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Diagnostic and prognostic value of serum intercellular adhesion molecule-1 level
in pancreatic cancer

WANG Yang, WANG Qun, ZHANG Feng (Department of Hepatobiliary and Pancreatic Surgery, Cancer Hospital of Hubei Province,
Wuhan 430079, Hubei, China)

[Abstract] Objective: To investigate the value of intercellular adhesion molecule 1 (ICAM-1) for the diagnosis and prognosis of pan-
creatic cancer. Methods: Eighty patients with pancreatic cancer (pancreatic cancer group), forty patients with benign pancreatic disease
(benign disease group) who were admitted to Department of Hepatobiliary and Pancreatic Surgery in Cancer Hospital of Hubei Prov-
ince from April 2015 to December 2017 were included in the study; and thirty healthy subjects during the same period were included as
control. Serum ICAM-1 and carbohydrate antigen 19-9 (CA19-9) levels were determined in all the three groups. The receiver operating
characteristic curve (ROC) was used to analyze the diagnostic characteristics of ICAM-1 for pancreatic cancer. The COX regression
model was used to analyze whether serum ICAM-1 was independently associated with the prognosis of patients with pancreatic cancer.
Results: The levels of ICAM-1 and CA19-9 in pancreatic cancer group were significantly higher than those in benign disease group and
control group (P<0.01). The level of CA19-9 in benign disease group was significantly higher than that in control group (£<0.01). ROC
curve analysis showed that the area under the curve (AUC) of serum ICAM-1, CA19-9 and the combinations of both was 0.732 (95%
CI: 0.658-0.807, P=0.000), 0.691 (95% CT: 0.620-0.762, P=0.000), and 0.747 (95% CI: 0.674-0.821, P=0.000), respectively. There was
a significant positive correlation between ICAM-1 and CA19-9 (=0.472, P=0.000). The survival time of patients with serum I[CAM-1<
2 308 U/ml was significantly longer than that of patients with ICAM-1=2 308 U/ml (*=28.357,P=0.000); COX regression analysis
showed that ICAM-1 >2 308 U/ml was an independent influence factor for prognosis, with an OR of 3.08 (2.14-7.23). Conclusion: Se-
rum ICAM-1 contributes to the early diagnosis and prognosis evaluation of pancreatic cancer.
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[Chin J Cancer Biother, 2019, 26(3): 333-337. DOI: 10.3872/j.issn.1007-385X.2019.03.014]

[E€mB] Widt& 8RRl 23t 4 % Bh I H (No. 2017CFC827). Project supported by the Natural Science Foundation of Hubei Province (No.
2017CFC827)

[EE®N] AR 1980-), 53, -k, TR RN, 3= 2 N FHE AL IE I8 A7 1 WF 7T, E-mail:wy2008162@qq.com

[BIE1E&] 9KIE(ZHANG Feng, corresponding author), i+, @il FAT BT, 3= % M 5558 14 g (1) T 577 A8 97 I8 9%, B-mail:zhangfeng329@126.com

b



- 334 -

FR [ R AR IR 9T A% K, 2019, 26(3)

Ji B8 4 A S A B RE AH G AE T2 1R 26 DU K iR
TG RN, 2015 4F E N Go it 232 8, i
WACEUEZE 6 fr . WFFLPR B, I o5 85%~90% 1)
AR 5 e B s B, A N e N H
SR S AR R<5% ., 7 T, RS TR )
& 5 A A AR I N 11~20 M H L S EEER N
7%~25%". 2 PR bR S Bh T 5 S WA
FNT S VP, CA19-9 J2& B A R 12 Wi i 22 S48 47
Xof F R g 140 12 W TS S W 2 U I R A
" Y8IT J5 CA19-9 /KP4 ik B 1 5 A R VR IT
S W2 o LIRS 4 PR T8 26 B 3§ - 1 Gintercellular adhe-
sion molecule-1,[CAM-1)7& — i 85 (1, HL 72 40 g -
1 L 0 4 - 24 &/ 66 5 86 B R RS A L 9 ELZE 1 4
Hi ) 5 B R B AR EAE s T DU R B A
FEL 75 S0, W B 1100 5 4 R I i g, 6
B4 )R 5 A EE 9O (MMP-9) (4R 145, 24 5 Kras
A [FAE F AT UG 3 v 4 Ak A1 BiF A7ie
RIL, ICAM-1 1 1 218 55 IR e 1A R TS A oG .
H 80 ¢ ICAM- 1 75 B i Hh (1912 W K 1305 04
1B 7 TH I FE AR 2D, AWE 52 B 70 38 3k 4G W ek i e
FIRITRTLIE R ICAM-1F1CA19-9 /K7, R ICAM-1
T e 12 R0 T f VP AT i S ANE

1 BERERE

1.1 —AFH

BEEL 2015 4 4 A £ 2017 4E 12 A £ db & b s
I Bt JFF A i S0 Rt st 12 1) i s i 5 80 51 C IR i g
M), Horh 553 4 4 27 B FE L 48~73 &, T 1
(58.34+4.62) % ; JF ST 51491 , JiR JIg A< 2 35T 68 29 491
fifyRd B 42 <2 cm 251, 2~4 cm 4551 ,>4 cm 10 7. 44
NARE : TR B8 2R RS TFRIZ; A
AT ARAT B ST B HoAth A B 167 5 HE B oAt 358 47 o
Jed TG ™ B ) RE R ARG S R R S s A R B Al
HEAsFE, BENFEEENERE S, HRR
KPR B 40 19 R R AL, v ot R R
13451 PV JER R 26 19 18] JR iR R A2 o5 62 8 1) 5 55 28 431l
L1201 R 45~75 %, P (57.21+5.13) % o [A A
e BEARAS & 30 B AT IEZH, Horb 533 2051 . 22 10 4915
TEWS 41~66 % ,F 151 (56.48+3.57) % o 3 H AREAERE
PE AR RS — B BT R L E R RS R (P>
0.05), BA M. WE1.
1.2 ELISA 40 % X3 fo 75 ICAM-1 K -F

RT3 2H 52 0 T DhRE L URE L IR SF I H
i N g 4L R0 B 5 AL BB AR VR 9T R S 6 IR A A
K24 H RIS = 2 IR ER K L 4 ml, 4 85 M09 . I3
CA19-9 far il =¥ F B Ak 7 K i CHERE 12000 465 K%

10, 1IEH 2 15 EI<39 U/ml; K F ELISA yEA6 I 1fiL
& ICAM-1 7K°F-, A ICAM-1 ELISA &7 &4 H 57X
TR BIAEMRE AR AR i & U
HATHERAE
1.3 &H kAT

Jo B 2 2 T R VR T R AT 28 1, U B
I7 3101, FARIEIT N 340 LA TT I 25 61697 21
B, KA AR T2 R IZHATHV, &2 H 1R,
BE Ui # L H #28 2018 5455 H 31 H, JLBE Ui i 8] 6~38
MHL RV TE. R B E R EIIGIT .
1.4 %itsas

K SPSS18.0 Gt v B A4 2 AT £ s 40 #r , 1 = B
RERH ds 38R, P 4LIE] LR H e A6 56, 22 4L IR LRt
KT ZE 50 BT 5 THECTORER AR B bE 2 5 L) b
KRR . ICAM-1F1 CA19-9 2 [a] (A < 43
7K H Spearman 7% . B & 12 Wik A — 7t Logistic |1
VA3 HT 5 K FH 23 AR RRAE #h 26 (ROC) 73 #7 - 48
s XoF Ji B 8 1R 12 W 1 BE . AR 4 ROC il £k 13 H 1)
ICAM-1 F1 CA19-9 f A= # Wi N 7, 70 = 0 KA
&, UL Kaplan-Meier 4= 17 i Z& #1318 ICAM-1 55 Ji i J
TG BI9% &, A AT #h 28 2 18] LL s R Log-Rank A5 ,
K FH COX AU LEABIASE B4 43 47 1fiL35 ICAM-1 55 Ji i3
BETG B A L P<0.05 8% P<0.01 KR ZE
RHGE L.

2 # B

21— A

3 2 MG B B A (AST) A N % & i
(ALT) . M AHZL R (TBIL)  HEHZL % (DBIL) . %5
MFE(GLUD B E[E B (TO) b, 2 3 Gt % &
X (P<0.01), T H M =8 (TGO N 2 7 Fi it 22w X
(P>0.05). W#*1,
22 &4 7F ICAM-1 % CA19-9 K -F kb ik

Fe2 45 B BOR, AR 4L ICAM-1 AT CA19-9 /K
B IS v T R 9 ZEL R 6 R 4 (35 P<0.01) 5 R 12
I 41 CA19-9 /K P B 2 & T % B8 4H (P<0.0D) , 1
ICAM-1 7E K P 4LRT o PR 2 LA, 2 R eS8t
B L(P>0.05),
2.3 @ FICAM-1 A= CA19-9 B A4 ) k42 2 FR AR J&
EEEAN RS

ROC Hi1 28 4 #r 45 S (B D 2R, 15 ICAM-1
CA19-9 DL J 1 35 B4 11 il 26 °F T AR CAUC) 43 51l
0.732 (95%CI: 0.658~0.807 , P=0.000) - 0.691 (95%CT:
0.620~0.762, P=0.000) . 0.747 (95%CI : 0.674~0.821, P
=0.000) , HA1, B E BLA KL 5 ICAM-1 1 AUCE LE
B, BRI HE L (P>0.05) . WEBRESHNS



b

VEVE, A5 I 20 1) 285 B 231~ 1 L JBRRRE 12 W R 5L DA v 40 (8

+ 335 -

CAI9-9 M AUCH b, Z R A G it %= XL (Z=
2.288,P=0.022) ; ICAM-1 5 CA19-9 (] AUC 14 tb. %,
Z RIS E L (P>0.05) . 4 ICAM-1 [ W

~ 2 308 U/ml it , ICAM-1 ) 8URE T 50.00% , 45 572

R 1 3EFIKABE—REREER

Tab.1 Comparison of general data in three groups of populations

59 93.57%. 24 CA19-9 f) & W& A 70 U/ml i, H
CA19-9 [R5 Ky 38.75% , 5 S 1 Ay 84.29% 5 T ik
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Item Pancreatic cancer group (n=80) Benign disease group (n=40) Control group (n=30) Fly P
Age(t/a) 58.34+4.62 57.21£5.13 56.48+3.57 2.071 0.129
Sex (Male/Female) 53/27 28/12 20/10 0.178 0915
AST [Z/(U-L™M)] 135.74+54.26 148.374£62.17 41.28+32.21 42.300  0.000
ALT [Z/(U-L™M] 73.18+£21.45 61.83+23.27 43.63+£28.36 17.620  0.000
TBIL[ps/(g-L")] 73.20+42.81 28.504+6.70 8.41+2.60 56.650  0.000
DBIL [ps/(g-L")] 34.40+21.31 8.41+2.81 3.60+3.01 60.070  0.000
GLU [¢s/(mmol-L")] 8.43+2.18 6.25+1.68 5.95+1.07 28.410  0.000
TG [cw/(mmol-L™)] 1.38+0.42 1.43+0.33 1.33+0.20 0.659 0.519
TC [cs/(mmol-L™)] 5.31£1.40 5.16+1.05 4.37+0.74 6.744 0.002

#2 3AANEME ICAM-1 % CA19-9 /K ELEEE[Z/(U - L)
Tab. 2 Comparison of serum ICAM-1 and CA19-9 levels in three groups of populations [Z/(U-L")]

Group n ICAM-1 CA19-9
Pancreatic cancer 80 2 441.28+1 892.39 88.71+101.77
Benign disease 40 1 039.65+585.04 58.53+£24.56
Control 30 699.37+£375.66 17.4349.81
F 53.976 30.827
P 0.000 0.000
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Fig.1 Effects of various indicators on diagnosis of pancreatic g 5 000
cancer in ROC curve analysis §
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Fig.2 Correlation analysis between serum ICAM-1
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