Advances in Clinical Medicine IGFRE23EFE, 2021, 11(12), 6097-6105 Hans Xl
Published Online December 2021 in Hans. http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2021.1112904

& MR B PD-13 48 77 it KA AR 7 BY
W5

REBE, RIS

YR JLE TR TR SR, AL R
R T T NBERE R s — AL Wb

Woks H . 20214F11 4270 FHEM: 2021412170 KA H: 2021412 430H

R

HE: W58 HiPD-15UAIE T 185 B RS I & RT3 g A FTREE LT TAER
FrEMERE. E LT SIER20194E1 5 2021489 H £ —2& 75 RIGTT I M3 ik e & 1840, LA
B KA PIPD- 15U E N FEIRIT, MEHA RRB(AE). MAFH(0S). TitRAEFFH(PFS). W
ZIRFE (ORR) BRI (DCR) . &55H: 186 B & 1 AL T3 B 47 #1 (mPFS) A3.64 A (95% CI
3.000~5.050), ORRAN27.8%, DCRAN66.7%. HZAHZEIET R HIKA R KM AFEEZ (16.7%)-
R#(11.1%). R (11.1%); REBEEWTBEE HIHA R R AATE Q4R (44.4%) HL4 >
(44.4%)~ ML/MRIRA (38.9%); BH RESHWHE R, 7T BRI ER, RIFMHEEVEL(ECOG)
FIRIARZS (PS) 0~1 (p = 0.006)RIEKOSHIFE R, HIFBLMBEHER. 4ik: FHAFHPD-1Hifk
BT RBFERNE AT, HETHREARRAD, TEARE—PHIRRNLE.

X 5in
VIPD-14tfk, BRIRRARE, SRIETT

An Observational Study of Exploratory Using
Anti-PD-1 Antibody in the Treatment of
Advanced Pancreatic Cancer

Ziteng Zhang!, Wenguang Song?*
'Graduate School, North China University of Science and Technology, Tangshan Hebei

2Oncology Department 1, Tangshan Workers’ Hospital, Tangshan Hebei

Received: Nov. 27th, 2021; accepted: Dec. 17”’, 2021; published: Dec. 30th, 2021
TEIEH .

WEIIH: KEW, R®. RRENMAPT PD-1 Puk A TG R R A ). WIRE SR, 2021, 11(12):
6097-6105. DOI: 10.12677/acm.2021.1112904


http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2021.1112904
https://doi.org/10.12677/acm.2021.1112904
http://www.hanspub.org

HKEME, R3O

Abstract

Objective: To investigate the safety and efficacy of anti-PD-1 antibody in the treatment of 18 pa-
tients with advanced pancreatic cancer. Methods: In this study, 18 patients with advanced pan-
creatic cancer who failed first-line therapy from January 2019 to September 2021 were collected
from Tangshan Workers’ Hospital, Kailuan General Hospital and Tangshan Nanhu Hospital. Intra-
venous infusion of anti-PD-1 antibody was used as the main treatment. Adverse effects (AE), over-
all survival (0S), progression-free survival (PFS), objective response rate (ORR) and disease con-
trol rate (DCR) were observed. Results: The median PFS (mPFS) of 18 patients was 3.6 months
(95% CI 3.000~5.050), ORR was 27.8%, and DCR was 66.7%. The most common adverse reactions
to monotherapy included fatigue (16.7%), fever (11.1%) and anemia (11.1%). The most common
adverse reactions to immunotherapy combined with chemotherapy were leukopenia (44.4%),
granulocytopenia (44.4%) and thrombocytopenia (38.9%). No drug-related deaths occurred. Effi-
cacy correlation analysis showed that the Eastern Tumor Cooperative group (ECOG) presentation
status (PS) 0~1 (P = 0.006) was a factor of prolonging OS, but not an independent prognostic fac-
tor. Conclusions: In this study, anti-PD-1 antibody in the treatment of advanced pancreatic cancer
is safe, but due to the small sample size, the efficacy needs further clinical observation.
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BRI 2) TEE O AT B I RE PR RS (R N AR (ALT) < 2.5 x [E% _ER(ULN), KX R ZM(AST)
<2.5 x ULN, IfjF S AHLL 2 (TBIL) < 1.5 x ULN, MiEALEF(Ser) < 1.5 x ULN, &t Ifil 1B, 1E% O B E(ECG),
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Table 1. Clinical features

F 1. IEAREHE

2H 35 n (%) 2H ) n (%)
P51 REE ST
i 14 (77.8) & 13 (72.2)
poq s 4(22.2) 7 5(27.8)
Fie (%) HmFAR
<60 9 (50) P 6 (33.3)
>60 9 (50) & 12 (66.7)
ECOG PS 95 T 2 TR
0~1 15 (83.3) 58 10 (55.6)
2 3(16.7) fif3ed 1(5.6)
AR R T i 1(5.6)
0~2 15 (83.3) oI B 6 (33.3)
>3 3(16.7) BT TR
CA19-9 18 TRIRIT 14 (77.8)
<1000 11 (61.1) R NRE 4(22.2)
>1000 7(38.9)

2.2. i@fr ik

DL ik did: BT PD-1 U4 (anti-programmed death receptor 1 antibody)fF £ ZIG 7 (257697 B &1k
JTHEB]) . PT PD-1 Pk £ ik F) B i(Toripalimab, b SEAEYEE AR AT G IR A T =5, fit
TS S20191003) 3mg/kg, FFBKEIESRE 38—, BE A (Sintilimab, {57k A4 48125 R M)A R
ANFE L, #AESCT: S20180016) 200 me/ik, FRKEERE 3 Al —iR. WIT 5 5 IR ER A AR — 267697
FIZG3E 2%, 45 1) HiiftiE + BHBEGS FF), HFEMIE 1000 mg/m® FHi 30 058, 51 KM
FYR, HEHESOmg MRk /5. 1/, EH 14 RAKE 7 K; 2) HUMIE + AERALIEEGN F%),
HPUhIE 1000 mg/m®, A& ALAZEE 125 mg/m” E4 30 204, 55 1 KA 8 K 3) BIbFIE + FH Mt
JE(GEMOX 77 %), BIVAIA 130~135 me/m’ i 2 /N, HPUMhiEE#E, 951 KA 8 K, 4) BILA
o+ B, BEYREEE, B R R

2.3. TR

THEVEIT AT B M . A4k OVLEE. BRI . B D& MRS, JR. (R, OH B R
AR FVAE MR, R ERAEENE N, BT REN BRI E R, SR FERENE 2~3 4
JAYAHEAT — IR AV T 20 R S8 7 RO AR HE(RECISTL.1 RR)HEATVEAY, 40 A 5E A 22 fif (complete
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response, CR). 54} 2% fif(partial response, PR). J5 /7 #5 i€ (stable disease, SD) 1% 3t & (disease progression,
PD). RABEHAAN R R NAERE CTCAE 3.0 SRV VG704 R F4E. X, WEdair N
41 . OS. PFS. ORR Fl DCR. % M 2% fif % (objective response rate, ORR)FE X CR Al PR 3 {1 &1,
P57 12 1 % (disease control rate, DCR)’A CR. PR Fll SD 3 )Ll

2.4. Gt

KH SPSS22.0 MR GU T8 A AT B4l Ab 8, ML BT R H 7% (%), OS. PFS A EWE IR R,
KH Kaplan-Meier 42177041 LA J& Log-rank % L1 IE] OS 2 72 AL Arth 26 . KA COX 24 &
AP [l Y= A R 6 36 52 R I R DR 3R IEAT 20T, DABA 8 B AR OZ R 3R P < 0.05 WO ZE R B Gt 225

3. &R
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JERR . B AR SZ R, B R IR T B LA R R BLAFESE = (3 ). K. M. /NI
Do B 1) SR E AT R LA BSOS 40> BRI (% 8 i, ¥ 3~4
9 2 By /IR (7 ) A R AE S YA AT AR E TR R 2 ). RS, O 1
)58 G B AH A B RS M B3R 1~2 ), TRE R A IRTT 5~7 RIZHIRLF: EBEH0H KA.
Wz B REE ROt BACT RS T ERIT RS - AETRE . BRIRThRE R (2 )
ZNFRIIZ RO TR, BIZUE: TERE RIS DR, BORBESF. VR W& 2.

HFH K mPFS 2~ 3.6 41~ H(95% CI 3.000~5.050) (< 1), H4Z mOS A 6.2 1> H(95% CI 3.200~6.900) (/]
2). EHE ORR N 27.8% (£ 3), DCR N 66.7%. COX Z3HriE7R, E#P=0.576). TEHI(P =0.079).
EIFIT (P =0.900). BB HEEP =0.218). CA19-9 (P =0.906) (K] 4) BT R(P =0.157)% 5 &1
0OS LMK, ECOG 143 (P = 0.006) (€ 5)/2 2t OS MK 2, (HIEMSL TG EZE .

Table 2. Adverse events

2. FREMH
G FLZTIRTT S R AR5 ) Fe B G IALTT A R FHAR(13 )
1~2 %% 3~4 % n (%) 1~2 % 3~4 2% n (%)
i 3 0 3(16.7) 6 0 6(33.3)
R 2 0 2(11.1) 6 0 6(33.3)
L 2 0 2(11.1) 5 1 6(33.3)
AR 2> 2 0 2(11.1) 6 1 7 (38.9)
Bz 2 0 2(11.1) 2 0 2(11.1)
R 1 1 2 (11.1) 4 0 4(222)
G P25 1 il 58 1 0 1(5.6) 1 0 1(5.6)
paditl o 1 0 1(5.6) 6 2 8 (44.4)
1 4 B> 1 0 1(5.6) 6 2 8 (44.4)
LA 1 0 1(5.6) 5 0 5(27.8)
PN/ S 1 0 1(5.6) 3 0 3(16.7)
JHAT 2% 1 0 1(5.6) 3 0 3(16.7)
RN E R = 1 0 1(5.6) 3 0 3(16.7)
FOIR BR Th e 1 0 1(5.6) 1 0 1(5.6)
RN 1 0 1(5.6) 6 0 6(33.3)
G MO LS 0 0 0(0) 1 0 1(5.6)
GBI 58 0 0 0(0) 1 0 1(5.6)
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Figure 1. Shows the progression-free survival curve of the whole group
(n=18)
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Figure 2. Shows the overall survival curve of the whole group (n = 18)
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Figure 3. Shows maximum relief depth map according to RECIST V.1.1 criteria for
evaluation of solid tumors: maximum change in tumor diameter from baseline
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Figure 4. Shows boxplot of horizontal changes in CA19-9 values. CA19-9 value
changes in patients before and after treatment every two cycles
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Figure 5. Shows the influence of ECOG PS score on survival. The OS ratio
of patients with 0~1 and 2 points: 6.6 months vs 3.2 months, P = 0.006

& 5. 73 ECOG PS i AR, 0~1 25 2 28FH) OS tk:
6.6 Hvs32H, P=0.006

4. Wig

HRAE AHIE TSR S 1 R5 S ) SR PR I R SRR T 2 At SR SR 245 S G AT IR T TR
A RORAE A PR, X AT A8 -5 rbRg 20 23 60 22 0K 5 18] S0 B A3 (6 V6 T 7 254 e DA TE N g 4 23 [
JIR J e 92 G 28 AN K58 R A A K B ST o R T LA B8 S A R [ 14« ASBIF A SR 45 R AR A
B, (HEANAEE AR, Hd 1 OB RS R BB S GN 7 RIBYT 4 MAME
S, RIVEMREELE N, R, CA19-9 1 KIEE N, HiEH AREERIF, 4 MDT i}
W, —BOCHR R, SSETREITE 2 AME, RGN, BE T AT, 7
RO 9 PRe 55 1 BERE A = FREIARERF L, 657 7 MG, SREmRET R 58 A nhik
ZiWEiE R S R I RERI IR B %), MEAE /N T 20%(H CA19-9 fHIAZ KT 1000, J7RGEEH A SD.
B 5 WO LEESS o8 LDH 511 U/L (120~250), CK 835 U/L (50~310), CK-MB 62 U/L (0~26), A&k 4:
T3 kB, O, =, MR RS EEN, B0k, H%ER RN PD-1 Pk S EUN s
O, ZEFIETIRIT.

— T To/IT 3 FA) 2 B b O I PR IR B (NCT0233125 )N 1 17 45116 39 i Jlst o 763 45 7 Pembrolizumab
B GN 7 RIAYT, S5 AL PFS M OS 2355k #) 9.1 N H K 15 N H, {H 12 4 B35 (70.6%) 4 )1 3~4 %
ANRFAF[15]0 AT AR A E R, WTRSIHIT IR WARESFIRITE 0, HARFEMFR
MR EES T AR, R LRGN TR, BT ZMANNOFEARRR D, 2 KEART
IOUE, BT ST I RO AT — DS . 59— Ib I RIREG [ 16199 T 21 il
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JligE, T LA Ipilimumab BE4 75 PEfhiE, 45 8 578 mPFS & mOS 7354 2.8 N H M 6.9 A H, ORR A 14%,
Ho 7 BIEF RIS S, 3 BIRALEMER TEY 11 A H, Hop 1 Gl g 8 19.8 N H, S0
FAERANT, DAEE RBAISREA, 24 52, RS HEY ST G IR T — e ST 80 & T
Ho HWI M MWIEARIRIE[17] [18]1F 458 N2y Ipilimumab 3.0 mg/kg 7l & Xt B 1 i i ges T2 2%,
Durvalumab B.2575 77 8% Durvalumab B4 Tremlimumab XSRS ITIT 002, i iE i EII#E .

XTI 2R AT I AR E AR AW 2, — 00 Ib WG AR RIS IO T 342 4 i B,
HA#F FOLFIRINOX 697 41 mOS A1 mPFS 43514 11.1 ANA 6.4 A, HENMGAEFHEL, HHEAR
NEMRERER, 0 BEAm RV S N, GEST BF 754K B &L N T PEibiE 4G 4)-
POt EE A 5 75 BAL(GS 4H), mOS 20 %8 8.8 N H AT 10.1 A, HHLA#F R EK, {HTE&}*%‘BEMZ%,
G HHEEM 3 ZEhEsi. AST 1 ALT JHE IR AEF R ETHE . GS HHBRILZANER 3~4 I E
JEV5 . WX GN 77 RI077 e 1 3 JIE RHE 7T (4] 45 - mOS K 8.5 M H, 3~4 Julse ' WA R I
L RN IR ST . AR R AR S R . AR S H R G 5 VR T R R T R A I R
A T — 2 A, DA A e 2 2 r 4] 2 00 A T (852 2 2 e 8 Al oA 358 AN 1) e 2 400 B2 T g
FERFEER, FIAE i 7 S B E H AR 2 Y s AR LG i PD-1 SPLRT AL, . 2R A i
(Pin)AMY Be S 2 Pl e e g, et /E F 1 gl 4 4E 40 B 4755 PD-1 B4 PD-L1 F135 PE A %18
P ENT 1 75 4H A R VA BEAR A, AT DX ) 45 40 4L 3 PO 38 A R S e Sl g A 58 . Rk, 410 Pind

AT R B BEL T 22 e e S 2, DA 5 0 L R ) 18 AR R s 0 R A 8%, B PD-L1 R ENT1, fi PDAC

ATHE AT R BR[19].

R, WA R IR YT H AT M TE R R B A BE A R 2 DML L EE R 1 B, 5B R vk
MW EIN, B B PRIT 2 K45 2R W4 7t
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