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[ Abstract] Ovarian cancer is the most fatal gynecological malignancy. High recurrence rate and lack of early diagnosis

and effective treatment methods are currently prominent

N problems affecting prognosis. While following treatment
[WmsEM] 2020-02-20 guidelines, we should emphasize standardized treatments,
[(BETA] " WIERHEUTE SR H (4520197 willingly regulate medical behaviors, take into account princi-
F30036) ples of individualized treatments, and implement whole-course

[EiR4EE] °9KE,E-mail: zhanggn@ hotmail. com management for patients with ovarian cancer. The use of poly
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( ADP-ribose) polymerase inhibitors, as a maintenance therapy, has changed the traditional treatment model of ovarian canc-

er. Close attention should be paid to standardized treatments and whole-course management for ovarian cancer patients in or-

der to improve their survival and quality of life.
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[YisEEI] 2019-11-15 [fEEBH] 2020-02-11 [ Abstract | Objective: To investigate the effect of
[E€TEH] “"HEFXARPFERELWHE (95 :81702555) hepatocyte growth factor (HGF) secreted by cancer-associated
[@ifEE] “BE B, E-mail;cblxjh@ fmmu. edu. cn fibroblast (CAF) on the proliferation of ovarian cancer SKOV3
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cells. Methods: Patients with ovarian cancer or other gynecological diseases undergoing oophorectomy in our hospital were
selected. Ovarian cancer tissue, paracancer tissue and normal ovarian tissue were collected. Immunohistochemical staining
was used to analyze the expression of a-SMA and Collagen I, CAF-specific markers, in ovarian cancer tissue, paracancer tis-
sue and normal ovarian tissue. Ovarian cancer SKOV3 cells cultured by the supernatant of HEC-1A, a CAF, were used for
Cell Counting Kit-8 (CCK-8) assay and colony formation assay. Inverted microscope was used to detect the proliferation of
HEC-1A supernatant-cultured SKOV3 cells. Enzyme linked immunosorbent assay ( ELISA) was used to detect the expression
of HGF in the supernatant of HEC-1A co-cultured with SKOV3 for 48 hours. Results: Results of immunohistochemistry
showed that the expression of a-SMA and Collagen I in ovarian cancer tissue was significantly higher than that in adjacent tis-
sue and normal ovarian tissue. Results of CCK-8 assay and clone formation assay showed that the proliferation of HEC-1A su-
pernatant-cultured SKOV3 cells significantly enhanced. Results of cytomorphology and immunofluorescence suggested that
HEC-1A promotes proliferation of epithelial-like SKOV3. ELISA results showed that HGF-1A expression significantly in-

creased in the supernatant of HEC-1A co-cultured with SKOV3 for 48 hours. Conclusion: CAF may promote the proliferation

of ovarian cancer cells by secreting HGF-inducing factors.
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[ Abstract |

Objective: To study the expression of glucose-regulated protein 78 (GRP78) in different subtypes of cervical

cancer cells and the effect of GRP78 expression on the sensitivity of cervical cancer cells to cisplatin. Methods: Immunohis-

tochemistry was used to detect the expression of three cervical cancer cells, GRP78 in human papillomavirus ( HPV') 16-posi-

tive SiHa, HPV18 positive-HelLa and HPV-negtive C33a. Methyl thiazolyl tetrazolium and Western blot were used to detect

the inhibition rate and GRP78 level of the above cells treated with different concentration of cisplatin and tunicamycin plus

cisplatin. One-way ANOVA was used to analyze the differences in inhibition rate and GRP78 level in three kinds of cells

treated with cisplatin and tunicamycin + cisplatin at the same concentration. Results: The GRP78 level in SiHa and HelLa

were significantly higher than that in C33a, and the expression of GRP78 in HeLa was the highest (P <0.01). As the con-

centration of Cisplatin increased, the inhibition rate increased in a concentration-dependent manner, and the inhibition rate

of HeLa was the highest (P <0.05).

Compared with the Cisplatin group, the inhibition rate of Hel.a and SiHa and the

GRP78 level in the tunicamycin plus cisplatin group were significantly higher, and the GRP78 level in all cell lines increased

as the concentration of cisplatin increased. Concusion: The GRP78 level is related to the subtypes of cervical cancer cells.

The sensitivity of SiHa and HeLa to cisplatin is higher than that of C33a. Tunicamycin induces higher expression of GRP78,

which increases the sensitivity of SiHa and Hel.a to cisplatin.

[ Key words |
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Figure 1. Expression of GRP78 in Three Cell Lines
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GRP78: Glucose regulated protein 78.
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Tab 1. Comparison of positive cell number and rate of Grp78 in cervical cancer cells with different HPV subtypes( F=315.41,

P<0.001)

Cell subtypes Number of positive cells(x +s) LSD-t P Positive rate( %)  y? P
HPV16( + ) Siha 181 +4.13 14.60 <0.001  99.15% 11.34 0.001
HPV18( + )HeLa 157 +4.38 25.67 <0.001  86.45% 4.35 0.039
HPV( - )C33A 124 £2.52 68.52%

P: HPV16( + )Siha vs HPV( - )C33a; HPVI8( + ) HeLa vs HPV( - ) C33a

HPV: Human papilloma virus.
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Figure 2. Proliferation of Cervical Cells Inhibited by Cisplatin or Tunicamycin plus Cisplatin at Different Concentrations
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[EE£TB] " MIEESXESFEBEESH (45 )1 T [Abstract] Objective: To explore the clinical application
I [2007 1407 ) of disposable endoscopic retriever bag in laparoscopic morcel-
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ation conditions and postoperative complications of 51 patients with fibroids in our gynecologic cancer center from March 2018
to December 2019 were selected and analyzed, and the application value of endoscopic retriever bags used in operations was
evaluated. Results: The average age of the 51 patients was (44.8 + 4.5) years (39 —49 years) ; the mean body mass in-
dex was (22.4 + 5.6) kg/m’>(16.6 —27.2 kg/m”) ; the mean uterine size was (14.1 = 3.2) weeks (10 —20 weeks).
Laparoscopic in-bag morcellation was successfully conducted for all patients. The average operation time was (136.5 + 86.
3) min (95 -310 min) ; the average time for placing the endoscopic retriever bag plus the puncture catheter plus the speci-
men in a morcellation was (22.1 + 8.9) min (18 —45 min) ; the average time for crushing foci was (33.5 + 6.5) min
(20 =55 min) ; the average time for retrieving foci was (9.3 + 3.7) min (5 —15 min) ; the average time for handling en-
doscopic retriever bags was (15.4 + 8.2) min (8 —25 min). The average hemorrhage volume was (64.5 + 27.8) mL
(20 =150 mL) ; the average weight of uterus was (433.8 = 204.3) g (290 —980 g). Operative complications and acci-
dental rupture of endoscopic retriever bags were not observed. No spindle cells or malignant cells were found in the peritoneal

lavage cytology before and after operation. Conclusion: It is safe and effective to use disposable endoscopic retriever bag in

laparoscopic morcellation.
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a. Put the HangT safe™
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" endoscopic retriever bag into the abdominal cavity and stretch it out; b. Put the fibroids into the endoscopic

retriever bag and tighten the bag (operation channel 1) ; ¢. Guide part of the bag to the outside through operation channel 2 and 3, and

put trocars into the bag through the same channels; d. Guide operation channel 1 to the outside, and put the myoma drill into the bag

through operation channel 1; e. After the myoma is crushed and taken out, channel 2 and 3 are knotted/ligated and sealed; f. Guide

the HangT safe™ endoscopic retriever bag to the outside through operation channel 1.
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Table 1. Demographic Information of 51 Patients
Characteristic N
Age (year) 44.8 £4.5
Body mass index (kg/m?) 22.4£5.6
Uterine size (week ) 14.1+3.2
History of abdominal surgery 27 (52.9%)
Gravidity and parity 1.5+1.0

2 FRBAMARBFRFS
Table 2. Operation Conditions
cations in 51 Patients

and Postoperative Compli-

Variable N

Operation time (min) 136.5 +86.3
Time for placing the endoscopic retriever bag plus  22.1 +8.9
the puncture catheter plus the specimen in a morcel-

lation ('min)

Time for crushing foci ( min) 33.5+6.5
Time for retrieving foci ( min) 9.3+£3.7
Time for handling endoscopic retriever bags ( min) 15.4 £8.2
Intraoperative hemorrhage volume (mL) 64.5 £27.8
Number of complete used endoscopic retriever bags 51 (100% )
[n(%) ]

Incidence of operative complications [ n(% ) | 0 (0%)
Weight of uterine specimen (g) 433.8 +204.3

B3 SREARETRE AR it ik 4E A

Figure 3. HE Staining of Peritoneal Washings before Mor-

cellation
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Figure 4. HE Staining of Peritoneal Washings after Mor-

cellation
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[ Abstract] Objective: To identify the association of NKAINI expression with clinicopathological parameters and prognosis
in endometrial carcinoma (EC) patients. Methods: We evaluated the role of NKAINI in EC using data publicly available

from The Cancer Genome Atlas (TCGA). The relationships between clinicopathologic characteristics and NKAINI were ana-

lyzed by the Wilcoxon test (or Kruskal-Wallis rank sum test )

[EfEBM] 2019-12-04 [fEEIRH#] 2020-03-04 and logistic regression. Cox regression and Kaplan-Meier
[(E£mH] "EHXARBEESHHE (45i'5:81872123);  method were used to analyze the relationship between clinico-
10748 = A2 BB A A SRR TR (G #0eR [ 2018 1479 ) pathologic features and overall survival (0S) of TCGA pa-
[BIEE]  ° DEK, E-mail : maxiaoxin666 @ aliyun. com tients. Gene Set Enrichment Analysis (GSEA) was also con-
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ducted by using data from TCGA. Results; Increased NKAINI expression in EC was significantly correlated with stage ( OR
=2.04; HI/1V vs I/11) , grade (OR =2.41; moderate/poor vs well) , status (OR =2.11; with tumor vs tumor free) , peri-

toneal cytology (OR =3.29; positive vs negative) and histology ( OR =3.49; serous/mixed vs endometrioid) (all P <O0.

05). Kaplan-Meier survival analysis revealed that EC with high NKAINI expression had a worse prognosis than that with low

NKAINI expression (P <0.001). Univariate analyses showed that high NKAINI expression was significantly associated with
a poor OS (HR: 1.04; 95%CI. 1 -1.08; P=0.016). Multivariate analysis showed that NKAINI remained independently
associated with OS (HR. 1.05; CI: 1.01 —=1.1; P=0.013). GSEA revealed that cell cycle and spliceosome were differen-
tially enriched in the NKAINI high expression group. Conclusion: NKAINI expression may correlate with the development of

EC, and its high expression might be used as a potential prognostic molecular marker of poor survival in EC.

[ Key words |
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Table 1.
tients Based on Data from TCGA

Characteristics of Endometrial Carcinoma Pa-

Clinical characteristic Total Percentage ( % )
Age

< 60 181 33.2

= 60 365 66.8
Race

White 374 72.5

Black 109 21.1

Asian 20 3.9

Others 13 2.5
Stage

I 342 62.4

11 52 9.5

111 124 22.6

v 30 5.5
Grade

Gl 98 18.5

G2 120 22.6

G3 312 58.9
Status

Tumor free 426 84.5

With tumor 78 15.5
Pathology®

EEA 405 74.9

MSE 22 4.1

SEA 114 21.1
Lymph nodes ( pelvic and para-aortic)

Negtive 70 13.4

Positive 453 86.6
Surgical approach

Mini-invasive 201 38.7

Open 318 61.3
Peritoneal wash

Negtive 350 86

Positive 57 14
Residual tumor

RO 371 90.7

R1 22 5.4

R2 16 3.9

* EEA; Endometrioid endometrial adenocarcinoma; MSE . Mixed serous

and endometrioid; SEA: Serous endometrial adenocarcinoma.
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Figure 1. The Expression of NKAINT in Normal Tissue and
Endometrial Cancer
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Figure 2. Relationship between NKAIN1 Expression and Clinicopathologic Features
A Stage; B: Grade; C: Status; D Peritoneal cytology; E: Histological type; F: Impact of NKAINI expression on overall survival in
EC patients in TCGA cohorts.

EEA : Endometrioid endometrial adenocarcinoma; MSE: Mixed serous and endometrioid adenocarcinoma; SEA ; Serous endometrial ad-
enocarcinoma; TCGA: The Cancer Genome Atlas.

&2 NKAINI Rz SiaRBEFERNX R (ZEET)

Table 2. The Relationship between NKAINT Expression ™ and Clinicopathological Characteristics ( Logistic Regression)

Clinicopathological characteristic Total (n) OR in NKAINI expression P

Stage (III/IV vs I/11) 548 2.04 (1.39-3.01) 0.003
Grade (G2/G3 vs GI) 530 2.41 (1.53 -3.87) <0.001
Status (with tumor vs tumor free) 504 2.11 (1.29 -3.54) 0.004
Histology ( MSE/SEA vs EEA) 541 3.49 (2.31-5.38) <0.001
Lymph nodes (Nx vs NO) 523 0.62 (0.37-1.04) 0.070
Surgical approach (open vs mini invasive) 519 1.15 (0.81 -1.64) 0.440
Peritoneal wash ( positive vs negtive ) 407 3.29 (1.79-6.33) <0.001
Residual tumor (R1/R2 »s RO) 409 1.13 (0.58 -2.22) 0.720

* Categorical dependent variable, greater or less than the median expression level.
Abbreviations as indicated in Figure 2.

2.4 GSEA EMS NKAINI LR ES @5 FDR-q {f <0.05 H FWER-p {f <0. 05 ffj3L P & 4

A AR B P R v R R, FRATT LA
NKAINI ()RRl R A, 3 Ry i b M ik
K4, 58 B GSEA, L MSigDB %k #i# i 2. cp.
kegg. v5. 2. symbols. gmt ¥4 BEVE A DI REHEH 4,
Fie NES $EATHET , 70 260k S AR A 4 rh 43 il e 4%

W AR NKAINT @ 30R 4 T 20w SR A A
Ji1 S0 I A2 A A o L e v, 7 NKAINT vl g i i
PAE 75 AR 2 Il 20 M 4 5 DRI PR 1) e A R
R ENPUS (K 3) .
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Table 3. Univariate Analysis and Multivariate Analysis of the Correlation between NKAINI Expression and Overall Survival
of Endometrial Carcinoma Patients

Univariate Cox Multivariate Cox

Variable

HR 95% CI P HR 95% CI P
Age 1.03 0.99 -1.06 0.118
Stage 2.3 1.71-3.1 <0.001 1.38 0.93-2.05 0.111
Race 1.19 0.83 -1.69 0.340
Grade 1.94 1.16 -3.24 0.012 1.42 0.78 -2.59 0.250
Status 8.75 4.55-16.84 <0.001 6.25 2.75-14.19 <0.001
Peritoneal wash 5.91 3.02-11.57 <0.001 1.48 0.6-3.64 0.398
Residual tumor 2.44 1.59 -3.75 <0.001 0.84 0.5-1.42 0.513
Surgical approach 0.72 0.36 -1.43 0.344
Lymph nodes 0.46 0.21 -0.97 0.042 0.64 0.26 -1.57 0.335
Pathology 1.51 1.07 -2.13 0.020 1.16 0.76 -1.79 0.491
NKAINI 1.04 1-1.08 0.016 1.05 1.01-1.1 0.013

HR : Hazard Ratio; CI: Confidence Interval.
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Figure 3. Enrichment Plots of GSEA Results

A Cell cycle; B: Spliceosomes are differentially enriched in NKAINI-related EC.

GSEA; Gene set enrichment analysis; NES: Normalized enrichment score; FDR: False discovery rate; FWER: Family-wise error

rate; EC: Endometrial carcinoma.
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Ovarian cancer is a common

[ Abstract |

malignant tumor in gynecology.

Objective ;
The mortality rate is the
highest in gynecological malignant tumors and the prognosis is
poor. Sanguinarine is the main active ingredient in Chelidoni-
um majus L and has potential anti-cancer effects. The expres-
sion and clinical significance of Acetyl-Coenzyme A acylirans-
ferase 2 (ACAA2) in serous ovarian carcinoma were investiga-

ted based on data from Oncomine, a database. The effect of

33 %55 5 #] J Cancer Control Treat, May 2020, Vol. 33 ,No. 5
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sanguinarine on the level of ACAA2 in ovarian cancer cells was investigated. Methods: Information of ACAA2 was extracted

from Oncomine and analyzed to investigate the expression of ACAA2 gene in serous ovarian carcinoma. Kaplan-Meier Plotter

was used to analyze the survival of patients with ovarian cancer. Gene expression profiles of SKOV3 ovarian carcinoma cells

and sanguinarine-treated SKOV3 ovarian carcinoma cells were detected. Differently expressed genes were screened to explore

the effect of sanguinarine on the expression of ACAA2 gene in SKOV3 ovarian carcinoma cells. Results: A total of 447 stud-

ies on ACAA2 gene in different tumors were collected from Oncomine. Nine of these studies involved more than 1,500 sam-

ples of ovarian cancer. ACAA2 in serous ovarian carcinoma was significantly lower than than in normal ovarian tissue (P <

0.05). Patients with higher ACAA2 expressions had better prognosis ( P <0.05). Sanguinarine significantly up-regulated the
expression of ACAA2 gene in SKOV3 ovarian carcinoma cells ( [logFCl =2, FDR <0.05, P <0.05). Conclusion: The ex-

pression of ACAA2 gene decreased in serous ovarian cancer tissue, and patients with higher ACAA2 expression have better

prognosis, which may play a role as a tumor suppressor gene in ovarian cancer, and sanguinarine may function through up-

regulating ACAA2 gene.
[ Key words |
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Figure 1. ACAA2 Gene Expression in Ovarian Cancer in Studies Identified in Oncomine
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Figure 2. ACAA2 Gene Expression in Different Ovarian Cancer Studies from Oncomine ( P<0.05)
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[ Abstract] Objective: To retrospectively analyze the clinical data of patients with unexpected uterine sarcomas after sur-
gery for uterine fibroids, in order to explore how to improve the preoperative diagnosis rate of such patients and what kind of
treatment can improve the survival rate of these patients. Methods: From December 2011 to October 2019, patients who
were diagnosed as uterine fibroid and pathologically confirmed as uterine sarcoma after surgery were selected to analyze their
clinicopathological data and follow up their prognosis. Results: There were 25 cases of unexpected uterine sarcomas, inclu-
ding 15 cases of lelomyosarcoma, 9 cases of endometrial stromal sarcoma and 1 case of uterus carcinosarcoma. The mean age
of the patients was 43.68 + 6.66 years old. 22 cases were in FIGO stage I and 3 cases were in FIGO stage II. 12 cases un-
derwent hysterectomy, 7 cases underwent supracervical hysterectomy, and 6 cases underwent myomectomy; 17 cases under-
went open surgery, 8 cases underwent laparoscopic surgery. After surgery, 18 cases underwent another surgery; 8 cases re-
ceived chemotherapy, 13 cases received concurrent radiochemotherapy, 4 cases did not receive adjuvant treatment. Follow-
up was conducted till February 2020. The median follow-up
[ HE] 2020-03-26 [{EEHEF] 2020-04-07 time was (31.48 +16.40) months. 11 cases of recurrence
[E€TH] "WIAERTE SR EENH (%5 )| . and 5 cases of death were observed. The mean recurrence time
I % [2007 1407 =) was 11. 4 months, and the median progression free survival
[EBiRMEE] “3KEHE" ,E-mail:zhanggn@ hotmail. com was 41 months, the median overall survival was not observed.
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Conclusion; In order to improve the survival rate of patients with unexpected uterine sarcoma, we should raise the preopera-

tive diagnosis rate of uterine sarcoma and choose appropriate surgery and adjuvant treatment according to patients’ condition.

[ Key words |
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Table 1. Clinicopathological Data of Patients

Uterine fibroid; Uterine sarcoma; Treatment; Prognosis
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B PN R 8] 5% [ 98 (high-grade endometrial stromal sar-
coma, HGESS )2 {4, IR 51|55 A L Ta] 57 P 97 (low-
grade endometrial stromal sarcoma, LGESS )7 ], F&
JEPNJE 1] FIGO 111 22 f41],FIGO 11 89 3 i, K
TEANBE I FAR T X FERVIRAR 12 4], FE ke
PIBRA 7 4], T E WU VIBR A 6 191, TFIE TR 17 441,
BT 8 B (Horh 2 BT 73 AR ) o ARETTFH K
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HHREAS, BB A BEIN G i, B A 4] b A e B R
PR 1),

Number Age Main symptom Size of uterus Primary FIGO stage Pathological
(year) (weeks of gestation) surgery type
1 34 Pelvic mass 12 LM 1B LMS
2 43 Abdominal mass 22 TAH + BSO 1B LMS
3 39 Abdominal mass with pain 14 AM 1B LMS
4 37 Abdominal pain 14 LM IB LMS
5 34 Abdominal pain 16 AM 1B LMS
6 31 Pelvic mass 12 LM 1B LMS
7 47 Menorrhagia 16 LAVH + BS IB LMS
8 44 Menorrhagia 10 TAH 1B LMS
9 46 Menorrhagia 14 ASCH 1B LMS
10 46 Abdominal pain 14 TAH + BSO 1B LMS

(Table 1 continues on next page)
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Number Age Main symptom Size of uterus Primary FIGO stage Pathological
(year) (weeks of gestation) surgery type
11 48 Menorrhagia 14 ASCH + BS 1B LMS
12 43 Irregular vaginal bleeding 14 ASCH 1B LMS
13 45 Abdominal mass 20 TAH 1B LMS
14 48 Irregular vaginal bleeding 12 ASCH + BS 1B LMS
15 54 Abdominal mass 20 TAH + BSO 1B LMS
16 45 Irregular vaginal bleeding 10 LAVH + BS IB LGESS
17 28 Irregular vaginal bleeding 14 TAH IB LGESS
18 51 Trregular vaginal bleeding 12 TAH 1B LGESS
19 46 Irregular vaginal bleeding 10 ASCH + BS 1A LGESS
20 49 Menstrual disorder 10 ASCH 1A LGESS
21 42 Abdominal pain 20 TAH + BS 1B LGESS
22 45 Menstrual disorder 14 LAVH + BS 1B LGESS
23 47 Irregular vaginal bleeding 10 TLH 1B HGESS
24 45 Irregular vaginal bleeding with pain 12 LASH 1B HGESS
25 55 Irregular vaginal bleeding 10 HM 1B ucs

FIGO: International Federation of Gynecology and Obstetrics; LM ; Laparoscopic myomectomy; LMS: Leiomyosarcoma; TAH: Total abdominal hysterec-

tomy ; BSO: Bilateral salpingo-oophorectomy; AM: Abdominal myomectomy; LAVH : Laparoscopic supracervical hysterectomy; BS: Bilateral salpingecto-

my; ASCH: Abdominal supracervical hysterectomy; LGESS: Low-grade endometrial stromal sarcomas; TLH: Total laparoscopic hysterectomy; HGESS:

High-grade endometrial stromal sarcoma; LASH: Laparoscopic supracervical hysterectomy; HM: Hysteroscopic myomectomy; UCS: Uterine carcinosarco-
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Figure 1. Progression Free Survival of Patients with Unex-
pected Uterine Sarcomas after Surgery for Uterine Fibroids
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Table 2. Treatments and Follow-ups of Patients
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Figure 2. Overall Survival of Patients with Unexpected U-
terine Sarcomas after Surgery for Uterine Fibroids

Number  Second surgery Time between first and Intraoperative findings Adjuvant Follow-up

second surgery (day) therapy

1 TAH + BSO + 87 There were 0.5 -1.0 cm plan- - Abdominal and pelvic metastasis

staging surgery tations on retroperitoneal fold of 7 months after surgery; second
uterus and bladder, uterine rec- surgery ; follow-up for 43 months;
tal cul de sac, the serous sur- ANED
face of the anterior wall of the
rectum and the greater omen-
tum.

2 - - - RT + CT Pelvic recurrence 7 months after
surgery; follow — up for 11
months; DOD

3 LAVH + BSO + 14 - CT Follow-up for 45 months; ANED

LND

4 TAH + BS 14 - CT Follow-up for 17 months; ANED

5 TAH + BSO 58 - CT Lung metastasis 2 months after
surgery; pelvic recurrence 5
months after surgery; second sur-
gery; follow-up for 39 months;
AWD

6 LAVH + BSO + 38 - RT + CT Follow-up for 35 months; ANED

LND

7 BO + LND 34 - CT Follow-up for 26 months; ANED

8 BO + LND 22 - RT + CT Follow-up for 63 months; ANED

9 ATC + BSO 20 - RT + CT Follow-up for 63 months; ANED

10 - - - RT + CT Lung metastasis 15 months after
surgery ; follow-up for 20 months;
DOD

11 ATC + BO + 34 - CT Follow-up for 31 months; ANED

LND
12 - - - - Cervical stump recurrence 11

months after surgery; second sur-
gery + RT + CT; lung metastasis
19 months after surgery; follow-
up for 35 months; DOD

(Table 2 continues on next page)
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Second surgery  Time between first and Intraoperative findings Adjuvant Follow-up
Number second surgery (day) therapy
13 BSO + LND 53 - RT + CT Follow-up for 18 months; ANED
14 ATC + BO + 39 - CT Follow-up 9 months; ANED
LND
15 - - - RT + CT Follow-up for 42 months; ANED
16 LAVH + BS + 58 - CT Follow-up for 20 months; ANED
LND
17 - - - - Pelvic recurrence 10 months after
surgery; second surgery + RT +
CT; follow-up for 31 months;
AWD
18 - - - RT + CT Follow-up for 65 months; ANED
19 ATC + staging 18 Pelvic lymphadenopathy RT + CT Follow-up for 9 months; ANED
surgery
20 ATC + BSO + 12 - RT + CT Follow-up for 37 months; ANED
LND
21 BSO 44 - RT + CT Pelvic recurrence 12 monthsafter
surgery; second surgery + RT +
CT; follow-up for 47 months;
AWD
22 BSO 20 - CT Pelvic recurrence and bladder in-
vasion 41 monthsafter surgery;
second surgery + RT, follow-up
for 61 months; ANED
23 BSO + LND 18 - RT + CT Cervical lymph node metastasis
11 months after surgery; RT +
CT; follow-up for 21 months;
DOD
24 - - - - Pelvic recurrence 9 months after
surgery; RT + CT; lung metasta-
sis 11 months after surgery; fol-
lowed-up for 13 months; DOD
25 TAH + BSO + 38 Masses in vaginal walls RT + CT Follow-up for 21 months; ANED

staging surgery

TAH: Total abdominal hysterectomy; BSO: Bilateral salpingo-oophorectomy; ANED: Alive, no evidence of disease; RT: Radiotherapy; CT: Chemother-

apy; DOD: Died of disease; LAVH: Laparoscopic supracervical hysterectomy; LND: Lymphadenectomy; BS: Bilateral salpingectomy; AWD: Alive with

disease; BO: Bilateral ovariectomy; ATC: Abdominal trachelectomy.
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[ Abstract] Objective: To explore factors predicting the incidence of residual lesions in high grade squamous intraepitheli-
al lesions (HSIL) patients with positive margin after cervical conization. Methods: A cross-sectional study was conducted
on 80 HSIL patients who got positive margin after conization and underwent the second surgery in our hospital from June 2018
to December 2018. Logistic regression models were used to analyze the correlation between the incidence of residual lesions
and factors including age, parity, postmenopausal status, history of smoking, types of high-risk human papillomavirus ( HR-
HPV) , results of liquid based cytology, results of endocervical curettage (ECC) , types of transformation zone, the extent of
lesions (involved quadrants), glandular involvement, the location of the positive margin, the perimeter of cone and the
length of cone. Results: Monofactor analysis showed that the incidence of residual lesions were correlated with postmenopa-
usal status (P =0.025), the type of HR-HPV (P =0.011), the type of transformation zone (P =0.005) and the length of
cone (P =0.000). Multivariate regression analysis suggested that the length of cone (OR =0.21, CI=0.071 -0.633) and
the type of transformation zone ( OR =2.394, CI =3.198 -

[KFHEEA] 2020-02-12 [f£EIEHI] 2020-04-10 4.100) were independent risk factors for the incidence of
[BEemB] ~“RKEWREITRIHEH (45 :19YFZCSY00 residual lesions. Conclusion: The type of transformation zone

600)

and cone length are independent risk factors for the incidence

[EiRMEE] 2L, E-mail: qu. pengpeng@ hotmail. com of residual lesions after conization.
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Table 1. Monofactor Analysis of Risk Factors of the Incidence of Residual Lesions after Cervical Conization

Variable Residue group (n=32) Non-residue group (n =48) t/x? P
Age (y) 1.701 0.075
<45 10 22
>45 22 26
Parity 0.175 0.675
<2 30 46
>2 2 2
Postmenopausal status 5.000 0.025
Yes 24 24
No 8 24
History of smoking 0.089 0.911
Yes 1 3
No 31 45
HR-HPV type* 6.486 0.011
HPV high risk 16/18 ( +) 25 20
HPV high risk others ( +) 6 19
TCT® 2.220 0. 695
Negative 2 1
ASC-US 8 15
ASC-H 5 4
LSIL 6 11
HSIL 11 17
ECC* 1.651 0.229
+ 26 37
- 2 8
Type of transformation zone 8.028 0.005
I -1 9 (28.125% ) 29 (60.42% )
1 23 (71.875% ) 19 (39.58% )
Extent of lesions 0.008 0.927
=2 quadrant 15 (46.875% ) 22 (45.83% )
<2 quadrant 17 (53.125%) 26 (54.17% )
Glandular involvement 0.130 0.719
Yes 27 (84.375% ) 42 (87.50% )
No 5 (15.625% ) 6 (12.50% )
Positive cone margin’ 0.359 0.382
Positive endocervical margin 27 (84.375% ) 33 (68.75% )
Positive ectocervical margin 10 (31.25% ) 20 (41.67% )
Positive basal margin 9 (28.125% ) 8 (16.67% )
Cone perimeter (cm) 4.63£1.05 4.64 £0.76 0.015 0.988
Cone length e (cm) 1.48 £0.35 1.82 +0.38 4.173 0.000

* In the residue group, 1 case did not underwent hybrid capture based human papillomavirus detection, 1 case was not typed, HPV high risk 16/18 ( +)
and HPV high risk others ( + ) were positive in 1 case; in the non-residue group, 5 cases underwent hybrid capture based human papillomavirus detec-
tion, 8 cases were not typed, HPV high risk 16/18 ( + ) and HPV high risk others ( + ) were positive in 4 cases. HC2: Hyrid capture 2; HR-HPV .
High-risk human papillomavirus; HPV : Human papillomavirus.

" TCT; Liquid based cytology; ASC-US: Atypical squamous cells of unknown significance; ASC-H: Atypical squamous cells cannot exclude high grade
squamous intraepithelial lesion on cytologic smear; LSIL: Low-grade squamous intraepithelial lesions; HSIL: High-grade squamous intraepithelial lesions.
“4 and 3 cases did not underwent ECC in the residue group and the non-residue group, respectively. ECC: Endocervical curettage.

4 In the residue group, endocervical, ectocervical and basal margins were positive in 3 cases; ectocervical and basal margins were positive in 1 case; en-
docervical and ectocervical margins were positive in 2 cases; endocervical and basal margins were positive in 5 cases. In the non-residue group, endocer-
vical, ectocervical and basal margins were positive in 4 cases; ectocervical and basal margins were positive in 2 cases; endocervical and ectocervical mar-
gins were positive in 6 cases; endocervical and basal margins were positive in 3 cases.

¢ Cone length was defined as the length between the ectocervical margin and the endocervical margin according to the International Federation for Cervical

Pathology and Colposcopy (IFCPC) in 2011 (as is shown in Figure 1).
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Cone length was defined as the length between ectocervical margin and the endocervical margin as defined by the International Federation for Cervical Pa-

thology and Colposcopy in 2011.
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Table 2. Multivariate Logistic Regression Analysis of Risk Factors for Residual Lesions after Cervical Conization

95% CI
Variable B SE Wald daf P OR

Lower Upper
Postmenopausal status 1.327 1.505 0.778 1 0.378 3.769 0.197 23.025
Transformation zone 0.873 0.275 10. 107 1 0.001 2.394 1.398 4.100
Cone length -1.551 0.558 7.721 1 0.005 0.210 0.071 0.633

304 i

TEARBETEH, 25 40% 4552 — IR TR I B E 71
TRALTR B 3k — 45 2R 5 [ P — S 2 GE ) B
HSIL EVIAJE VI 2 BHPEAT IR T AR5 & Bkt 5k
BN 41.12% [WBFTEEs RO — 80"

XFFHEVIAR G 5 28 5% B O AR OGP 3R, SOk 8
WAFAEAR KM B . AH— AN, DIk FH R 2 HE VTR
JE AL B BRI Ak fE R R 2 L (IR AR T V1%
PR S8 A S B, WO B S8 1B ) B S8 XF 52l 1)
GAVEAT IR TFAREH

TEFRAIWETE b, B Al X 2 AL 2 i 72 5 B Y 57
WRRER, 1T~ 1B A O Bl 3114 38 3], Horp
O il B A 5k B, I B AR X 451 - 42 3], H:
H 23 B IR S R B . I B A A ik R ]
F I~ TR, HABBE A O UF S5 A0 X 2SR A
SRR R A EIARSE o SRR R
FRIE SRS A SR i 5207 B TG (0 KRB PP B 3k
TH 9 72870 R, {EL 0T B 08 A A A Wt i vy T R A
DR, 5 1 BRI BUAH L, B e 1 DX 28 i 4 i )
TEIGER, TARMER RS, 5 BV R A,
75 S e 5% B

2 H O 1k, 2% BT 580 HE K R E SO
2011 4[5 PR E 20 BEMIBGE BLHK 4523 (Internation-
al Federation for Cervical Pathology and Colposcopy,
IFCPC) 7 SR HE 1 D DD B s A 1 32 i s A1 321

SEEUT B N S I R (R BAE K S B I 4
BT AR, TR R A, AR B 5T 2 AR 1 IFCPC
E SO R (IR 1), R 302 i s 728 % B 1 ) —
ANk 7 DR 3R R B A B A T S B0 AR )
BRA5E 4, X 5 Kawano % (5T — 8. AR5
TR, AR /INT 10 mm 2 2 25 1 e 78 5% B 1
S MR R EE KT 18 mm HERR T 3 F AT i
PEUSIOT R R AR S AR SR b B o A
7, Bae 257 G LT3 A TR A 40k TR I SRS
40 ~ 50 % iy CIN I £8 2 (50 4 TR B2 4% 8 fH ( AUC
0. 64, 5 EE 0.86) Jy 1.8 em;/NTF 50 2y CIN I
BH IR 1.2 em(AUC 0. 75, U8 0.90) ;
/NF 40 21y CIN I A& 35 AT (E A 1. 8 em (AUC
0.60, R 0.88) ;/NT 40 2 (1) CIN I £k, b
{fH50.9 em(AUC 0. 87, R E 0. 83) , Papoutsis
SV RRET R, Y HEG/N T 10 mm N E KR
PRI G , B A T RE H BUPHPE L 2 B X Se it
FEER GRS R AT Hedss, AT LIS
2510, B HEPRAS I B S5 A8 B B e AH G 1Y o

[ Hh— o2 Y AR PR S 52 3R B 1
B YIAHDG . A BFIE A 18R 54628 J5 Lo PRt
v S R R S S (8 o A 3 S
K-y PR IRBEIN F--o O A0 IR , AT REAIG 1 4
PR FE HGHIE R A i PR R AR
TR BER 28 3 B o A 4Rl TN 5 A B 3 25
245 AN 28 P S S8 S X N RS I T AR M A



MR B 5967 2020 4E 5 H 55 33 #4565 5 # J Cancer Control Treat,May 2020, Vol. 33, No. 5 427 .

K MAERATHUCBRTE b, I AR UE S AR PR S
JEIN SR B ST SE R N R, B IR R RS 2 2 AR R
AN T BRI K S A SE I A5 22 AR K
A Ko

25 BRI A DX S B R B U)K B B S )
ARJG AL B S SRR P ER o BN g Xk 8 AR i
PP, Bt AR DIBR I HERTEEAR , A i R HEDIVE
B, ) 2 I T A A DX, AR AR 5 P A 2E

EERR AX2HEEX THRAMET ]
SCH LB A 3 AT 4 A AR BL ST SR ARE R UF
B REERL BEFHFCHEARAERE, T
BXEE,

PRI A S F RGBT L
& % ] ( CNKI) A+ H 71l 58 AR 3 STk AR 1 & Gt 89
F AR s AR

BT AT Z NG F, LB FILE

FURE SR B A 1E 4 30 7 WA 7 AR A 3 ok R

NERMR: ASTHRA D 5 2R EHEE T
XA F o

[ &% 30ik]

[1] Torre LA, Bray F, Siegel RL,et al. Global cancer statistics, 2012
[1].CA Cancer J Clin,2015,65(2) :87-108.

[2] WM, Bk K AR, 45, B 81 B AR AR 16T X AL BIR 4 )R 1Y)
ST ] MR TR 51697 ,2019,32(2) :165-168.

[3] Ayhan A, Tuncer HA, Reyhan NH, et al. Risk factors for residu-
al disease after cervical conization in patients with cervical intraep-
ithelial neoplasia grades 2 and 3 and positive surgical margins[ J ].
Eur J Obstet Gynecol Reprod Biol ,2016,201 :1-6.

[4] Shaco-Levy R, Eger G, Dreiher J, et al. Positive margin status in
uterine cervix cone specimens is associated with persistent/recur-
rent high-grade dysplasia[ J]. Int J Gynecol Pathol ,2014,33(1) :
83-88.

[S] &85 273 (IE S 1B RS B ARG V14 TR R fE I R &
LB s3] s E a4 ,2018,33(5) £997-1000.

[6] AR XIAS A0, 45, B SUHE D) VI G BH 1P 18 3 5k B el 02 1Y
FER R 2R B FEAL B4 A [T 1. o 4 7™ Bl R 2% &, 2018, 9
(19) :400403.

(7] WS, 5Ktk I, 55, B S U AR 5 A8 5k BR fa B PR 3R 43
[J]. AR ,2018,34(2) 1 131-134.

[8] E=f, W5, #rPrH , % B & HSIL 47 HE VI A5 7 k5% B 7Y

(9]

[10]

(1]

(12

R

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

EfEA R T B VIR AL (1], b E 2545 59,2019, 17
(17) :3-6.

Bornstein J, Bentley J, Bosze P, et al. 2011 colposcopic terminol-
ogy of the International Federation for Cervical Pathology and Col-
poscopy[ J]. Obstet Gynecol ,2012,120(1) :166-172.
B L HSIL HEVIAR J5 VI 20 B R K R R R S TEAR
SRS Hr-KE 200 G RGO ST ). E IR 2 i@ AT 5L
2017,28(7) :848-852.

Kong TW, Song JH, Chang SJ, et al. Value of endocervical margin
and high-risk human papillomavirus status after conization for high-
grade cervical intraepithelial neoplasia, adenocarcinoma in situ,
and microinvasive carcinoma of the uterine cervix[ J]. Gynecol On-
col,2014,135(3) :468473.

JARE, EUTIE. B LK R HE DI R G R B SR R ARG R R
Meta 7387 [ J]. & S ATEEARH 5 7R 2R 5, 2014, ,30 (7)) - 546-
552.

Chen Y, Zhou JD. Application value of different transformation zone
types and its genetic relationship with high-risk HPV type in diag-
nosis and therapy of cervical disease[J]. Int J Clin Exp Med,
2015,8(2) :2447-2452.

Kawano K, Tsuda N, Nishio S, et al. Identification of appropriate
cone length to avoid positive cone margin in high grade cervical in-
traepithelial neoplasia[ J].J Gynecol Oncol ,2016,27(5) : e54.
Papoutsis D, Rodolakis A, Antonakou A, et al. Cervical cone
measurements and residual disease in LLETZ conisation for cervi-
cal intraepithelial neoplasia[ J]. In Vivo,2011,25(4) :691-695.
Kliemann LM, Silva M, Reinheimer M, et al. Minimal cold knife
conization height for high-grade cervical squamous intraepithelial
lesion treatment[ J]. Eur J Obstet Gynecol Reprod Biol ,2012,165
(2) :342-346.

Bae HS, Chung YW, Kim T, et al. The appropriate cone depth to
avoid endocervical margin involvement is dependent on age and
disease severity[ J]. Acta Obstet Gynecol Scand,2013,92(2) :
185-192.

Papoutsis D, Rodolakis A, Mesogitis S, et al. Appropriate cone
dimensions to achieve negative excision margins after large loop ex-
cision of transformation zone in the uterine cervix for cervical intra-
epithelial neoplasia[ J]. Gynecol Obstet Invest,2013,75(3) :
163-168.

Bilibio JP, Monego HI, Binda MLA , et al. Menopausal status is as-
sociated with a high risk for residual disease after cervical coniza-
tion with positive margins [ J ]. PLoS One, 2019, 14 (6) :
€0217562.

Chen JY, Wang ZL, Wang ZY, et al. The risk factors of residual
lesions and recurrence of the high-grade cervical intraepithelial le-
sions ( HSIL) patients with positive-margin after conization [ J].

Medicine ( Baltimore) ,2018,97(41) :e12792.



. 408 - PR IR 59697 2020 4E 5 H 55 33 4% 5 #] ] Cancer Control Treat, May 2020, Vol. 33, No. 5

[ EAMAEA | RERSRATR

25761 ~THFEANREELZNBREZS

LT, Bk, BT, BTk
110004 YAz, v [ BSR4 B I B st B g Ve

I]

[(FHZE] BE: [ ~ DB NEE R R AR RARSCER &R o 75 3% : B cEE 2013 4F 6 7] £ 2018 4E 6
HJIR] v ] BRI i e R R B WA 1 SR 1 257 1) 1 ~ T30 3~ A s S k), 4R — JBE WO I
WG BEVT R E R KNGO R R K R BT M T~ U055 N 2 R R RSB I R . 48
257 1 ~ B NI B P41 BISE % SRR 16. 0% o iR ELAR bk L BRAS IR o 20 R 520 1
~ B N 2 A B SE A B IR 3R (P <0.05) o AFHY o I R FE A8 K0 T AR B0 30 A bk R 25 DT R R e
DIBRE HA IR L ~ U955 B S R S SR N 3R (P >0..05) o B838 : FE NG R AR, 75 ZO0 iR B A% > 2 em
AFAEMRE A 5 i B e (G2/G3) 19 T ~ T3 B SR B S DIV S A, 25 7 A e e i 2y e
IR T AREAR A KR

(KRR T8 YR S % RIN R i s ZIN R

[FE4ZES] R737.33 [ XEEARER] A doi:10.3969/]. issn. 1674-0904. 2020. 05. 009

5|33 :Ma HN, Li YB, Huo JN, et al. Recurrence-related factors of 257 patients with stage I- Il endometrial carcinoma [ J]. J Cancer
Control Treat, 2020,33(5) :428 —432. [ Dhiff 7, Z2ta vk B AET 5. 257 6] T ~ 110175 R S R A s PRV R 43t [ 0] s 5 5
5477 ,2020,33(5) :428 -432. ]

Recurrence-Related Factors of 257 Patients with Stage I-II Endometrial

Carcinoma

Ma Haining, Li Yibing, Huo Jianing, Ma Xiaoxin

Department of Gynecology, Shengjing Hospital of China Medical University, Shenyang 110004, Liaoning,
China

Corresponding author :Ma Xiaoxin, E-mail: maxiaoxin666@ aliyun. com

This study was supported National Natural Science Foundation of China (NO. 81872123).

[ Abstract] Objective; To investigate the risk factors of the recurrence of stage I-II endometrial carcinoma. Methods; We
retrospectively analyzed the data of 257 patients with stage I-II endometrial carcinoma treated in Shengjing Hospital of China
Medical University from June 2013 to June 2018, including general data, clinicopathological data and data of recurrence.
The recurrence rate of the patients was followed up. Multivariate logistic regression model was used to analyze the risk factors
of the recurrence of stage I-1I endometrial carcinoma. Results: The recurrence rate was 16% (41/257). Tumor size, lym-
phovascular space invasion and pathological differentiation were independent risk factors for the recurrence of stage I-11 endo-
metrial carcinoma (P <0.05). Age, hypertension, body weight, stage of operation and pathology, lymphadenectomy and
number of pelvic lymph nodes were not independent risk factors for the recurrence of stage I-IT endometrial carcinoma (P >
0.05). Conclusion: It is suggested to follow up stage I-II endometrial carcinoma patients with tumor larger than 2 ¢m, lym-
phovascular space invasion or grade G2/G3 ( pathological differentiation) tumors. The patients should be given timely and

sufficient adjuvant treatment to reduce the recurrence rate.

[ Key words ] Endometrial carcinoma; Recurrence;
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Table 1. Univariate Analysis of Influencing Factors for Recurrence of Stage | - || Endometrial Cancer

Characteristc Recurrence group Nomweeurrence growp ¥z P
Age (year) 56.40 +8.992 57.60 +8.760 1.975 0.023
Body mass index 20.57 +2.77 22.34 +3.45 2.720 0.015
Tumor size >2 cm 36 (87.8) 134 (62.0) 10.218 0.001
Hypertension 20 (48.8) 94 (43.5) 0.387 0.534
Diabetes 14 (34.1) 31 (14.4) 9.348 0.002
Lymphovascular space invasion 9 (22.0) 14 (6.5) 10. 120 0.001
Stage of operation and pathology 7.928 0.019

Ia 17 (41.5) 140 (64.8)

Ib 18 (43.9) 58 (26.9)

1 6 (14.6) 18 (8.3)
Pathological differentiation 8.553 0.014

Gl 8 (19.5) 49 (22.7)

G2 22 (53.7) 145 (67.1)

G3 11 (26.8) 22 (10.2)
Lymphadenectomy 25 (61.0) 150 (57.5) 1.138 0.286
Number of pelvic lymph node 18.31 £5.77 19.22 +6.32 1.073 0.215
Follow-up time (' month) 49.0 (18, 60) 52.0 (15, 70) -1.488 0.242
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Table 2. Multivariate Logistic Regression Analysis of Influ-

encing Factors for Recurrence of Stage | - || Endometrial
Cancer
Variable OR 95% CI P
Age (year) 0.720 0.194 -2.676  0.624
Body mass index 0.607 0.297 -1.240  0.170
Tumor size > 2 cm 3.545 2.180 -6.488  0.008
Diabetes 2.826 1.533 -4.525  0.015

Lymphovascular space 2.572 1.164 -3.358  0.022
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Clinical Analysis of 9 Cases of Ovarian Yolk Sac Tumor
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[ Abstract] Objective: To investigate the diagnosis, treatment and prognosis of a rare disease, ovarian yolk sac tumor
(OYST). Methods: The clinical data of 9 patients with OYST admitted to Tianjin Central Hospital of Gynecology and Ob-
stetrics from October 2004 to October 2014 were collected, a retrospective analysis was made and a conclusion was drawn.
Results: The 9 patients were 17 —60 year olds, and the median age was 21 years. Five patients had abdominal pain and 4
patients had abdominal distension. Six patients (66.7% ) were in an early stage (IC) , 3 patients (33.3% ) were in the late
stages (one case in stage ITITA, two cases in stage IIIC). The preoperative alpha-fetoprotein ( AFP) level of all patients was
in an above-normal level. All patients underwent surgeries, and those for 8 patients were adjusted as their demand for fertility
preservation. The tumor of 2 patients was not controlled after operation, and they underwent cytoreductive surgery. One
menopausal patient underwent radical surgery. All patients received chemotherapy with bleomycin, etoposide and platinol
(know as the BEP regimen) after operation. The AFP of 2 patients did not decrease to a satisfactory level after the second

cytoreductive surgery. One patient thus received chemotherapy

[KFBEH] 2020-02-01 [fZEBH] 2020-04-23 with ifosfamide, etoposide and platinol (know as the IEP regi-
[ER4EE]  °#IADN, E-mail : qu_pengpeng@ 126. com men) , and the other received chemotherapy with vinblastine,
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ifosfamide and platinol (know as the VeIP regimen). The median follow-up time was 132 (80 — 178 ) months. One patient

with stage IITA OYST died. Two patients with stage IIIC OYST and 6 patients with stage IC OYST had tumor-free survival.

Three of the 6 patients with fertility-sparing surgery achieved fertility preservation. Conclusion: OYST is an ovarian malig-

nancy originating from genital cells. It is relatively common in young women with low incidence. Serum AFP, as a OYST

marker with high specificity, is of positive value in the diagnosis of OYST. OYST is highly sensitive to chemotherapy. Fertili-

ty-sparing surgery is adopted for patients with demand for fertility preservation, and BEP regimen is used for adjuvant chemo-

therapy after operation.

[ Key words |

P 5. P ¥ 97 (ovarian yolk sac tumor, OYST) ,
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A3 R 2 1 (alpha-fetoprotein, AFP) | 83 1A P
MYIMTE AFP 2518 3 T, B AFP 2218 OYST fig
1 W I T EAR S . OYST BRFEHG 22, &5
X R R Al R BT, & BLAZ B X Ak
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Table 1. Clinical Information of 9 Patients

Ovarian yolk sac tumor; Alpha-fetoprotein; Fertility-sparing surgery; Chemotherapy

O IR B R I Gl TR B2 Wi
219 Bil OYST B .

1.1.2  F3r SRAHEE b, BT #uE H
W4 2019 4F 10 A 31 H,B@EE R 80 ~178 A,
{7 R E] A 132 H

1.2 A&

i) 4 9 ] OYST fE iy i Bk, X ok
T U0 i R B i DR 6T AT BB S5 5
PHAAT 1 BE 7 M A2

2 #& X
2.1 ImpR%F =
2.1.1 8 9 PIEEFR 17 ~60 %, L4 I

21 % 8 BB EA AT ER, 1 60 & BiHC 4%
TAEBER,

2.1.2  gedk 9 1B P A A6 I O Ak A R
Hor BB 5 0, BB AREA K 4 1, 2 Bl
HEARUBGRAEAIR, 1451 28 25 10 I — A B 1) R A
%o FEBHEPIEREIMZE 1,

2.1.3 RATMBARED BN RIZ S ARFTH2EE
SR IS AFP SEAFRGIN , 25 S E 3 e 7 1 3 I
CA125 Fhv&r , HLAR I8 bR 5 W0 7K1 X BE Al R 15 B
WFE 1R,

No. Age Symptom AFP CA125 Stage Surgical procedure Chemotherapy
(ng/mL) (U/mL) and prognosis

1 17 Abdominal pain 3,568 554.4 IC Fertility-sparing surgery BEP, DFS

2 20 Abdominal pain, fever 24,200 194.1 1Ic Fertility-sparing surgery , BEP + IEP, DFS

cytoreductive surgery
3 60 Abdominal distension, 40,174.3 16.02 IC Tumor staging surgery BEP, DFS
decreased appetite

4 24 Abdominal distension 6,147.8 29.11 IIC Fertility-sparing surgery BEP, DFS

5 35 Abdominal pain 4,863.7 110.5 IC Fertility-sparing surgery BEP, DFS

6 21 Abdominal pain 93,275.4 91.51 IC Fertility-sparing surgery BEP, DFS

(Table 1 continues on next page)
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( Continued from previous page)
No. Age Symptom AFP CA125 Stage Surgical procedure Chemotherapy
(ng/mL) (U/mL) and prognosis
7 19 Abdominal pain 94,705 20.13 IC Fertility-sparing surgery BEP, DFS
8 21 Abdominal distension, de- 41,115.6 442.8 IC Fertility-sparing surgery BEP, DFS
creased appetite
9 30 Abdominal distension 39,161.21 79.07 IIA Ertility-sparing surgery, BEP + VelP,

death

cytoreductive surgery

AFP . Alpha-fetoprotein ; DFS ; Disease-free survival.

BEP = bleomycin + etoposide + platinol ; IEP = ifosfamide + etoposide + platinol ; Velp = vincristine + ifosfamide + platinol.
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Figure 1. Endodermal Sinus Like Structure of Ovarian Yolk
Sac Tumor (HE, x100) (as Indicated by the Arrow)
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data of ovarian cancer patients who were treated in our center between September 2018 and September 2019 with genetic test
results. Results: A total of 76 patients were enrolled, including 12 cases in stage [ (15.78% ), 7 cases in stage Il
(9.21% ), 49 cases in stage Il (64.47% ), 6 cases in stage IV (7.89% ), and 2 cases in unknown stage (2.63% ).
There were 39 cases (51.32% ) of high-grade serous carcinoma, 2 cases (2.63% ) of low-grade serous carcinoma, 13 cases
(17.11% ) of non-serous carcinoma, and 22 cases (28.95% ) of unknown pathological type. 56.58% of the patients re-
ceived genetic test in the initial treatment. Of the 15 patients who had breast cancer susceptibility gene ( BRCA) test,
4 (26.67% ) had BRCAI mutation and 1 (6.67% ) had BRCA2 mutation. In 61 patients undergoing detection for cancer-
associated genes, 11 cases of germline mutations [ 5 cases of BRCAI (8.20% ), 2 cases of BRCA2 (3.28% ), 1 case of
MUTYH (1.64% ), 1 case of CFTR (1.64% ), 1 case of CHEK2 (1.64% ) and 1 case of RAD5ID (1.64% ) ] and 2 ca-
ses of somatic mutation [ TP53 (3.28% ) ] were observed. BRCA2 mutation was related to pathological type and the stage of
treatment ; CHEK2 mutation was related to FIGO stage; MUTYH mutation was related to the stage of treatment; RAD51D mu-
tation was related to the site of tumor (P <0.05). Conclusion: Gene mutations in ovarian cancer are related to pathological

type, FIGO stage, stage of treatment and site of tumor. These conclusions and specific mechanisms need to be further con-

firmed because the sample size is small only for preliminary exploratory studies.
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B, 7.89% 2 XEVAR I P S o d e Je A BED R B, A
112020 44 A 3 H,76 {4 .3 4,20 4] (26.32% )
H B T BATE 24537 151] (48. 68% ) B i 1 F- A RS
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Table 1. Clinical Pathological Factors of 76 Cases of
Ovarian Cancer

Clinical pathological factor N Percentage
Tumor site
Unilateral ovary 31 40.79%
Bilateral ovaries 40 52.63%
Unknown 5 6.58%
FIGO stage
Stage 1 12 15.78%
Stage 11 7 9.21%
Stage [ 49 64.47%
Stage IV 6 7.89%
Unknown 2 2.63%
Pathological type
HGSC 39 51.32%
LGSC 2 2.63%
Non-serous ovarian carcinoma 13 17.11%
Unknown 22 28.95%
Type of ovarian cancer
Type 1 11 14.47%
Type II 39 51.32%

Clinical pathological factor N Percentage

Unknown 26 34.21%
Type of genetic tests

Detection for cancer-associated genes 61 80.26%

BRCA test 15 19.74%
Neoadjuvant chemotherapy

Yes 31 40.79%

No 45 59.21%
Stage of treatment

Initial 43 56.58%

Platinum-sensitive 20 26.32%

Platinum-resistant 7 9.21%

Refractory 6 7.89%
Platinum resistant

Yes 20 26.32%

No 54 71.05%

Unknown 2 2.63%
Prognosis

Survival without recurrence 37 48.68%

Survival with recurrence 23 30.26%

Death 12 15.79%

Lost to follow-up 4 5.26%

FIGO: International Federation of Gynecology and Obstetrics; HGSC:
High-grade serous carcinoma; LGSC: Low-grade serous carcinoma.
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Figure 1. Mutation Rate of Germline Genes
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Figure 2. Mutation Rate of System Genes
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BEDR 978 15 5 FH 2R Y 3697 [y B HLAH AR ¢ (B 3K &R
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Table 2. Correlation between Gene Mutation and Clinical
Pathological Factors

Gene Clinical pathological Contingency P
factor coefficient

BRCA2 Pathological type 0.600 0.028
Stage of treatment 0.453 0.021

CHEK2 FIGO stage 0.341 0.043

MUTYH Stage of treatment 0.513 0.001

RAD51D Tumor site 0.438 0.034

Abbreviations as indicated in Table 1.
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[WimBHEI] 2019-11-04 [f£EIHEI] 2020-03-12 [ Abstract] High-risk human papillomavirus (hrHPV) tes-
[(E&WMB] " ERELPLITH (45 :2016YFC1302900) ; ting is one of the main methods of cervical cancer screening.
% HARBH A JE G LI H (25 : 81974454 81772770) 5 1 s sensitivity to high-grade cervical intraepithelial lesions and
g 22 (45 : 18441904800) 5 EWET AR RIZETZ R cervical cancer is higher than cytology screening. As the num-
2 45 :20172702016 , ZY (2018-2020) -FWTX-3006 | 5 L1 ey of positive hrHPV cases increases, psychological issues of
HI B e 2 J o0 (4 %5 : 16CR2001A) the population are receiving growing attention. Because of its
[BWRIEE] K, E-mail: diwenl63@ 163. com; K 4, sexually transmitted nature and pathogenic factor to cervical

E-mail; lilyqiulh@ 126. com cancer, hrHPV may seem terrifying to those who have not-e-
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nough knowledge and eventually make women feel ashamed and anxious to accept examinations. Such psychological impact is

mostly short-term and can be relieved by communication or change of sampling technology. We conducted a review of relevant

research at home and abroad.
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[ Abstract |

and prognosis of cancer patients. Lymphovascular space invasion (LVSI) is a clinicopathologic feature that helps to predict

Lymphatic metastasis is a common mode of metastasis in gynecologic malignancies, which affects the survival

lymph node metastasis. Poor prognosis of LVSI positive gynecological malignancies has been confirmed in several studies.
This paper reviews the effect of LVSI on the prognosis of gynecologic malignancies.
Lymphovascular space invasion; Cervical cancer; Endometrial cancer; Ovarian cancer; Vulvar cancer;
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