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Research Progress on the Preventive and Therapeutic Effects of Emodin

on Pancreatic Inflammation and Tumors
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Abstract Pancreatic diseases, including acute pancreatitis, chronic pancreatitis, and pancreatic cancer, are
closely associated with persistent inflammation, fibrotic remodeling, and abnormal cell proliferation. Emodin, a
natural anthraquinone compound extracted from traditional Chinese medicinal herbs, has demonstrated significant
therapeutic potential in the prevention and treatment of various pancreatic disorders. Recent studies have shown that
emodin exerts anti-inflammatory, antioxidant, anti-fibrotic, and anti-tumor effects through the regulation of multiple
signaling pathways, including NF-xB, TGF-p/Smad, Nrf2, and the NLRP3 inflammasome. These actions contribute
to the alleviation of acinar cell injury, attenuation of inflammatory responses, inhibition of pancreatic fibrosis, in-
duction of apoptosis in pancreatic cancer cells, suppression of tumor angiogenesis and metastasis, and enhancement
of chemosensitivity. This review systematically summarizes the current research progress and pharmacological
mechanisms of emodin in pancreatic diseases, discusses the existing limitations, and explores future perspectives,
aiming to provide a scientific basis and novel insights for clinical intervention in pancreatic diseases.
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ENTE, B X EGTAR 25900 1, 18 R 4 U] ik /D>
AU YA IR TT T B, T e VR o —
FESBNE T A TE IR, S 22 AE 3 A I A e
2, RENFAR AT &J80T R 245 k. &
1B R 2007 80A R, BEAR T il 220

AR, R 2GR IR R A0 3 WA I IR YR T HH e
P T RAFT R KIEE (emodin)fE Ay —Hi B K
B E S LRSS A R R B BREALE ),
BA RUFPINREE A 2 80 5 253 S e, BFR R,
KEFEAGEENDR . PieFdih. drEtb. pui
JoE I G 5 R T A 22 B AR AR AR L SRR DG
A, KB R O th REFIZRE T8 /1, HAE
FH L1045 S A R VL 20 P Ca iR 4 55 PN 5 D R 1,
FO0 ) e Jig A2 PR 41 Y. (pancreatic stellate cells, PSCs)if
AN 58 i PR U, 9D 2 L 71 5T (extracellular
matrix, ECM) 5 5 PR, [F] IS 30 v 195 S Ji i Jees &40 o %)
T2 FEH R A RS U2 R BI H  BRIR JRE . 4T 4E4L
YA HED NS Y= e (A AR =

1 REZNFEAEFHRIEA

KRN N1,3.8- =53 6- R B, 2
MRHE JEAL. A7 1 2 SR (1 AR AR 25 R LY
RIRBEIRATED, ooy 7208 CisHioOs, 47 T 45K i
PR R SR 3 3E (1. 3. 8AL)FI 1N H &
(AR ZAL GV ARE B (A R R,
M255 °C, HAT gyt . AKIEMERIEE, ST
ZWE. “HIAK (dimethyl sulfoxide, DMSO)&5 45 HL
VR, TEAEY R DARE T AR e LA
R BT oy T R SRR S e - R T
Hmy A A SR S REEVE , TR SR RS I (W
RpUGTS) AL T, T C-6f7 K A REIEAL B, 2E ik
KB -6-0-B-D-Hi ZIWEE 5 110 e Jk DU 384 5 L 5 1l £
45 AR )y, i85t 5 RpUGTS I Ay i v ) S 4
AR IR A AR (H19) RS R IR (R282)JE il A B
I JE A0 AR S M R 5 R AR

KE R P RABEREY), A2,
EZEN SN EBHRT E I L N I B iibu e
PUAALERIG ME 4EFRZR bR ThRE AN AR S, I
BT LA S AN ] AT 4 40 B A, AT AE 2% 2 Fof
A E LT AL HERE U2, 75 R S JRE R ST H
KRR AL R KR8, il s, &
T R A AR R, SR g i TR 1R 2%, [H

I 3 iR AT 2GR B2 B A R AR R 2R Ak
B, KEERAE D 48 BB BoR AL
e T IURAOR A 22 4, LR VA VA AR A
DL IR A 24 S R AL AR A1 1 3 A2,

2 KREEXNRERKREREHIRGE1ER
2.1 REZENIMBRRXMRER

SAMEMR A (acute pancreatitis, AP)FEEHC 25
F2 SRR IR A M A5 1, 5 EURR T £E 40 A R AT
SR H S HA S A T B IR PO, 45345 4 O RE T
%) Jt T B 8 4 A T T Hh MR 20 PR 4 L, B
T IRB g R EB RORE SN AR, IR S, TR
23 BB B RO R RLLR AR P78, i AR AT
FURI, KB LUl IS 2 Ml T e 2 APk e
2.1.1 Ry BRERamieRt RIS R
APRAERIZ LI, FIRFE D e RG22 B TEOK &
R T HEANEES . KEREYT 2 %48
4 e i R T 4 B P OB B AR, T R AR LR
PR30, 55, KB 3 RES A R I 4 i N
() Ca* 8 A PN Joit O RIS R . WUSE PO 9T J
N, KBRS R A AR o K3 3 T 2 o)
ARA2TK 5l JB Ji i V0 240 3R 9 Ca T, TR N
Jo7 X LSRR 5% - S % B B 1 B AR 45 A BR ) (Bip)
PKR#¥ ER# A (protein kinase RNA-like endoplasmic
reticulum kinase, PERK). L% 7 R 1(inositol-
requiring enzyme 1, IRE1)% [ ImRNAZRIA, M 15
JERT I FERE TN, DRl MR T 5 IR B, 4ERF A2
Digetase . Hk, KERiEdHEIEmS RNAN T
(1) 98 REAT 5l Dk R A0 A £ . XTANGSE M
T8, KIE AT F oK R SV IR 26 ' microRNA-30a-
SpAik , kI HE [a] #0] 22 2 R 2 1 B (high-temper-
ature requirement A1, HTRA1), FHWrL1bE K K1
B1(transforming growth factor B1, TGF-B1) %A iH#5,
I/ IR B AT JRE A1 UBEJ, T microRNA-30a-
Sprc R fE KRB R RAE IR HI 55, #1515l
FERE AR Ry M. AN, WENSE PO i
BRI R B, K F I v] T 1 A R RV 4 A A
S AN K BE AR RS RNA TUGT SR,
AN JERE PR 773 F R T, o5 M JR e ¢
() S IR B

AR FUR B, P T AE AP R AE R R A
BEEAER, Y& 7k 8075 144 (reactive oxygen
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species, ROS)HER AT i il i i BR v 40 B SR 48, 5
RN R FREBOFHERN R G JORE S S, AT s
it e B2, SHENAE PAIFE B G ME R IR 28 (severe
acute pancreatitis, SAP)K FRAR A AR 51 g 2 b5 5
(1) AS49Jis b K2 4R M A A R b R L, TR IE 4 i K
iy b gk B AR R L MRS A R T
I% (malondialdehyde, MDA)F & 2B H Ak (gluta-
thione, GSH)Z & 7K1 T [ e 23 o 1 Ik i 84k P g
4(glutathione peroxidase 4, GPX4)FKiA/KF T, [
NP B B R4 Jie K % U 45 /03 %, TR B 2=l LB
FEWOE % IR 1 B2AH SR - 2/1 21 22 0 48 1 (nuclear
factor erythroid 2-related factor 2/heme oxygenase-1,
Nrf2/HO-1)/GPX445 5 1 i i 3 1 FL X 4 AR, 3 %
T IG5 N2 A% 56, _E A R i HO-1 /1 GPX43RIA
FEAIC Fe* FI MDA K-, $27+ GSHAEE AL ) 5 Ak i
(superoxide dismutase, SOD)/KF-, FRe ki iR L5,
[ B 3 35 FEAIG 1 40 ) 2% -1 B(interleukin- 16, IL-1B)-
R R FEIA F -a(tumor necrosis factor-a, TNF-a).
IL- 185542 48 [A 1~ I R IE 7K, A% M v 4 L ) 98 118
B0, AT HEZZ AP I B 2 o
212 IPHIGRER BRI TEE KERES
P TR I ¢ A R0 28 A 2 AR IILAE S 28 P R 1
FE BRI Y428 EREAH OCAS S I EE PINTT T . XTA SRS B
TE SAPELRY i B JiR IR 4 23 v K & Hh PR 4 IR
i Sa AR T Y 1l e =R ANA SN T - 2 e
PR 21 B 5 P 4R (reactive oxygen species, ROS)7K
S, A R AR B 2 I TE 1 5 NLR R 2 itk e
g5 3 B F13(NLR family pyrin domain-containing 3,
NLRP3)#Ki%, il 2t K A B - R IL- 18R , 1t
TR S PR R Ge i 98 0E R B LIUSE BSIFE A4
A ARA2J R 40 i 5 N U5 J6 iR 2 2% B A Y b R B
KB R 5 E AL TNF-a. IL-1p. IL-18%& % %
Rl 2R IE K, FF98 ROSA b DR 5k i 4 g
(P2 RLAR TR o

PN e S K LA R
RS S P AT . JAKAMPUDIS PO 5L
KW, E VR A R, TR R 4 e Y A%
“F -kB(nuclear factor kappa-B, NF-xB )i 4 i3 gl i
T, IR R R 200 B ARE SO, TR B E AT
A A NF-kB p65 3L 1 B RR (b DN AZE 5 1,
FHIBTNF-kB p65t% A7, MM 2% T e 4 1 13
I5, B SOE IR BT . GAOZEPIFH FEAIESE, K

R ARSI Nrf2/HO- 1 B LIE B, R4 NF-«B
% EE AL, JET N I NLRP3 4 MR /IMA I %k, 53
I/ 20234 TNF-a. TL-1BF0 IL-6%5 E R 7 AR
TR, A S I R A 51 R AR AT, TSR A Nrf2 401 751
ML385 ), K33 TR RNLE 2 HI 99, #7- KiTR
(1370 28 AL o PS8 AR N €208 5% (10 o [RDRS, KO
ESUNIN S CBURT SRR/ 3 u N Y Ik /b SR
v(peroxisome proliferator-activated receptor gamma,
PPARY)/5 51 i 18 5 S NF-«B [ 7 [ % . HUZEE?)
WHFtE—BIEsE, KI KRN L1 PPARyZRIE I
Hl LB AL, PhIRI4ERR SOEME S RS . &k
Prid, Kzl ] RAOER 7 A SR A B
WO R A NMRTEAL, I B[R % NF-xB Nrf2/HO-1
M PPARYS(E Tl , 7E IR BRAR R b R 4% H 2 50
R RGUERIPTRABE AR OR S o

2.1.3 RERAPAX B ERMG  APAURIR TR
JRIFRAGA , 3 AT R 2RE AT RN AR A RS 5 R 4%
PRI, 51K oAb & B 410, JoH & SAPI K EIRSE
H R A PSR FE S JOE S B, 2 3XIL-1B. TNF-a
IL- 18554 4 Rl REI AL, 75 K 4 5 RKE N &5
{iE (systemic inflammatory response syndrome, SIRS),
il FE B bR A I, b DU SR
DR A B S Ik W 5% KB O SAP K BRI
BB YT AR, R IR B 3R AT BL AR I 3% 12 50
B IV E e (bronchoalveolar lavage fluid, BALF)
AP IAR miIRNARK IR, i BALFAMBM A T %
miRNA, fi il b e A R AESET: . B E -5
2 a6 e, [ 0 ) s L 1) M RN A ik
AR R TR TR T, DT 25 il Hils 28 23 78 ik 422 ¥ A il 7K
i, Ak, REE 2 BE I o i v B 4 Y (alveolar
macrophages, AMs)ZE k& B I | 75 FR 52 1 28R i
I/ ROS A= B AT 1] AL AR SR R 42 473 FH 5 70 1 F%
B AERPARLAA I AL S e R, T TRFE AMs
RS, ] JONE B S B, ik — P O il 45 K A T
B,

KRERADVERR R Pl 2. /G
LRI R FEBTRIE R (1) HEEAEH TS N =
Tl E G, SRR AL Car A H P BT I
W, Il R D RN A CR 4 BV A0 i Th e, Jaksb
R T SIRAE, Hk, B 3E AN SR B, G
R ROS/KF- I NLRP3 % M /MA T Ak 1 1847 NF-
kB. Nrf2/HO-1HMIPPARY(H Tl %, Ja4% Rt L R4t
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Table 1 Mechanisms of emodin in acute pancreatitis

fEM PRI 588 R PRI SCHRAYE
Function Target/object Mechanism of action References
Protect acinar cells Acinar cells Ca?" overload| —ER stress (Bip, PERK, IRE1)|—apoptosis|; [10,29-30]

miR-30a-5pT—HTRA1|—>TGF-1]; IncRNA TUG1 | —inflammatory

cytokines|; Nrf21—HO-11—GPX41—antioxidant capacity?

Ferroptosis Nrf21—HO-11—GPX41Fe*'|; MDA |; GSH/SOD?t [33]

Inhibit inflammatory response  Inflammatory cytokines IL-1B]; IL-18]; TNF-a| —>ROS| [34-39]

Signaling pathways NF-kB|—NLRP3|; Nrf21—HO-11; PPARyt—>NF-xB|
Ameliorate AP-related organ Lung Anti-inflammatory BALF exosomal miRNAsT—M1 |; inflammatory [42-43]
injury cell death | —alveolar barrier restoration

Multiple organs Circulating inflammatory cytokines | —liver/kidney injury|

TS L A — R AR .

1: increase; |: decrease; —-: effect or influence.

PERREFFLERF R RARRSAS ; BT, IR APAHH DG bR
s B, JUIR AR, 8 ) 2 0E R I S B K
VA2 S AR miRNATE , 38658 M6 5 W gh B 2 ki i 5
Wi, B R A A . XS AR s TR
RAE AP ZHE ARSI, ik — D Fe i A
Il RN FH SR T B4k e
2.2 KERABMHRERXPHREIER
P JR IR 25 (chronic pancreatitis, CP)FJ B4R
iF T ERIAEMRRF S 2R . BEAT AR 4R AL R IR
TEA MR BT 2K . 4RI A% 03K B /)52 PSCsH
AR IERCIRE T, PSCsb Tt 1R A, HIE &
S RIORT 240 P 403 3 2% A T B0, e AR LR A 4
AHMAE R, i RS R R B R B AP R T, ik
Y HPIF . TGE-B/Smadfs 518 M 7E PSCsif b
J A A R i OGBS R, TGF-Bild 454
HZ RS R iiFSmad2/3 8 1, TR R G\ 4
%, VR4 AH DG IE R 3Rk, (it PSCs 1S 58 JF
S5 FL Oy WATE 1, ORI R R LT e, B TR, R
TE AT DA — 5 B SRR IR R AT 4R L
YEM .
22.1 ¥&PSCs  PSCSTERNIREFHEAL T B b i
REEM A, # IR T I PSCsANE K & ECM, {H
FE JERE R - 40 TGF-B RN #5380 , vl %28 AL
AAEREAN M, FFE2o W R IR i (type T collagen, Col 1)
5 o8 WWLEN £ F (a-smooth muscle actin, a-SMA),
IE % ECM R i R U647, WANGSE WER B K R iR
I7 2 1 R R 98 KBRS b R B, 2280 mg/kg K 3R Ab
L, REEIRA L R R DT B Bdb, 4227
Az T IR, $m HonT sesdad | PSCsik b & 4%

TER .. TRACSERIL, [R5 505 i K 3 R T a4
MM TGF-B17 S 1 PSCsiti AL, MEEHI A= . I
Ab, R EROE K RS M IR AR R AR A R I, KRR
b HAT E DU IR LT 4 A AR FH A1, i@ i 11 R
FAY SR, R R AN B R 2k 7, ot ik
J R BT, AT R 59 % PSCsid AL I B, Rk
WU gEAb L] . DRI, KSR AR AR AT 4k 4L
F- 1 b ANV B 1) PSCs, 3 A A 38 i 2035 fH R
55, YR PSCsTG A, M Sk BH W7 g R 41 4E 16 1)
KA.
2.2.2 4= TGF-p/Smadfz Ti@ 3%  TGF-B1/Smad
5 0 A R IR A 4 A ) R A R R P S R R AR A
FA B, TGF-BUE N JE sh 4T 4E A 56 fs S 117) 3 2240 i
K7, el it H A2 4R Smad2/3 Bk ERAL , 3217 iR
Col I. a-SMAMIFRIE, FEPSCsHIFFEL BTG H =5 K
= ECM, MRIH A SR A 4G B, WANG
6 VSR K BRAB PR TR IR A B A R R I, KR AT R
N UREIRH L TGF-B1HIRIA, JLHAE 80 mg/kgs
FIEHEHARE, $En KiE @ M6 TGF-B1{E
S, PHWT A A S R T R IR A 4
tho ERALLEH— D@ s HMAEN, KR
Xt TGF-B 1A 4 FH A7 2 B 1) 5 70 g, el
Fr] fig [A] 4% TGF-B1 R iF RN 2, 41 Smad3 )
BERR AL S AL AT, 33— 20 I 55 AR 4T e A 4 S ih M
XEer T L A R, K E 3RS #ET T TGF-B1/Smad
5 IE K, A H U AR LT 4R i E B P ML

gi b, RIEFEAENG VAR 28 B i6 o 32 B
{2 TGF-B/SmadfE T 4. #IHIPSCsifith, /b i it
DUBVRIECMIE FE AR B, T Rk e f AR 4T 4 b (R
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Table 2 Mechanisms of emodin in chronic pancreatitis
1 F X /48 1 FILH SRR
Target/object Mechanism of action References
PSCs TGF-B1]—PSCs activation| —0a-SMA |, Col I|—abnormal ECM deposition | ; [11,48-49]

improved biliary pancreatic microenvironment—pancreatic duct obstruction and tissue tension|—assists

PSCs inhibition

TGF-B1/Smad2/3
activation and migration | —pancreatic fibrosis|

TGF-B1]—Smad2/3 phosphorylation| —nuclear translocation | —-ECM synthesis | —sustained PSCs

[48,52]

1o 3 | B —: R EER .

1:increase; |: decrease; —-: effect or influence.

2). [AI, Lok AR RO 5E AR FH TR B et 4k
St T HIBINLE] . B — A R PR A
MR A GBI R AR, HATR T R ERAE
CPH T A WERIWT FCI AR B =, oA F A Bk o
THE AL WAETT 1A USRI BRI R R M ANTE A
KRR T Id B R G R SLIR 455 PSCs B4
SERIAY | R ONFRAIT DR 30T W [ R e S L AE
RAEFLAFAEA A D RE, M 9 HAENG YRR R 2 76
I v BB B 58 A0 DR A 4 ik 5 AT S 1) B R AR
o
2.3 KRERERBRETHRMEILE

JER Mg LA v FE AR B VE AU AR 247y,
T3 FRRFAE R I b 8 400 e I L R TR DA
R 25 L, e P R AR O ER E  BBA
A SR, SRAT A B b B 2 AR D T S
SCHLTC PRIGTE B354, [FJ I, R e 4 B AT SR Z )
R EFERE /1, T3 VAP T | fe— 18] 51 % 4K (epithelial
mesenchymal transition, EMT) I3, 1 40 i 2 22 &6
BEPE S SRAFAT AL RE o, Jo e 3t Fee A4 B 2 T B g 5
(1IN RE oA P R e I )i 1 K= e S 411
HIAE A AL SR B8 IR SCRp B0, I RIT AR, K
BFR ) DL I 2 Mo A L R e (0 B 9E R AR AE
e
23.1 FFmieA T b R AAME R 4
Ao 0 #6148 T A 1 R RS 4 R 30 3 A s I T PR 4
B, DR 2R R T8 e 1 428 A R A U T % R 4 i S
FASCHETY R, A R ok e 40 B O 3 LR
FPEFET: . LINSE PRI ST B, 5 N JBR R e 40
SW1990H, KB 2 &k 2 [ (IR PTF 18 H Bel- 23
B BRI T8 A Bax3® ik, i Bel-2/Bax /i
TR, 3 24 €4 25 C(cytochrome C, CytC) M2k
RLAARE TN BRI, 0~ JDE R 41 -3 (caspase-3), fiil

RNV T B o T 7E SW19907F% 4 Jg A5
b, RIS S T 40 i b ) B 2 G . G AR
YIKi-673ik &80, LA Bel-2/Bax{H P A CytCRE:
RN, $2on KB R AR NSNS R ROB0E 4 T
55 535, CATEE PTRIARAMIT 5T K BILR 38 R AMY
AJ LA S$ Mia Paca-2. L3.6pl4HiE T (4150 pmol/L
KRR Mia Paca-220 148 h)m, -3 t14.7%7T+
% 22%, FFAEBE PARPEFEIG N ), 4 mT LARH W4 o
WISCHETT R, UGN A IRERE, 22D ) g5 e
NP RIS TERE /1, SEBLHT R R .

232 WHMIRRHESELE AR KR
i s (4 152 2 e e ML A A2 1 T [ Ao R 4 L
VEFT o B Ji s 200 J ()30 Ak 2 7% 2 3 U UG A 22
IoCHE SR A, e rf EMTH A o e 20 i SRS 1272
5iRZBREJIMRZ O H] . LIS PO i Jk e £% e Jeg
PRI, KB TP n i 3 1) Twist] 7 s A
b A% % R (1 E-cadherin. 48 E- & 45 A SN T
1(zinc finger E-box binding homeobox 1, ZEB1)%
EMTRH 7> T RIA, IHIRR R ER . 3E—B Ak
HHSW19904 /), KPR HEZK T AR RimiR-12717K
S FHISW 199040 BEMT, M 1 i1 55 41 i 12 2 6 17 -
KEE AR LA EMT, 148 R 38 5 10 ) i 5 26 il
BEL i fioke s i3k Je , LINSE OV B, KB 3K AT DA i)
SW1990F Panc-1 4H 1) NF-«xBiFE M, FEACILE P 52
4= K [K ¥ (vascular endothelial growth factor, VEGF)+
H 7 4 )8 B H ¥ -2/9(matrix metalloproteinases-2/9,
MMP-2/9) Jz W [ B — % A0 A & 8 (endothelial nitric
oxide synthase, eNOS)%% 2 R g IfIL & A= L] 1~ () ik
K, DT e AT e AR A B 240 B FR) Fs 5 i 7, 2 v
T P th 5 (gemcitabine, GEM )X figi s Ak 7 7 H .
233 @A HWEER EH R IR
TR R A AT T 250, KRR R 2
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Table 3 Mechanisms of emodin in pancreatic cancer

1 1R BLE] SRR
Function Mechanism of Action References
Induce apoptosis & cell cycle  Bcl-2|; BaxT—Bcl-2/Bax ratio| - CytC releaseT—caspase-31—PARP cleavagef—apoptosis?; [56-57]
arrest Block key cell cycle checkpoints—proliferation |
Inhibit invasion & metastasis ~ Twistl |; ZEB1|; E-cadherin—EMT inhibition—cell invasion|; miR-12711—EMT inhibition [58]
Inhibit angiogenesis NF-kB|—VEGF|; MMP-2/9] ; eNOS | —angiogenesis| [59]
Reverse chemoresistance/ GEM combination—P-glycoprotein inhibition—drug efflux|; berberine combination—>LAMB3 |; [60-61]

synergistic effect

EMT inhibition—proliferation & invasion

T3 L: BRI — SR A

1:increase; |: decrease; —-: effect or influence.

B i 245 -5 B[R] 38 B ) WU ANE . TONGEE )
I8 2 57 Panc-1/Gem I MIA-PaCa-2/Gemifif 24 41 il
PR, BRI KRB R 5 GEMAL BN 2541/ 48 hj, 55
HIGEMALAALL , iS4 ) 3 12% 5 T 5 68%,
P T2 T 2~34% , $27n K3 & n] UK HE X GEMiT
IR I AR . AN, A TR IR B R IR REFH
Wr P-¥E 2 B 2RI AMEDIRE , 1R = GEMAE4H
P R B, — 0 Y o T R R e 4 B 1) 4k T 2
I, BRI K R ALY 24515 5t T A8 A48 1) [R] 38 1R
M. EAEERRZ, KERMMUSGKST 4 HAGWE
BN, B 2GR EUY /N BERRIE S B AR R R Y T
PrFEVE . XU ©7E BxPC-3 R MIA-PaCa-241 i
IR FE R R B, KB 3 5 /N BEBIDE AT R O Z R E
K M B3(laminin subunit beta-3, LAMB3)3ix. il
EGFR/22 L 535 A 85 F I 1/2(mitogen-activated
protein kinase 1/2, ERK1/2)/AKT{E ‘S i, M i 4|
JER e A PO PR S T L 4228 S EMIT, ICE FH 24 T W 2%
TN R R A R R T L A B AR 2R R T
K3 3 A B R e 6 T R R I 2 B S iR
WS, BEREIS ST APHIGIE . I EMTALE
AR, SCRE I P [E AR FH 3G 0 AT 24 B i R R
AP FALTT T 25 (K 3). M 7t s 2 K I, 254830
DB B8 2 /N3 10 HE 32 T DA wson e e
S 3G 5E B HP R, 3R BH I8 S5 A AB T BT R
ARAIBIT IR BB A S . B R AR ST
TRE R SHRNETT K AREEIT I PNER /), inoKE
RGP AT 8 1 -1(programmed cell death
protein 1, PD-D)FVATT B A . BRATET R4
HAET AL AAR-1(programmed cell death ligand 1, PD-L1)
HHFRGIT e, ¥R 7 2427 PD-1/PD-L1
A1) 750 PR 470 e T R (04 {ELE AT A g M e 15

FUA O [ RE H Ri 18 AR WA, (EA5 3E— B0
2w E R PVE 2 St P2 DI 2
FELTREAATRY , Xof AN (] R A o S 7R 1 o Jo2 1) R 78 70 PP A
JUHSZ KRASRASH KI5 5@ i% 7 0,
HXPRE R BURIE T REAFEZ S . Ik, ARG
it KRAS B HAt Bz 3 PRLAR 28555 K 38 307 R i
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