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[ Abstract] Pancreatic cancer is a highly malignant tumor of the digestive tract. Given the lack of appropriate screening and

diagnosis methods, the deep location of the pancreas, difficulty in a tissue biopsy, rapid tumor progression and low response rate to
radiotherapy or chemotherapy, its morbidity is almost similar to the mortality. Approximately 80% of patients with pancreatic cancer
have advanced disease at the time of diagnosis, and the average survival time is less than 1 year. The extremely aggressive nature of
pancreatic cancer and the low survival rate make it a heavy global burden. With the advancement of many basic and clinical studies,
new progress has been made in the pathogenesis of pancreatic cancer, diagnostic methods, preoperative treatment, radiotherapy
techniques and systemic treatment of advanced diseases during the last year. These results further enrich the treatment options for

patients with pancreatic cancer and improve the prognosis. The present review summarized the important findings in pancreatic

cancer research in 2021.
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RAF, XRBFHEARIMMM O ERER, H
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FS-FR PR WARE | IV I FR 5 R N7 85 B B4 BHIRYT
(CHl) , FEMIEA L 6N H M Tk A
. RS, A6 H g Joik e k7 1k
47.1%, B N42.9%, CH1 H34.1%. B HAH
o AL I STV A AR B T AR AR (A4 R

10.17H, BANILANH, CHRT134MH ), *
WIFOLFIRINOXJ7 255 S T7 44 H 5 95 2 2|
o 1) P e A% 1 R A I FH I PR 5 R 5 5-9RC
PR WE AE R VAT S AT AT A 808 . (HBLHAY ™ &
ARG RN AR, "aeS BIbF4
SRR S,

XoF It SN BT ) Bk A A R AR, R
Tl B AL 7 T AL AL A R YD BRORAS (B XS AT 1)
I T % 98 1% 5 4 B 6 T R R PR TR AN 2 A R
g0 M H, —IRREHL I R 0
£ T 2 FOLFIRINOX )y £ 5 7% ¥ fh i/ 14 26 14
G5 TS AZ I [ TR B4R 7 19 ] 1) I JR it o A
BRI RAAER, 458 78, FOLFIRINOXTJS
U2 BT R NAT%, PO A 2324
A, VMR A AL A AR R 24 AR AT
J948%, AT 23.64 H , JCie R M
T E AT BT AWMLY, 5 LU D s s A
b, XFEAEAE R A B st . — TR AL 4
BRITIBFTE O W TR L 58I mas e A B v )
#1 (FOLFOX ) HEME L Bk H A AIL-10
( pegilodecakin, PEG) +FOLFOXJy &AFE M
PO TR R 25 R R 1 — AP AT g, S5
7N, TEFOLFOXH il APEGIH:ASBE M3 i 40 75 v
b I 245 1 J i £ TR
34 RIEET

PRI IT & ST MG BT . R R R
TR R A0, TCTEL ol oAy it 2 i g A8 3 1% 74
TRIT IR o SR g R R A R T
Rk, MIEFETETAH AN R4 (cytotoxic T
lymphocyte associated antigen-4, CTLA-4)
el P s [ &1 ] BofR-1 (programmed
death ligand-1, PD-L1) S35 H T i 10 Bk iR e
() BIF 5% 45 I AN BRAR, X 7R AR KRR b 2
F 1 B g G AN G T IR e A 5 R
o O R EL A B G IR 5
fif ( tumor mutational burden, TMB) (1 mut/
Mb) , MItLZ T, M REaiE i TMBY)
10 mut/Mb, = TMBA# 5 5 S0 TR YT 1) 8 I 225K
K. AMMR PR RAIE 2 — R TMBR = (T
>10 mut/Mb ) , SRR T dMMR A& A %0/
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ATMMRAEGI . dnfepl BRI 1 <4327 Jilid S oA
BEolrl il I e A R R AR B T 9 1) o
FZ—,

CD40 2 W YR AL PR 7 22 14 1 5 1 1 240 Jif ==
T o CDA0T BN FAIPT A AT LA Atk £k B w5
Y, MR (B ) A EM2R A
(LRI ) 7w, (R g Ay &4 2 Tk O 240
MR, KRR T BRI AT B
e, AU AT ICTIAR YT Bk, s B e
REAHRTSE ) o —T0 T s RATSE 1 BoR, A
RS IR R —ZRYT T FHCD4034 3l 7
ook . UM RN R 4SS BRI RIS
PD-184T, HZ WL N % 53i558%. Jiang% -
WEoE K& B, TR BF I MEK (£l B — B BUIR )
AUE M S ) L T e PR 4 i b
STING/ | B4 T ZE s 42, M 55 7 W Mg
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+F UM + CDA0BBh IR ) TEfE “%7 /IR
ik M A 7R v S BT A0 R R R TR L 4 B TR A
RGP e, e —F AT B
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[3-3# 8 ( phosphoinositide3-kinase &, PI3K3 )
AT LA BH 1E 00 40 5 HOS B AT 5 VVL-2 111
B . VVL-2 AT G T i N CDS ™ Ttk
ELARA AR, B0 T EER TR Y F AR R AN,
I BE 0% 78 PR P9 RN AR S0 v 20 B b Ak M1 R
R FEREIRIE B R L TR AL RS R AR S A
RIh R M UM E ] . 2 JE, VVL-21
TRYT REME MR X ICTUR . Ik, PI3KSHANHIF
VVL-2 1 HIPD- 140 il 51 A 156 A L FH Sk Jik i3 AR
SR T IR ik

et A K F-B (transforming growth
factor-p, TGF-B) {55 REEHE IR R . %
BRI BE il . —WiiE . 2o T oG IR
WF9E 7 TEAL T TGF-PAZ AR 1 37 galunisertibBk
G PD-L TN T 52 A it B8 P T i i A
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N, 32, 1 B o G, 710
FasE, ISHIH PN HERE, 9Bl PEAL, S
a2 R 25% , AR AR B R TR TR
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receptor T-cell, CAR-T ) JFik il X EE A &
B IE T MAE RSN T IE I i, [ 2 RBAS IR
SR FE AR NI AR BT R AR R, T R
PEMIR AN . CAR-TLEVRYT MK FR G0 1R g 7
RN =R AR 0] 197 V€ S /NP0 i R N el
%, CAR-THAIT I A FfFsT ') . 324N
E, FESCAAR bR v S B AR T A BT ik i %5 )
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PERR SRR I PE . CAR-TYF LTS 2 R IR I8
F14) B S22 410 ot P i 8 Ak B 858 5 T A7 A R PR
Leschs ' BFFE KB, 7E/NRBIEC T o SR 5
FhAS AR s A b, A Y Tk I 4 g e 5A
C-X-CH#atkHF321Kk6 ( C-X-C chemokine receptor
6, CXCR6) I, AR SR Tk A0 N &
H, REFFEPUMIE S, SR S fEis n
[E], ULPATEDUR R S TA0 i rh 3R I8 CXCRO A 3
JIT Ph0 U8 200 L XoT T s 200 A RO RS e, T4
fe et AR S A LIRS T R

T 40 A 2 85 78 H AR Hi e T By il
F, 27 R TR AR , X2 T BUBRBEX
CAR-TiZZ I Z 5N . Goods ™ gtsr 17—
SRR TR ELZR R AR, 2B AT RIS Tifk 12
MBS HURAIE, S5R LI, Tk 40MuAEssE
PEEE CDS” TAIM M NKAE TR MU A2, it — 2Dt
TR, SRY&H: 5 HF4 ( SRY-box transcription
factor 4, SOX4 ) FIDNAZEAIIHINF3 (inhibitor
of DNA binding 3, HLH protein, ID3) 5CAR-T4fl
MuFEsE 2 UIA G, $&7 nl dd ik W] i 4 il SOX 41
D3R5 R Th CAR-TVRY TR .
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epidermal growth factor receptor 2, HER2 ) fi
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g5 TR, STARGE IATEHOT (stereotactic
body radiation therapy, SBRT ) AJ DAt i i g
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Z, Muellers 7 BFSTUESE T W 40 if 3 1f 2
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AR SR IR S I 2K . L EEXFADAM 03
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HRRR, SR BN, BA M HTTFields Ak
57, T BH I O T A AR AT T, RIS R
i = X A AR AL Y 7% 77, R R TTFields 5425
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JR AR P ERR W, IRIT IR BRI AR AR .
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