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Abstract: [ Objective] To evaluate the safety and effects of transcatheter arterial chemoembolization using Drug—eluted
beads (DEB-TACE) plus apatinib in patients with hepatocellular carcinoma (HCC). [ Methods] A retrospective analysis
was performed, which included 11 HCC patients treated with DEB—TACE and followed by a target therapy of apatinib
(500 mg QD) in our clinical research center. Radiograph evaluation and tumor biomarker, alpha—fetoprotein (AFP) ,
were recorded before the procedure and during the follow—up of the first cycle after 4~8 weeks. Adverse events induced by
apatinib were recorded. [ Results] According to the response evaluation criteria in solid tumors (RECIST) , modified
response evaluation criteria in solid tumors (mRECIST ) and European Association for the study of the liver (EASL)
criteria, the objective response rate (ORR) was 36.4% , 63.6% , 72.7% respectively, and the disease control rate
(DCR) was 90.7% , 72.7% , 81.8% respectively. AFP levels were 44 251.7 pg/L. which significantly decreased after the

procedure , compared to 366 336 wg/L, the levels before the treatment. Four reversible grade III adverse events were
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recorded and no grade IV adverse events found in these cases. [ Conclusion] According to the short—term treatment response

and safety, DEB-TACE combined with apatinib could be considered as a promising treatment for intermediate and

advanced stage hepatoma.
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238 patients who suffered from liver
cancer from Jan. 2016 to Sep. 2018

Excluded:

32 patients with Liver metastatic

carcinoma

Excluded:

206 patients with HCC

101 patients with cTACE
41 patients with ablation
11 patients with incomplete TACE

21 patients with sorafenib
9 patients with PD-1/PD-I1
5 patients with Child-Pugh C

18 patients with DEB-TACE and
apatinib

Excluded:
5 patients with DEB-TACE( NO
HepaSphere )

2 patients can not keep apatinib
therapy

11 patients were included in this study

1 ke
Fig.1 Trial profile
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Table 1 The preoperative clinicopathologic data of patients with primary liver cancer [n(%)]

Indexes Indexes
Age/(years) BCLC classification

<40 3(27.3) A 0

>40 8(72.7) B 3(27.3)
Gender C 8(72.7)

Male 11(100.0) ECOG performance status

Female 0 0 5(45.5)
Hepatitis background 1 6(54.5)

Hepatitis B 8(72.7) Bilobar disease

None 3(27.3) Yes 3(27.3)
Child-Pugh classification No 8(72.7)

A 9(81.8) Maximal diameter of tumor/(cm)

B 2(18.2) <7 2(18.2)

=7 9(81.8)
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PD-1/PDL-1 528697 , LA S HA IR Y7 45 R vT
R A 2R YT B 141

12 &TAE

1.2.1  K#7 HepaSphere #n 7 & & % A 5 £ 4%
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= 11(63.6%) % ¥R IV AR R (£3) .
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Waterfall plots depicting maximum response of the 18 intrahepatic target lesions by (A ) Response Evaluation Criteria in Solid Tumors

(RECIST), (B) modified RECIST (mRECIST), (C) European Association for the Study of the Liver (EASL) criteria and (D) maximum change of

serum alphafetoprotein (AFP) level of 11 patients. Each bar represents one lesion in A, B and C, and one patient in D.
2 BARTEBRERFRLRAFPHHE
Fig.2 The change of target lesions and AFP of patients after the combined therapy
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Contrast—enhanced CT images obtained during arterial phase (A)and portal venous phase (B)show a enhancing lesion at the medial segment of

the right lobe of the liver before the TACE, images obtained during arterial phase (C)and portal venous phase (D) show no enhancement among the

target lesion after the combined therapy. Images obtained before chemoembolization (E)and after chemoembolization (F)show the tumor stain vanishes.

E3 BERTIENRGERI
Fig.3 CT images of pre— and post—combined therapy
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Table 2 Efficacy of combined therapy based on tumor response [n(%)]
RECIST mRECIST EASL
Response n=11 18 lesions n=11 18 lesions n=11 18 lesions
Complete 0 0 1(9.1) 3(16.7) 1(9.1) 3(16.7)
Partial 4(36.4) 4(22.2) 6(54.5) 10(55.5) 7(63.6) 10(55.5)
Stable disease 6(54.5) 13(72.2) 2(18.2) 3(16.7) 1(9.1) 2(11.1)
Progressive disease 1(9.1) 1(5.6) 2(18.2) 2(11.1) 2(18.2) 3(16.7)
Objective response rate 4(36.4) 4(22.2) 7(63.6) 13(72.2) 8(72.7) 13(72.7)
Disease control rate 10(90.9) 17(94.4) 8(72.7) 16(88.9) 9(81.8) 15(83.3)

RECIST: response evaluation criteria in solid tumors ; mRECIST: modifiedresponse evaluation criteria in solid tumors

ation for the study of the liver

(alanine transaminase, ALT) 7% N %% 2 [ (aspar-
tate aminotransferase, AST) LA & S IHZT % (total bil-
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HR e I 38.8 °C, PR RFEEIS (] 0 3d, A 7 il i
FR R R ) S NG L SR (< VRN

K, Hd 1 ARGEE
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3

RO A ST 5 A A ]
Tk, EH
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Table 3 Adverse events after apatinib treatment [n(%)]
T Grade of adverse events Total
I I | v 11

Diarrhea 4(36.4) 4(36.4) 0 0 8(72.7)
Hand—foot syndrome 3(27.3) 2(18.2) 1(9.1) 0 6(54.5)
Trserionsine 5(45.5) 3(27.3) 1(9.1) 0 9(81.8)
Debilitation 4(36.4) 2(18.2) 1(9.1) 0 7(63.6)
Digestive disease 4(36.4) 2(18.2) 0 0 6(54.5)
Myelosuppression 0 1(9.1) 1(9.1) 0 2(18.2)

YHATIR G AR & FE MRS R FL A 5
A J e 403 A e Bt 1 sl Bk, LA 3k 3004 2 ol i
FERAERY H 9. DEB-TACE J& C-TACE (i iF , {fi
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i AF Sk Al F§ DEB-TACE H. C-TACE HA5 HA &
e e A R I R AR EE R L FETA
SEVEM T I, T C-TACEJRYT 5 L i kb A il e
P, 5k BB KL 2 B 55 L S BO0 IR IR T T AL
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(R A IR 52 A R, I BT R W] VEGE 7K
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BPUMLAE AR R 1] 245 ) Y AL

KPR JE (sorafenib) J2& 63 97 H B A T 988 04
— M2y, BAERILAS T A I Rty
B Z83IE 3 C-TACE 3 # DEB-TACE Bt 4 sorafenib
RIT IR LR AT . SR, WA BFFE A5 R R
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TACE 16T, 3F B A 203 26 & 1Y i e o J 1 ]
(time to tumor progression, TTP) K H: & 1A A= 77 1)
(overall survival time, OS) . TEZIAFIE ",
D 2 5838 14 TTP D S 0S 2B 8 AL T 3 2 o =]
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FIBH RS I R S AR JE i i ] B4 T35 S 9
] 5 (R 2 IR 24 S A P 2 5073 3l O 30 &1 A
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A ITROBGSF . Sy —WipE s b s E R L H

A sorafenib {G 7 REZERT M K BRGIRIT S
() TTP #5HH TACE ¥R 97 I B s, H A 85 il 2l
o if [ W W45 TTP AR W25 5 DL FAFge s
B sorafenib 5 TACE B F Bt A 25 T H 6 109 962 28
H A FTHE 2 sorafenib 77 BERESE IR FHECK (Y S 1]
I O g I R L O N N NS I = =R
sorafenib J& VR R YT S 5 28 AC B[] A 2 9L
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il 58] , 55 sorafenib AH Lt , HA 10 £ 1) VEGFR-2 i
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sorafenib HL A T = (Y HE ] 45 5 2%, L0 JH apa-
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