h E MR AE R T 2435 hitp:/www.biother.org
Chin J Cancer Biother, Jun. 2022, Vol. 29, No. 6 < 571 -

A\
Ay
5

DOI:10.3872/j.issn.1007-385x.2022.06.009

FLARE T 4R M AR BR T R IR T VI SR R
Research progress on adoptive cell immunotherapy for breast cancer

ek R EAE T FEKREE—HEER £, LT 100016 2. T K ZE E ML EILT TAFE
5 e B R ak E R IE N AL, BRI K L E] BAALAT R R AR E SR E AL 100142)

(8 ] i Fr b s 2Rt i 0 DU S 4 200 S B V6 9T CACT) $5 R T A0 47 b g 12 ) bk 240 i (TIL) . CAR-T 41 Jifd
TCR-T 40 il 1 CAR-NK 4 1597 . FUBRAHOCHT LA Rk, TIL fg F AL e i) TS 18] )58 TIL B9 00 5 R 47 A 05 AH 5% ; CAR-T
20D S B IR YT R LR SR 6T RS BRSO UE , BLC TS 1 SR R VR T SRR SRR HOVR ST T R T 2 AL R
PRAES s TCR-T 40 il 7 A MO T MHC , 7T BLR B MHC 737~ 238 (AR (T FUJR B S T2 BB HUER , £ER T SR8 5 T SE A i
% DAL e TCR-T 4 VA 7 i AR 36 1E AEREAT s CAR-NK 43 i 7 /& S 1 1 % CAR-T 4 i S5 A4 M0 e i), BoA G i
JEERE 715 B CAR-T 4 YT ¥ 38 22 4, Wl RERE D R S e i I e SROBT O SE R R e« ACTT 8 3L B8 (R 7F 7 NI PR 82 P 453 475 L Bk
il , FC P TIL 97 V5 0 DAFP= A6 A2 2 1) S5 P T 400, CAR-T R CAR-NK A1 A7 12 35 /S [ ot J32 A 16 400 0 el M PRl 55 380 by
IR BEVE AL SRR G . RAEAFAEA AL, (EBEAE 5 K AR R S e 2 F oy T AR 2 55 2 2 R RS R J  AAS ACT BOR A

GONFLIRE B IR R A

[s@im] LI L gk M40 S8 VA T7 s FRT IR TR Ik EX 41l s CAR-T 41l ; TCR-T 41 g ; CAR-NK 4l i
[hE2ES] R737.9;R730.51 [XEAFRIREE] A [XEHS] 1007-385x(2022)06-0571-09

ARk, R S v o7 S T Rt R, T
X H AL YR T 7 VA 24 1R i e R R AR T R, T HL
Re 4% 4 ia 97 A AN AT B 6 1 B #R I R 3R15 K
WG IR Z MR . — MR 5, s a8 16 9T RIS = 20
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JL A T BRI PAC R 36 7 5t T AR 20 41 [ B e PR R B0
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