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Abstract : [ Objective ] To investigate the efficacy of neoadjuvant chemotherapy for ovarian cancer and explore the
feasibility of hydrogel embedded histoculture drug sensitivity test (HDST) use in selecting chemotherapy regiments for
ovarian cancer. [ Methods] We performed a retrospective analysis of 11 patients with advanced ovarian cancer treated with
neoadjuvant chemotherapy as recommended by NCCN guidelines at the department of gynaecological oncology in Sun Yat—
sen Memorial Hospital. Demographics, clinical data and tissue specimens were collected from patient charts. The patients
were grouped according to the HDST results. We compared the differences between groups in the total decline rate of
CA125, HE4 and Fagotti scores and analyzed their relationship with HDST results. [Results] HDST results showed that 6
patients were not sensitive to the selected platinum drugs (cisplatin or carboplatin) and 1 patient not sensitive to paclitaxel.
After 3 times of neoadjuvant chemotherapy , the patients presented a significantly successive decrease in the levels of

tumor markers. HDST results were consistent with the clinical efficacy (Kappa=1.000, P<0.05), with 100% sensitivity,
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100% specificity and 100% Youden's index. There was a significant positive correlation between changes in Fagotti’

sscores and effective rate of HDST (r.=0.678, P<0.05), while no correlation between the total decline rate of CA125 and

HE4 and effective rate of HDST (P>0.05). [ Conclusions ] HDST is fast, convenient and economical in helping select

neoadjuvant chemotherapy for ovarian cancer. Additionally, with its consistency with the clinical efficacy, HDST is ex-

pected to provide an accurate individualized chemotherapy for patients with ovarian cancer.

Key words: drug susceptibility testing; hydrogel embeddedhistoculture drug sensitivity test (HDST) ; ovarian can-

cer; individualized chemotherapy
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Table 1 Basic information and clinical characteristics of
patients
Characteristics [M(Pss~Pss) ,n]
Agelyears 61.0(60.0~64.0) "
FIGO Stage
Irc 6
VA 3
VB 2
Pathology
HGSC 9
LGSC 1
PDC 1
CA125(U/mL)
TO 1 181.2(564.3~2 750.0)
T1 270.1(99.0~595.1) "
T2 80.3(36.5~141.0) "
T3 25.5(14.9~63.6) "
HE4 (pmol/L)
TO 1317.0(212.4~1 488.0) "
Tl 240.0(158.7~412.0) V
T2 156.6(78.1~397.6)
T3 108.8(65.7~376.8)"
Fagotti score
Before 8.0(4.0~8.0)"
After 2.0(0.0~2.0)"

1) It doesn’t conform to a normal distribution and described by

Median (P.s~Ps5) 3 HGSC: High— grade serous carcinoma; LGSC:

Low—grade serous carcinoma ; PDC : poorly differentiated carcinoma
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Table 2 Patients” HDST results and clinical medication regimen

ID  Medication Efficacy Preferred No.2 No.3 No.4 No.5 No.6 No.7 No.8  No.9
1 DOC+CDDP+CBP  Invalid TXL" LBP" VP-16" DHI”  ADM"  CBP CDDP  DOC

2 TXL+CBP Valid LBP" TXL" CBP" VP-16"  CTX IFS  CPT-11 DOC CDDP
3 DOC+TXL+CDDP Valid 5-Fu" BLM" MMC" CDDP” ADM"  CBP TXL DOC  VP-16
4 TXL+CBP Valid TXL" CDDP or DHI" VP-16" [FS” CBP ADM DOC 5-Fu  CTX
5 TXL+CDDP+GEM Valid TXL" CBP" DHI DOC = = = = =

6 TXL+CBP Valid TXL or IFS" CDDP DHI CBP  VP-16 CTX = = =

7 TXL+CDDP+CBP Valid TXL" LBP" CBP" CDDP”  EPB  VP-16 GEM DOC IFS

8 TXL+CDDP+CBP Valid TXL" LBP CDDP or THP CBP DOC = = = =

9 TXL+CDDP+CBP Valid TXL" CBP" DOC or IFS VP-16  LBP L-OHP CDDP = =
10 TXL+CDDP+CBP Valid CBP" TXL" 5-Fu" CTX"” ADM" IFS” CDDP” DHI" VP-16
11 TXL+CDDP+LBP Valid TXL" LBP" VP-16 L-OHP  CBP DOC GEM THP  CDDP

Recommendedfor the first 9 chemotherapy drugs; 1) HDST result value >30.0% means the drug susceptibility test was judged to be effective ;
DOC: docetaxel; LBP: lobaplatin; CBP: carboplatin; VP-16: etoposide; ADM: adriamycin; DHI: doxorubicin hydrochloride liposome ; TXL: pa-
clitaxel ; CDDP: Cisplatin; IFS: Ifosfamid; MMC: mitomycin C; CTX: cyclophosphamide; 5—Fu: 5—fluorouracil; GEM: gemcitabine; THP: pira-
rubicin; EPB: epirubicin; L-OHP: oxaliplatin; BLM : bleomycin.
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Table 3 Analysis of consistency between HDST results and clinical efficacy

Clinical efficacy

HDST Total Kappa P
Valid Invalid
Valid 10 0 10 1.000 0.001
Invalid 0 1 1
Total 10 1 11
x4 ZHEEMEIRICH E Fagotti £ FERTHIER
Table 4 Changes of tumor markers and Fagotti scores in patients of the three groups (%)
Group A(n=1) Group B(n=2) Group C(n=8) 7 P
CDR-CA125 T1 30.6 823" 79.7(43.2~89.1)”
T2 27.8 943" 94.4(85.1~97.8)”
T3 29.1 97.2" 96.8(95.0~98.8)* 0.291 0.385
CDR- HE4 T1 -81.9 38.1" 68.8(59.3~80.1)
T2 -87.2 50.3 " 79.6(73.0~89.2)”
T3 -88.0 553" 87.5(77.1~92.8)% 0.064 0.853
TDR-Fagotti -100.0 100.0 V 75.0(56.3~95.0)” 0.678 0.022

1) Described by Median; 2) Described by M(Pxs~Pss) ; CDR-CA125: cumulative rate of decline about CA125; CDR- HE4: cumulative rate of

decline about HE4 ; TDR-Fagotti : total decline rate of Fagotti score
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Fig.1 Declining trend of CA125, HE4 and Fagotti scores

in patients of the three groups
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