18 5.647 (1.139–28.010) 0.034 0.212 (0.046–0.987) 0.048
 Unknown 45 5.305 (1.494–18.842) 0.010 30.396 (8.747–105.618) < 0.001

Lymph node metastasis 396 0.015
 No 299 Reference Reference
 Yes 19 9.500 (2.269–39.775) 0.002 4.86E + 19 (1.18E + 19–1.99E + 20) < 0.001
 Unknown 78 3.218 (0.864—11.987) 0.082 12.944 (3.771–44.425) < 0.001

Ascites cytology 396
 No 374
 Yes 9 4.477 (0.557–35.958) 0.158 0.000 (0.000–0.001) < 0.001
 Unknown 13 26.634 (5.888–120.486) < 0.001 607.104 (130.796–2817.952) < 0.001
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4 � Discussion

Our single center retrospective study collected 606 EC to compare the baseline characteristics between type I and 
type II, and further identify their specific prognostic factors. Compared to type II EC, we found that EC patients with 
type I were younger and premenopausal, had earlier clinical stage (stage I or II), were less likely to receive chemora-
diotherapy, better differentiation, and had higher incidence of lesions confined to uterus, which was consistent with 
some previous studies [21, 28]. For the entire EC population, age, deep myometrial infiltration, and pathological type 

Table 6   Univariate and 
multivariate Cox regression 
analysis for OS in type II EC

BMI body mass index, OS overall survival, CI confidence interval

Characteristics No Univariate analysis Multivariate analysis

Hazard ratio (95% CI) P-value Hazard ratio (95% CI) P-value

Age 210 1.054 (1.018–1.091) 0.003 1.044 (1.004–1.085) 0.029
Menopause 210
 No 19 Reference
 Yes 190 1.621 (0.498–5.276) 0.422
 Unknown 1 0.000 (0.000–Inf ) 0.996

BMI 159 1.081 (0.972–1.202) 0.150
Surgery 210
 No 6 Reference
 Yes 204 0.555 (0.134–2.306) 0.418

Chemotherapy alone 210
 No 133 Reference
 Yes 77 0.868 (0.460–1.639) 0.663

Radiotherapy alone 210
 No 208 Reference
 Yes 2 0.000 (0.000–Inf ) 0.997

Chemoradiotherapy 210
 No 131 Reference Reference
 Yes 79 0.546 (0.281–1.061) 0.074 0.472 (0.230–0.969) 0.041

Stage 210
 I 138 Reference Reference
 II 11 1.380 (0.320–5.950) 0.666 1.267 (0.218–7.370) 0.792
 III 42 3.205 (1.584–6.482) 0.001 1.067 (0.249–4.577) 0.930
 IV 12 8.164 (3.302–20.186) < 0.001 3.214 (0.784–13.177) 0.105
 Unknown 7 4.559 (1.333–15.599) 0.016 0.262 (0.023–2.953) 0.279

Myometrial infiltration (> 1/2) 210
 No 118 Reference Reference
 Yes 76 3.683 (1.900–7.140) < 0.001 2.965 (1.402–6.270) 0.004
 Unknown 16 2.899 (0.944–8.901) 0.063 0.000 (0.000–Inf ) 0.996

Cervix involvement 210
 No 170 Reference Reference
 Yes 31 2.093 (1.022–4.289) 0.044 0.879 (0.358–2.159) 0.778
 Unknown 9 3.631 (1.271–10.373) 0.016 1.41E + 08 (0.000–Inf ) 0.996

Lymph node metastasis 210
 No 141 Reference Reference
 Yes 43 4.727 (2.420–9.232) < 0.001 2.789 (0.69–11.271) 0.150
 Unknown 26 4.026 (1.788–9.063) < 0.001 2.148 (0.716–6.444) 0.173

Ascites cytology 210
 No 190 Reference
 Yes 20 1.423 (0.600–3.372) 0.423
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were identified as the risk factors for OS and PFS. All these identified prognostic risk factors were consistent with pre-
vious studies [29]. It was worth noting that we found clinical stage was not an independent risk factor for prognosis, 
which was not consistent with previous studies [30, 31]. In our study, the prognosis of type II was far worse than that 
of type I, even if type II patients were diagnosed with early stage (I/II), which had a 70.9% percentage of the type II. 
The overall mortality or recurrence rates of early type II patients were 13.42% (20/149) and 9.40% (14/149) during 
the follow-up period, respectively, which could explain why clinical stage was not a significant factor for prognosis. 
We also found that the prognostic risk factors also varied greatly between these two different EC subtypes. In type 
I cohort, age, menopause status, clinical stages, and lymph nodes metastasis were independent risk factors for OS, 
while age and cervix involvement remained the independent risk factors for PFS. In type II cohort, chemoradiotherapy 
and deep myometrial infiltration were independent protective and risk factors for OS, respectively. While only deep 
myometrial infiltration remained the independent risk factor for PFS. In clinical practice, different prognostic risk 
factors of type I and type II could provide guidance on patient prognostic evaluation and treatment plan selection.

According to the National Comprehensive Cancer Network (NCCN) guidelines, whether EC patients receive post-
adjuvant chemotherapy or radiotherapy mainly depends on risk factors, such as age ≥ 60 years old, deep myome-
trial infiltration, and/or lymphatic vessel space infiltration (LVSI), etc. In our study, the proportion of type II patients 
(77/210) receiving chemotherapy alone was similar with that of type I patients (132/396). However, the proportion of 
type II patients (79/210) receiving chemoradiotherapy was significantly higher than that of type I patients (33/396). 
We found that patients with type I EC could benefit from chemotherapy alone regrading PFS, and patients with 
type II EC could benefit from chemoradiotherapy regrading OS, which was consistent with some previous studies 
[32–34]. The proportion of patients receiving radiotherapy alone was extremely low either in type I (3/396) or type 
II EC (2/210) cohort. Therefore, radiotherapy alone was not included in subsequent univariate and multivariate COX 
analyses in our study. In summary, these findings will provide suggestions for endometrial cancer patients with dif-
ferent pathological types and clinical features to select appropriate post-adjuvant treatments.

Obesity as a high-risk factor for the carcinogenesis and unfavorable prognosis of EC, especially for type I EC, has 
been confirmed in many previous studies [35]. Likewise, in our study, we found that body mass index (BMI) was an 
independent risk factor for OS in type I EC. However, further exploration revealed that the data of BMI was missing 
in 68% (271/396) of type I patients, which should be further addressed in future studies. In contrast, type II EC cohort 
had relatively complete data of BMI, with a missing rate of 24% (51/210). Unlike type I EC, the impact of obesity in 
type II remains unclear [36, 37]. Interestingly, we found that BMI was also not an independent risk factor for type 
II EC, which was consistent with the study by Caroline et al. 2016 [38]. Whether obesity will affect the prognosis of 
patients with type II EC requires further exploration in the future.

Positive ascites cytology suggests that patients may develop extrauterine and abdominal metastatic diseases, 
and its positive rate may be influenced by the disease state itself, preoperative laparoscopy or hysteroscopy, and 
surgical modality [39]. Overall, the positive rate of positive ascites cytology is relatively low and shows a gradually 
decreasing trend [40]. In our study, the positive rates of ascites in patients with type I and type II EC were 2.27% 
(9/396) and 9.52% (20/210), respectively. Whether it can serve as an independent prognostic risk factor for patients 
and affect their treatment plan is still uncertain, and ascites cytology was removed from the FIGO 2009 guidelines 
for this reason [39, 41, 42]. However, despite this, many clinical guidelines still recommend reporting the results of 
ascites cytology as a pathological outcome [43]. In our study, the cytological status of ascites cytology did not affect 
the OS of all included EC population, type I and II EC patients. Due to the limited number of EC included and the low 
positive rate of ascites cytology, its impact on the prognosis of EC patients in different clinical stages or risk groups 
needs to be further explored by more patients from different clinical centers in the future.

The molecular typing of EC is a new classification method based on immunohistochemistry (IHC) and DNA 
sequencing to provide guidance on the prognosis and treatment of patients [15]. In 2013, Douglas et al. divided EC 
patients into the following four groups based on whole genome sequencing: DNA polymerase ϵ (POLE) mutated, 
microsatellite instability high (MSI-H), copy number low, and copy number high [44]. However, due to the high cost 
and high technical requirements of whole genome sequencing, Talhouk et al. divided EC patients into the following 
four groups based on IHC and targeted DNA sequencing in 2015: mismatch repair deficient (MMRd), POLE exonu-
clease domain mutant (POLEmut), p53 wild type/nonspecific molecular profile (NSMP), and p53 abnormal (p53abn) 
[45]. At present, molecular typing has been adopted by the NCCN guidelines and the Europe’s Leading Gynaecologi-
cal Oncology Congress (ESGO) in 2020 and 2021, respectively [14, 46]. However, due to factors such as technologi-
cal limitations and economic costs, the molecular typing methods for EC have not yet been perfected and widely 
popularized in developed countries. The patients in our study were diagnosed from 2009 to 2021, and the data of 
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molecular typing was serious missing. Molecular classification is increasingly important for prognosis and treatment 
decisions. In future research, we will combine molecular typing and pathological type for further analysis, aiming to 
provide more appropriate guidance for clinical practice.

In summary, there are some limitations that should be further resolved in the near future. Firstly, limited samples were 
included in this single center study, which could result in some no statistical differences and selection bias. More samples 
from other centers should be included to verify our findings in the near future. Secondly, some pivotal data (e.g., status 
of lymphovascular space invasion, BMI etc.) were missing in most included patients. Thirdly, we could not compare the 
differences of molecular classification between type I and type II due to the lack of corresponding data, which was a 
key factor affecting patients’ drug response and prognosis. Last but not least, no obvious prognostic differences were 
found within type II EC. Each pathological type should include more samples to compare their prognostic differences 
in the future.

In summary, the baseline characteristics and prognostic factors of patients with type I were remarkably different from 
those with type II, and patients with type II obtained unfavorable prognosis compared to those with type I.

Acknowledgements  This study was supported by the funding from the Henan Province Medical Science and Technology Research Plan 
Provincial and Ministerial Co-construction Project (SBGJ202302075), Health Commission of Henan Province (222300420091) and Scientific 
Research and Innovation Team of The First Affiliated Hospital of Zhengzhou University (ZYCXTD2023004).

Author contributions  FR, and RF, conceived the project, designed the study, and interpreted the results. YW, FS, and PH, contributed to sample 
and clinical data collection, processed the data, performed data analysis, prepared figures and tables, and wrote the first draft of this manu-
script. YS, revised the manuscript. FR, supervised this work. All authors reviewed and approved the final manuscript.

Data availability  All data included in this study are available upon request by contact with the corresponding author.

Code availability  Not applicable.

Declarations 

Ethical approval and consent to participate  This study was reviewed and approved by the Ethics Committee of the First Affiliated Hospital of 
Zhengzhou University (Approved number:2023-KY-0350-002) in accordance with the Declaration of Helsinki and relevant policies in China. 
The written informed consent was waived by the Ethics Committee of the First Affiliated Hospital of Zhengzhou University for the retrospec-
tive nature of this study.

Competing interests  The authors declare that they have no competing interests.

Open Access   This article is licensed under a Creative Commons Attribution 4.0 International License, which permits use, sharing, adapta-
tion, distribution and reproduction in any medium or format, as long as you give appropriate credit to the original author(s) and the source, 
provide a link to the Creative Commons licence, and indicate if changes were made. The images or other third party material in this article 
are included in the article’s Creative Commons licence, unless indicated otherwise in a credit line to the material. If material is not included in 
the article’s Creative Commons licence and your intended use is not permitted by statutory regulation or exceeds the permitted use, you will 
need to obtain permission directly from the copyright holder. To view a copy of this licence, visit http://​creat​iveco​mmons.​org/​licen​ses/​by/4.​0/.

References

	 1.	 Gu B, Shang X, Yan M, Li X, Wang W, Wang Q, Zhang C. Variations in incidence and mortality rates of endometrial cancer at the global, 
regional, and national levels, 1990–2019. Gynecol Oncol. 2021;161:573–80.

	 2.	 Siegel RL, Miller KD, Fuchs HE, Jemal A. Cancer Statistics, 2021. CA Cancer J Clin. 2021;71:7–33.
	 3.	 Siegel RL, Miller KD, Wagle NS, Jemal A. Cancer statistics, 2023. CA Cancer J Clin. 2023;73:17–48.
	 4.	 Long B, Lilyquist J, Weaver A, Hu C, Gnanaolivu R, Lee KY, Hart SN, Polley EC, Bakkum-Gamez JN, Couch FJ, Dowdy SC. Cancer susceptibility 

gene mutations in type I and II endometrial cancer. Gynecol Oncol. 2019;152:20–5.
	 5.	 Bokhman JV. Two pathogenetic types of endometrial carcinoma. Gynecol Oncol. 1983;15:10–7.
	 6.	 Urick ME, Bell DW. Clinical actionability of molecular targets in endometrial cancer. Nat Rev Cancer. 2019;19:510–21.
	 7.	 Sherman ME, Sturgeon S, Brinton LA, Potischman N, Kurman RJ, Berman ML, Mortel R, Twiggs LB, Barrett RJ, Wilbanks GD. Risk factors 

and hormone levels in patients with serous and endometrioid uterine carcinomas. Mod Pathol. 1997;10:963–8.
	 8.	 Mendivil A, Schuler KM, Gehrig PA. Non-endometrioid adenocarcinoma of the uterine corpus: a review of selected histological sub-

types. Cancer Control. 2009;16:46–52.
	 9.	 Joshi A, Miller C Jr, Baker SJ, Ellenson LH. Activated mutant p110α causes endometrial carcinoma in the setting of biallelic Pten dele-

tion. Am J Pathol. 2015;185:1104–13.
	10.	 McConechy MK, Hoang LN, Chui MH, Senz J, Yang W, Rozenberg N, Mackenzie R, McAlpine JN, Huntsman DG, Clarke BA, Gilks CB, Lee 

CH. In-depth molecular profiling of the biphasic components of uterine carcinosarcomas. J Pathol Clin Res. 2015;1:173–85.

http://creativecommons.org/licenses/by/4.0/


Vol:.(1234567890)

Research	 Discover Oncology          (2023) 14:211  | https://doi.org/10.1007/s12672-023-00820-1

1 3

	11.	 Jones S, Stransky N, McCord CL, Cerami E, Lagowski J, Kelly D, Angiuoli SV, Sausen M, Kann L, Shukla M, Makar R, Wood LD, Diaz LA Jr, 
et al. Genomic analyses of gynaecologic carcinosarcomas reveal frequent mutations in chromatin remodelling genes. Nat Commun. 
2014;5:5006.

	12.	 Cherniack AD, Shen H, Walter V, Stewart C, Murray BA, Bowlby R, Hu X, Ling S, Soslow RA, Broaddus RR, Zuna RE, Robertson G, Laird 
PW, et al. Integrated molecular characterization of uterine carcinosarcoma. Cancer Cell. 2017;31:411–23.

	13.	 Dou Y, Kawaler EA, Cui Zhou D, Gritsenko MA, Huang C, Blumenberg L, Karpova A, Petyuk VA, Savage SR, Satpathy S, Liu W, Wu Y, Tsai 
CF, et al. Proteogenomic characterization of endometrial carcinoma. Cell. 2020;180:729-48.e26.

	14.	 Santoro A, Angelico G, Travaglino A, Inzani F, Arciuolo D, Valente M, D’Alessandris N, Scaglione G, Fiorentino V, Raffone A, Zannoni 
GF. New pathological and clinical insights in endometrial cancer in view of the updated ESGO/ESTRO/ESP guidelines. Cancers. 
2021;13:2623.

	15.	 van der Woude H, Hally KE, Currie MJ, Gasser O, Henry CE. Importance of the endometrial immune environment in endometrial cancer 
and associated therapies. Front Oncol. 2022;12:975201.

	16.	 Talhouk A, Derocher H, Schmidt P, Leung S, Milne K, Gilks CB, Anglesio MS, Nelson BH, McAlpine JN. Molecular subtype not immune 
response drives outcomes in endometrial carcinoma. Clin Cancer Res. 2019;25:2537–48.

	17.	 Vanderstraeten A, Tuyaerts S, Amant F. The immune system in the normal endometrium and implications for endometrial cancer devel-
opment. J Reprod Immunol. 2015;109:7–16.

	18.	 Brahmer JR, Tykodi SS, Chow LQ, Hwu WJ, Topalian SL, Hwu P, Drake CG, Camacho LH, Kauh J, Odunsi K, Pitot HC, Hamid O, Bhatia S, et al. 
Safety and activity of anti-PD-L1 antibody in patients with advanced cancer. N Engl J Med. 2012;366:2455–65.

	19.	 Morice P, Leary A, Creutzberg C, Abu-Rustum N, Darai E. Endometrial cancer. Lancet. 2016;387:1094–108.
	20.	 Ren X, Wang MM, Wang G, Sun XM, Xia TT, Yao Y, Wang CC, Jiang AF, Wang H, Cao J, Wei YJ, Sun CG. A nomogram for predicting overall 

survival in patients with type II endometrial carcinoma: a retrospective analysis and multicenter validation study. Eur Rev Med Pharmacol 
Sci. 2023;27:233–47.

	21.	 Ebring C, Marlin R, Macni J, Vallard A, Bergerac S, Beaubrun-Renard M, Joachim C, Jean-Laurent M. Type II endometrial cancer: Incidence, 
overall and disease-free survival in Martinique. PLoS ONE. 2023;18:e0278757.

	22.	 Hamilton CA, Cheung MK, Osann K, Chen L, Teng NN, Longacre TA, Powell MA, Hendrickson MR, Kapp DS, Chan JK. Uterine papillary serous 
and clear cell carcinomas predict for poorer survival compared to grade 3 endometrioid corpus cancers. Br J Cancer. 2006;94:642–6.

	23.	 Suarez AA, Felix AS, Cohn DE. Bokhman Redux: endometrial cancer “types” in the 21st century. Gynecol Oncol. 2017;144:243–9.
	24.	 Creasman WT, Morrow CP, Bundy BN, Homesley HD, Graham JE, Heller PB. Surgical pathologic spread patterns of endometrial cancer: a 

Gynecologic Oncology Group Study. Cancer. 1987;60:2035–41.
	25.	 Slomovitz BM, Burke TW, Eifel PJ, Ramondetta LM, Silva EG, Jhingran A, Oh JC, Atkinson EN, Broaddus RR, Gershenson DM, Lu KH. Uterine 

papillary serous carcinoma (UPSC): a single institution review of 129 cases. Gynecol Oncol. 2003;91:463–9.
	26.	 Saijo M, Nakamura K, Ida N, Nasu A, Yoshino T, Masuyama H, Yanai H. Histologic appearance and immunohistochemistry of DNA mis-

match repair protein and p53 in endometrial carcinosarcoma: impact on prognosis and insights into tumorigenesis. Am J Surg Pathol. 
2019;43:1493–500.

	27.	 Cancer Genome Atlas Research Network. Integrated genomic and molecular characterization of cervical cancer. Nature. 2017;543:378–84.
	28.	 Malik TY, Chishti U, Aziz AB, Sheikh I. Comparison of risk factors and survival of type 1 and type II endometrial cancers. Pak J Med Sci. 

2016;32:886–90.
	29.	 Crosbie EJ, Kitson SJ, McAlpine JN, Mukhopadhyay A, Powell ME, Singh N. Endometrial cancer. Lancet. 2022;399:1412–28.
	30.	 Ortoft G, Høgdall C, Hansen ES, Dueholm M. Predictive value of the new ESGO-ESTRO-ESP endometrial cancer risk classification on survival 

and recurrence in the Danish population. Int J Gynecol Cancer. 2021;31:1116–24.
	31.	 Kasius JC, Pijnenborg JMA, Lindemann K, Forsse D, van Zwol J, Kristensen GB, Krakstad C, Werner HMJ, Amant F. Risk stratification of 

endometrial cancer patients: FIGO stage, biomarkers and molecular classification. Cancers. 2021;13:5848.
	32.	 Bussies P, Eta A, Pinto A, George S, Schlumbrecht M. Thrombocytosis as a biomarker in type II, non-endometrioid endometrial cancer. 

Cancers. 2020;12:2379.
	33.	 Kanno M, Yunokawa M, Nakabayashi M, Omi M, Ikki A, Mizusaki M, Nishimura M, Shimizu Y, Okamoto K, Tanaka Y, Fusegi A, Netsu S, Kurita 

T, et al. Prognosis and adjuvant chemotherapy for patients with positive peritoneal cytology in stage IA endometrial cancer. Sci Rep. 
2022;12:166.

	34.	 Sozen H, Çiftçi R, Vatansever D, Topuz S, Iyibozkurt AC, Bozbey HU, Yaşa C, Çali H, Yavuz E, Kucucuk S, Aydiner A, Salihoglu Y. Combination 
of adjuvant chemotherapy and radiotherapy is associated with improved survival at early stage type II endometrial cancer and carcino-
sarcoma. Aust N Z J Obstet Gynaecol. 2016;56:199–206.

	35.	 Zhang Y, Liu Z, Yu X, Zhang X, Lü S, Chen X, Lü B. The association between metabolic abnormality and endometrial cancer: a large case-
control study in China. Gynecol Oncol. 2010;117:41–6.

	36.	 Moore KN, Fader AN. Uterine papillary serous carcinoma. Clin Obstet Gynecol. 2011;54:278–91.
	37.	 Kaaks R, Lukanova A, Kurzer MS. Obesity, endogenous hormones, and endometrial cancer risk: a synthetic review. Cancer Epidemiol 

Biomarkers Prev. 2002;11:1531–43.
	38.	 Billingsley CC, Cansino C, O’Malley DM, Cohn DE, Fowler JM, Copeland LJ, Backes FJ, Salani R. Survival outcomes of obese patients in type 

II endometrial cancer: Defining the prognostic impact of increasing BMI. Gynecol Oncol. 2016;140:405–8.
	39.	 Zhang Y, Chu R, Zhang Z, Xu C, Liu J, Zhang J, Wang J, Wang Q, Liu C, Feng J, Yao Q, Yao S, Xue F, et al. Prognostic significance of positive 

peritoneal cytology in endometrial carcinoma based on ESGO/ESTRO/ESP risk classification: a multicenter retrospective study. Gynecol 
Oncol. 2023;176:43–52.

	40.	 Matsuo K, Klar M, Harter P, Miller H, Nusbaum DJ, Matsuzaki S, Roman LD, Wright JD. Trends in peritoneal cytology evaluation at hyster-
ectomy for endometrial cancer in the United States. Gynecol Oncol. 2021;161:710–9.

	41.	 Scott SA, van der Zanden C, Cai E, McGahan CE, Kwon JS. Prognostic significance of peritoneal cytology in low-intermediate risk endo-
metrial cancer. Gynecol Oncol. 2017;145:262–8.

	42.	 Matsuo K, Matsuzaki S, Nusbaum DJ, Machida H, Nagase Y, Grubbs BH, Roman LD, Wright JD, Harter P, Klar M. Malignant peritoneal cytol-
ogy and decreased survival of women with stage I endometrioid endometrial cancer. Eur J Cancer. 2020;133:33–46.



Vol.:(0123456789)

Discover Oncology          (2023) 14:211  | https://doi.org/10.1007/s12672-023-00820-1	 Research

1 3

	43.	 Concin N, Matias-Guiu X, Vergote I, Cibula D, Mirza MR, Marnitz S, Ledermann J, Bosse T, Chargari C, Fagotti A, Fotopoulou C, Gonzalez 
Martin A, Lax S, et al. ESGO/ESTRO/ESP guidelines for the management of patients with endometrial carcinoma. Int J Gynecol Cancer. 
2021;31:12–39.

	44.	 Kandoth C, Schultz N, Cherniack AD, Akbani R, Liu Y, Shen H, Robertson AG, Pashtan I, Shen R, Benz CC, Yau C, Laird PW, Ding L, et al. 
Integrated genomic characterization of endometrial carcinoma. Nature. 2013;497:67–73.

	45.	 Talhouk A, McConechy MK, Leung S, Li-Chang HH, Kwon JS, Melnyk N, Yang W, Senz J, Boyd N, Karnezis AN, Huntsman DG, Gilks CB, 
McAlpine JN. A clinically applicable molecular-based classification for endometrial cancers. Br J Cancer. 2015;113:299–310.

	46.	 Abu-Rustum NR, Yashar CM, Bradley K, Campos SM, Chino J, Chon HS, Chu C, Cohn D, Crispens MA, Damast S, Diver E, Fisher CM, Frederick 
P, et al. NCCN Guidelines® insights: uterine neoplasms, Version 3.2021. J Natl Compr Canc Netw. 2021;19:888–95.

Publisher’s Note  Springer Nature remains neutral with regard to jurisdictional claims in published maps and institutional affiliations.


	Comparison of clinical characteristics and prognosis between type I and type II endometrial cancer: a single-center retrospective study
	Abstract
	Objectives 
	Materials and methods 
	Results 
	Conclusion 

	1 Introduction
	2 Material and methods
	2.1 Patients cohort
	2.2 Analysis of clinical data
	2.3 Statistics

	3 Results
	3.1 Characteristics of included patients
	3.2 Univariate and multivariate analyses of all EC patients
	3.3 Identification of independent prognostic factors for type I and type II patients
	3.4 Subgroup analysis for stage I type II EC patients

	4 Discussion
	Acknowledgements 
	Anchor 19
	References


