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[ Abstract |

of breast cancer. However, the function of tumor infiltrating DC are often inhibited and cannot produce anti-tumor activity in

Dendritic cells ( DC) are the most powerful antigen-presenting cells that play important roles in immunotherapy

the tumor microenvironment. Therefore, activating and restoring the normal function of DC pivotal to enhance the efficacy of
immunotherapy in breast cancer. Drugs, cancer vaccines, and vaccine combined with chemotherapy, radiotherapy, targeted
therapy and immunotherapy which used to enhance DC antigen presentation function have shown promising effect in clinical.
This article summarized the main function of DC in tumor immunity and its research progress in breast cancer immunothera-
py, providing new insights for effectively improving the therapeutic efficacy of breast cancer.

[ Key words] Dendritic cells; Breast cancer; Immunotherapy; Cancer vaccine; Combination therapy

#LHE A g T 5556 R 9 2 e e R A A A
o AER, SRIEST I W R R AE IR TT A ok 1
B TRER, HFFE 2 W AS [m] M 78 3L AR 8 241 7T DA B 2836
PR as , IE R F AL T- & 1 ( programmed cell
death protein 1, PD-1)/8 J¥ ¥ %€ T2 B 4K 1 ( pro-
grammed death-ligand 1, PD-L1) FIZ0 A3 T #k 2

[KFEE] 2024-09-19  [{EEEHHI] 2025-03-07
[E2mB] "EFEARRFSES (455.82304532) ;)7 &K
B AL N EE R 5T 54 (405 2024 A1515220102)

[@EEE]  “9KEE, E-mail: zhangyuanlazy@ gzhmu. edu. en

411 fifd A8 ¢ B 1 4 (eytotoxic  T-lymphocyte-associated
protein 4, CTLA-4) {3 1 % 2 A8 A5 £ 30 1580 (im-
mune-checkpoint blockade, ICB) ,#% & HT A2 T 40
Jif 23697 ( chimeric antigen receptor T-cell immuno-
therapy , CAR-T ) il e 352 118 Ik I 4 Jfd ( tumor infiltra-
ting lymphoeytes, TILs ) 55 1:f 4K ¥4 40 ffd 36 97, DA &
NeuVax MUC-1 ZE# % MR MR 5,
SR, #43 FLAR 8 S8 38 4 1CB 97 ¥ A R 5
FEAE T 2 WFFE 4G X B 2 DR Ry L B A e A
3% (tumor microenvironment , TME ) H % 32 101 il 48 fifd
JIT o VA v, A T Bk ok e 4 B £ SR 4 1



b3 FLB) 553497 2025 4E 7 A 55 38 455 7 W ] Cancer Control Treat, July 2025, Vol. 38,No. 7 . 627 -

AR, ATIEEZEHEZ T RERIT, MIE
TME FP R 2R 4L ( dendritic cells, DC) 9470 7 5 i3
fERJU AT, HAh, DC BRI LIS T 40 i ) 4
BhPE T 4l (helper T cell,Th) 1 434k, J5F5 M1 B E
Wik 240 L 73 A A — s AH O, TS DC AT AR AR 98 45
T T 40 (regulatory T cell, Treg) M2 % = I 4 fifd 7
TILs *Ay & H™ . BRIt DC S 30 HLIA %0 DL K
P25 ICB TP i, DC EFLIEIRITTh R 5
LA, BK DC 7EZL IR S iR 7 vh i R I B
FAEREHRIT

1 DC #EMERERRIER

DC 9 F ZAE 2 M b s Bun T/, 2
4 T 40 MM T 5 2 AILAAS B T B 9 SR N R, I
A, DC TE b3 HE R P A 5 A9 ek 93 B D A3 22 ik
MRENS S R T 4R F i 32 X 2 T TME 25
i DC M T 20 IR0 25 FNCAZ D fE ke 1k 3hE e 72 W
W R, DC R 2 Rr G 5 7 25 R G 8 T 5% 22 [
BN i gk
1.1 BhiEiRiEH DC That# il

TME HfE7E— S e i il 2, v LAl DC
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Table 1. Clinical Trials of Dendritic Cell Vaccine for the Treatment of Breast Cancer
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