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ACEIl in combination with chemotherapy improves the
prognosis of patients with advanced pancreatic carcinoma

Abstract

WANG Jing, ZHAO Lei, LI Huihui, CHE Juanjuan, SHANG Kun, MA Nina
(Department of Oncology, Beijing Friendship Hospital, Capital Medical University, Beijing 100050, China)

Objective: To evaluate the recent curative efficacy and security of angiotensin-converting-enzyme inhibitor
(ACEI) in combination with chemotherapy treated patients with advanced pancreatic carcinoma and hypertension.
Methods: Sixty-eight cases of advanced pancreatic cancer treated in Beijing Friendship Hospital were retrospectively
collected; according to the types of antihypertensive drugs, the patients were divided into an ACEI + gemcitabine
chemotherapy group and a calcium channel blocker (CCB) + gemcitabine chemotherapy group, and the difference

in overall survival (OS) and progression-free survival (PFS) between two groups of patients were observed.
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Results: The OS of the ACEI + gemcitabine chemotherapy group was (12.26+2.81) months, while (9.68+1.65) months

in the CCB + gemcitabine chemotherapy group. The PES of ACEI + gemcitabine chemotherapy group was
(7.17£1.54) months, and (5.35£1.12) months in the CCB + gemcitabine chemotherapy group. The difference in OS

and FPS between the two groups was all statistically significant (P<0.005). Cox regression analysis showed that the
use of CCB and ACEI and ECOG score are independent risk factors of the OS and PFS, HR of OS in the two groups
were 3.000 (95% CI 1.70-5.29, P<0.05). The independent risk factors of PFS were the same as OS. The age, sex,

tumor site, and the severity of hypertension are not of significant value (P>0.05) to the OS and PFS. Conclusion:

ACEI combination gemcitabine chemotherapy may improve the prognosis of advanced pancreatic cancer, and can be

applied in patients with pancreatic cancer and hypertension.

Keywords

B R R —Fh IR R R BB . B R W
Je AR 25 14 T R T, 85 9 Y FE A w2 Bt
Cm B, SAEEAFRARS%™, H A7 2
W IR T M T B — o W PO AR
P F AT, AT s R R AR L T A
KA B AR 25 . X0 T 5 JF 1l s 55 5 0 1Y
CAE B, TR PO AT Y ] B IR Bt i
259 . BRI Y R B s A R TR R A e i
(angiotensin—converting—enzyme, ACE)7J(S|Z}I‘%§
i Ji g 1) S A O AR OE L ARG B A LS iR
I 55 55 5K 2 B 4 Bl 410 1) 7] (angiotensin-converting-
enzyme inhibitor, ACEI)F%E%%E?&%’T&J?E@%%
55 1% FH 45 25 -3 18 FH A 57 (calcium channel blocker,
CCB)FEEZ5 MR &ALy B E WIS 22 5%, it
ACEMEGLUIE P /R -

1 XM&R57HZ%

1.1 W&

PR 201247 1 H 220154F 12 H 4B #}
TR 27 B T b i A2 i s g TR AR g U e R e R
WA B — S B AR L M L TR & B R
7. FRASJO AR . ABEARME: 1)205% B A/ 540
W2 W TV DT TR B e AR, A YT A IR
2)FE I =18%; 3)ECOGIK TR o, 15
2; )BREAIFEIMIE, I HACEIECCBH—2Z)
YR R 5 i R 0 FE IE B S S) £ 4 DI RE AT
A LUFPRIE: AST, ALT < L.3f51E% {H L FR (upper
normal limit, ULN), Ifil{F EHZIE <1.5 ULN,
R A0 T4 45 X B (absolute neutrophil count,
ANC)=1 5007 /uL, Ifii/MZ=80 0004 /uL,
ML M =80 g/L, WIEFHER#>60 mL/min. R
FRifE: DARIT RIS, B2z e diMiEia T & (B

angiotensin-converting-enzyme inhibitor; chemotherapy; pancreatic carcinoma; hypertension

FEROT) s 2)BEIhaeA4, WIEFEBR <60 mL/min;
3) A 4 il 9 R I R (U 46 FE> 150 mmHg(1 mmHg=
0.133 kPa) fil /Bl &F 7k F > 100 mmHg ]k HAT Ifi R &
SCCUE Sk ) B0 A B 5 4) HEBR (P A S
FlDL LR R 2597 o

1.2 RITAR

I7 % WPEEIRENCCNTE /i, A5
PR VUM A AR AR TT O 58 o b P Al U
1 000 mg/m”*, FMKi%{I30 min, 551, 8KLZ,
LRI4175 mg/m®, 21 &M1IANJEW, 4~64 811 .

FER 259 . ACEIZS, Wifh-rifl. ok
Fil L BRI DR ) 4

CCBZE: MM . &AM T . i F . 2k
RHLCOPAE . ARS8 B B — R R 259,
I A2 i R Ao AR AR B T 2515 TR 5k o

1.3 FFEROEM

$i RS2 VIR 9T 0K B I RECIS T PF A A o )
(response evaluation criteria in solid tumors, RECIST)
PR Z I 2L : 1) 58 2 2% fi# (complete response,
CR), FrA$Em kb e, 4xabp Bk 1 45 (L4
FRZ5 T AR RESS 1 ) M H AR LA/ £ <10 mm,
2)#5r Zfi# ( partial response, PR), Ui AL e K
B R BE LA 2 D 30% . 3) BN i
(progressive disease, PD), L3 AN IE 5 0 7 v i
AR AL B R Z N R/MEN S, HiR
FIAHRS N2 D 20% , B BB AL, BRULSL, @
il e AR Z A X ER N2 S mm, 4)FE
(stable disease, SD), B e U /N Y B S P2 IR PR,
BOmm R R BGEFIPDAKY, A TFWEZE., ¥
T ERF4 DL b eIt I A OSFIPES .



2154

Il R i 2 i, 2017, 37(10)  http://Icbl.amegroups.com

1.4 it F4bE

K FKaplan-Meier{Z: P14 £ 2 OSFIPES I-2: il 42
friZk, JEXTOSHIPESHEAT I R M £ K 7 24
Bro g Fisher i 30 oK LU Jr A8 B a7 A
AR E: . Mann-Whitney US55 8% Kruskal-Wallis s 46
FHSRAME LA B, P<0.0S W22 R A G5 X,

2 AR

2.1 BRI EEEIERERN

R 4l A 3 Bk o R0 HE BR A5 HE T BE 1 6 8 51 R
Y J B 4 A R R R, B33, 23S, AR IR
47~80% . fBIT+ACEIH 340, FB1sfl, 1ofl, 4
#(71.1846.79) % ; 1LJF+CCEA34M1, H18Hi, %
160, AF%(71.9121.57) % o [ IE37M61(54.4%) , B
ERIEE20191(29.4%) , JBEFEERIE 1119](16.18%) . Wi [H]
— MR 22 R OCS TR L (P<0.05, #1).

2.2 EIEHHMERER

PR 2 B K R R B e 25 4, i e 4 4 4l
7E140/90 mmHgPh T, ML K IE % K, Hr,
ACEIH 2y Je )&t . Ai-E A 10 mg/d, HH234; 75
KEF: 2.5~5 mg/d, H6f; BEWEEFl4 mg/d,
345 DU FI10~20 mg/d, 2.,

CCBHIZy K Hl i . g A HbF-30~60 mg/d, Ht
off; HHAMF-5~10 mg/d, FHrofl; HEKHF

S~10 mg/d, Fofil; JkKHLT-10~20 mg/d, e,

2.3 EMITH
ACEI+fbITF4HOS M (12.26+2.81) 1 H, CCB+
I N (9.68£1.65) T, PHERAZRITEE
X (P<0.001, K1),
ACEI+{LIT4HPFS M (7.17+1.54) 1 H, CCB+fk
P M (5.3521.12) A, PTIHERARITFE XL
(P<0.001, ¥2),

24 BRERZEEAEHENH

[ g £ . ACETS CCBIWAH I LA ZECOG
PEAT R OSHY ST G I 2, HRZ51243.00(95%CI
1.70~5.29, P<0.05), 3.72(95%CI 2.22~6.24,
P<0.05), HAAEE . M. s A LA K @ i
1) 7 B R B H4 R X O SHA At 35 52 ) (P>0.05) . PES
Sz 52 & 5 0S—%L, ACEIS CCBHYf# FIHR
$93.11(95%CI 1.80~5.40, P<0.05), ECOGIF4rHR
90.23(95%CI 0.09~0.63, P<0.05), AW
S0 PR LA B e I ) ™ R 4R X PRSHA
W (P>0.05, %2, 3).

2.5 "R R KL

ACEI+fbIT 4 5 CCB+LIT AL Z RIS K ) b 3
B REIE], ARSI 12.3%M13.4%, P
Z 025 TG 1T X (P>0.05) 6

F1 RREEERKRER
Table 1 Clinical data of pancreatic cancer patients
R RHIE ACEI+ fbyr 4l CCB+ fbyrdl P
RS ) % 71.18 + 6.79 71.91 £ 1.91 0.627
P 0.474
5 15 18
u 19 16
ECOG 0.343
0 3 2
1 14 11
2 17 21
i gkt 0.524
JBEk 19 18
JE A 11 9
JBE 4 7
R IR 0.062
1% 9 S
11 9% 18 15
101 2 7 14
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Figure 1 Kaplan-Meier curve of OS in ACEI + chemotherapy Figure 2 Kaplan-Meier curve of PFS in the ACEI + chemotherapy
group and CCB + chemotherapy group group and the CCB + chemotherapy group
K2 R HARR BRI B & OSHICOX[E A3 47
Table2 Regression analysis of OS in pancreatic cancer patients
2 FLPIZR COXH Z K% cox [l
- oS %k HR 95% CI P HR 95% CI P
il 3.00 1.70~5.29 <0.001 4.27 2.23~8.16 <0.001
ACEI 12.26 +2.81
CCB 9.68 £ 1.65
GBIk 0.836 0.506~1.383 0.486 0.843 0.49~1.44 0.531
<70 10.63 £ 2.70
=70 11.16 + 2.60
el 0.666 0.409~1.48S 0.103 0916 0.55~1.51 0.731
5 10.33 +2.49
© 11.57 +2.65
ECOG 3.722 2.22~6.24 <0.001 4.56 2.62~7.95 <0.001
0 14.80 +2.38
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2 9.37 £ 1.49
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JEEiA 11.30 +2.60 0.848 0.431~1.669 0.633
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e 1L
1 10.07 +2.70
11 11.45 +£2.70 1.158 0.582~2.307 0.676

11T 10.81 +2.40 0.819 0.472~1.421 0.478 0.987 0.67~1.45 0.947
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Table 3 Regression analysis of PFS in pancreatic cancer
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i R o7
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