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Pseudoprogression after molecular targeted therapy combined with immunotherapy for
primary liver cancer with multiple metastases: a case report and review of literatures

Xu Mengjiao, Lu Yao, Chang Min, Li Minghui (1. Department of Hepatology 2, Beijing Ditan
Hospital, Capital Medical University, Beijing 100015, China)

Abstract: At present, primary liver cancer is the fourth common malignant tumor in China, and
its fatality rate ranks second in China. Due to the insidious onset, most patients with advanced
liver cancer have lost the opportunity of surgical resection at the time of diagnosis. Although the
traditional radiotherapy and chemotherapy is effective, the systemic adverse effects are obvious.
Molecular targeted drugs have unique advantages over traditional therapy, however, gene mutation
and drug resistance have limited the application in clinical practice. With the development of
immune checkpoint inhibitors therapy and clinical trials, such as anti-programmed cell death protein
1 / ligand 1 (PD-1/PD-L1) therapy, it has been reported to be effective for many types of solid
tumors. However, the combination of targeting and immunotherapy also poses a new challenge
to the evaluation of curative effect. This paper reported a case of pseudoprogression in one patient
with advanced primary liver cancer during the treatment of Lenvatinib combined with Sintilimab.
Through dynamic monitoring of blood indicators and imaging follow-up and adhering to the
original target-free treatment strategy, the patient achieved better clinical benefit.
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L1 £iF B#FL, 60%, KRIMLMFRIEEFERTDT
Jii Chepatitis B virus surface antigen, HBsAg) BHE
W204E, RPN 24, 202343 H A “ = Itk
JEEANIEIANH 7 e T AR .

1.2 Pym s 204 /i PR I 3 T 2 M R e &
HBsAgfHYE, HFIIfeR®, 4 TIRIHGIT i,

RATPUWERRRYT, MWEEHEAR IR IER, K
AR 2. NBERI2ME T A E BN AR A L 7
fif (alanine aminotransferase, ALT) 400 U/L, HBV
DNA1x 10*IU/ml, FFEOREERF (0.5mg, &
1RO b e RARGYT, ORI E IR, HBV
DNAMK TR NP, MEHEAEIRRAF AL, H
RiF—LHH . ABERT4 M HEEHM=ZT, 15
NG, BN E, F202343 23 HEE Yk
i, LIGAFIIRE: ALT 50 UL, RITARARAEILH
F4Hf§ (aspartate aminotransferase, AST) 105 U/L,

MAHZ &K (total bilirubin, TBil) 28.6 umol/L,
FERHAT 2 (direct bilirubin, DBil) 13.9 umol/L, [
A (albumin, ALB) 46 g/L; HBV DNA 1.15 x
10* IU/ml; JE#SIEFRCT/RIFA M ER G (HAEL
10 cm) , HsRAFE BB Eamtl, [Tk 2
R RR AR TS, B RESR T RE MR TRk A S &
FF0] RN, BRI RG  ERhURE
23RN B iE AR 25 meBt & B K£50.5 mg
1BIT .

1.3 BuiE s B4 D AOIR I R M 451547 ORI
TR CRHEARME) , REIE DR H R
87.5 ug/dicyy .

1.4 NREV T 41T

1.4.1 4B S M/ iE%290.0 x 10°/L, ¥k I /i
JF3E B E (prothrombin activity, PTA) 62%, H
4 E (alpha-fetoprotein, AFP) 474.68 pg/L,

PEKPr)R-153 (carbohydrate antigen 153, CA-
153) 74.9 U/ml, 4K Z 83 577 - 117 7
I A JF (vitamin K deficiency or antagonist-1I,

PIVKA-1I) Bl & il i R 5443.57 mAU/ml; &
Dide. HMEET. O UUEES RS, B 5 G s
FURI B M ECToR M il 22 5 K /INANSE SE
gEATkE, HAR0.1~1.3 cm, HJEiEEFEE et K
(EITAD , FIRE A MR E ARSI (AR
L1 em) , 00 S B b DXOR LA B oAbk L 4

PR A2 1 2 P A s 0 3 SR LR B T
A B, K10 cm x 8.2 em,  [TikA 3

BRD ) 20234F F15% S4HH

KETRERE, MABKERAE, HIEEEZ
KRB GERERE T REME R (E2A) 5 AFA#ELL, BROK,
BETBRAEREKEK, LEEK FHEEY
T4 BEAENILEEAREEEE %

1.4.2 RS W BB 7 & Ji kP T g i 3
(BLCL-CH]) , il pett K. B i
HBV DNA < 20 IU/ml, ATZhfEChild-Pugh AZ%
(541> 5 LEmiik. WERE. mOm. 35 %k
PR S5 SLAth B RE T, 28 R A NRE IR
B, AERRTIRIT, HEESY RGHIT.
BELRFBZEMEREZBE, T4ATHIF G
IREE 25 B 8 (4 mg, BH1W , FBHN
SERARAT . FRZERIT. BEAMNZ R, E&
ALT 44 U/L, AST 73.4 U/L, TBil 14.7 ymol/L, T
4719 HAT# bk 5 d A B ptis T (200 mg,
3L o SHSHKECRE EA &[T 28 mg,
FHIK, SAHI0H. SH31H2BAT2AN 5 W15 5 %=
TPEIRIT o 6IT WHIE B B = AN R R A E &
e, MW ThEE. ONUEEFRE, AFP. CA-153,
PIVKA- 1T #43& ¥ F B, HHHBV DNAMK T4
TRR.
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2530 I G B B I Th R R ELAEIR K R N,
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Ay K/NFEARFIFT, ARGTTE R MR E L, H
SILARFERT, AFP ([H474.68 pg/LI%%25.09 ug/L) M
PIVKA-TI (H5443.57 mAU/mIf%%1950.95 mAU/ml)
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1 BEMERALFILIATTHIEIEE MRI K CT B4R
TE: A NEZRES, MRIZREFA I ESRBREE & 96 1K E T Ao SO T B AL RBR & iR 77 3 NAWE, MRIZRE A
FIFA/NE 8 em X 6.2 cm; C NILRBRG IR 5 MEWE CT oRHFAH RSN E 6.9 cm X 4.5 cm,
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Child-Pugh A%, HBV DNA K W 0%, MEER R
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AN (EILC) , MEBCT R #2988 55:2023 446 H 16 H B
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e A 1.81%~5.77%, & 4 i) 2.86%~8.82%,
FREE b Bz M09 1.49%~7.14%, SIERikiE1.79%,
Merkel 41 Jiusi 1.14%, 8] K2 986.90%",
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(circulating tumor DNA, ctDNA) FhZ&4A4L5E, H
41 I ctDNA RSB E R S i

B T G0 28 7 V25 70 ST 1 P g b i N i
2, et AT AR A bR A B S AR R PR A bR
#E (response evaluation criteria in solid tumors,
RECIST) i 7§ Joi% M B8 1 IR 4 BUY6G 97 S B A AH
GhRIE . N T ERRHGR N R ML, SR AW
ZULE S AT 4R e I R Al BB T B 9% A T R 1
(immune-related response criteria, IrRC) . SZARf
IR S 5T RN bR YE (immune response evaluation
criteria in solid tumors, iRECIST) version 1.1f15Z
AR IR G % T S N PRAN AR (immune-modified
RECIST, imRECIST) """\, fElfRcEd, 4K
RVl B m i, W E PSR e s 7o
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AR BRI B 7 R RIE RS, & vHbiIE
B A0 H G2 A A R #4F (immune-related adverse
event, irAE) J&, TiARERE R 25470 & A NG
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