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Clinical significance of plasma lysophosphatidic acid in pancreatic carcinoma
patients

WANG Shao-kai', WANG Wei-dong', TAO Chen-jie', HU Meng', YANG Jin-song’, XU Zhi’, HONG Ling-zhi*, WEI
Xiao-wei’, TANG Cui-ju2 , GUO Yu-wu’*, GONG Yong-lingz( 1. School of Graduates, Medical College, Northeast Uni-
versity , Nanjing 210009, Jiangsu, China; 2. Department of Oncology, Nanjing First Hospital, Nanjing 210006, Jiangsu,
China; 3. Department of Oncology, Shenzhen Longgang Central Hospital, Shenzhen 518116, Guangdong, China )

[ Abstract ] Objective: To observe the levels of plasma lysophosphatidic acid ( LPA ) in patients with pancreatic carci-
noma, and to evaluate its clinical potential of diagnosis. Methods: Plasma LPA and serum CA19-9, AFP and CEA levels
were measured in 50 patients with pancreatic carcinoma and 32 patients with benign pancreatic lesions hospitalized in Nan-
jing First Hospital during June of 2006 and October of 2010, and 36 healthy donors by phosphate determination method.
Immunohistochemistry ( THC ) was used to determine the expression of LPA2 receptor both in surgically resected pancreatic
carcinomas and adjacent non tumor tissues. The correlation between LPA levels with clinical pathological features of pan-
creatic carcinoma patients was analyzed. Results: Plasma LPA concentration was significantly higher in pancreatic carci-
noma patients than in patients with benign lesions and controls ([ 4. 10 +2.03 Jws [ 3.28 +1.26 ], [ 2.27 +1.02 ]
pmol/L, P <0.05 ). Plasma LPA concentration was correlated with serum CA19-9 level ( r =0.9070, P <0.01 ) in pa-
tients with pancreatic carcinoma. The positive rate of LPA2 receptor in pancreatic carcinoma tissues was significantly high-
er than that in adjacent non tumor tissues ( 88% wvs 4% , P <0.05 ). Higher plasma LPA level showed a significant corre-

lation with invasion and metastasis of pancreatic carcinoma. Conclusion: Plasma LPA level might be a potential indicator
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of the diagnosis and prognosis of pancreatic carcinoma.
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Fig.1 Expression of the LPA2 receptor in pancreatic

carcinomas ( A ) and adjancent tissues ( B ) detected

by immunohistochemistry
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Tab.1 Positive rates of LPA,AFP,CEA and CA19-9 in pancreatic carcinomas patients [ n( % ) |
Group N LPA AFP CEA CA19-9
Pancreatic carcinomas 50 43(86.0% ) 9(18.0% ) 7(14% ) 45(90.0% )
Non tumor pancreatic diseases 32 5(15.6% ) 1(3.1% ) 3(9.4% ) 412.5% )

*x2 BRIFESRSE LPA KESHEKRFEFTEHXR
Tab.2 Correlation between LPA concentration and

clinical pathological features of pancreatic carcinoma patients

Clinical pathological LPA

feature N (¢y/pmol - L) vE-P

Sex

Male 34 3.95+2.12

Female 16 4.14+2.24 0.29 0.77
Age( 1/a)

<45 23 4.15x2.22

=45 27  3.89+2.14 0.42 0.68
CA199(U - ml™")

<30 5 2.23+1.17

31 ~150 12 3. 96+1.23

>150 33 4.29+£2.28 2.30 0.11
Tumor mass diameter

<2 cm 22 3.62=x 2.11

>2 cm 28 4.31 £2.25 1.11 0.27
Clinical stage

I +1 8 3.12+0.56

m 27  3.98 +1.56

v 15 4.47+2.28 1.62 0.21
Pathological classification

Ductal carcinoma 39 4.09+2.18

Well differentiated 23  3.85 +1.37
Poorly differentiated 16 ~ 4.27 +2.63  0.65 0.52

Others 11 3.8+ 1.75 0.29 0.77
Invasion and Metastasis

+ 42 4.36 +£1.96

- 8 2.23+ 0.53 3.32 0.04
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B A B PR A BRI 2( Leucine-rich repeat kinase 2, LRRK2 ) B IE S — 4> SR80 5 B R 4 8 , LRRK2 5 (A ik
/R 5 R SE B MRS I 4 . SR R B, LRRK2 RBAS 17 P 55 S Bl NFAT, I HORAU & K88 AR 4D RNA 1) NRON & &1k
RIS 22— Snf LRRK2 [ XUSEAH DGR 35 K Mer2397 BEMS 78 5% 5 J5 /K - F#AIK LRRK2 & (1 1338, LRRK2 FEH RbR
NI AR INE 5% 9 NFATI 344G 56, PR SRt T — 45 ABAE IR NFAT i MEEMI ST LRRK2 S DhRe g2, JF A
R MR IRYT B R

LRRK2 A 2527 NEFERR , A2 F Bkt A 286 000, 2 FHITE N, & A 24550, 45 LRRs \ROC 45 #4355, | B4
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— 21 A G g SN R T B A R P SR TR A, e TR Sk T 9 T 40 I PN R 6% 3 o DA LB B A P A I o Sk
VAT Gt IL-2 JERRIR HFE SR F . NFAT1 GRS R E REAN AR A 2SR A0 2 P Mok 40 M A5 1) AR g I 2 , LA B 4 T 4
M2 M IR 077 AR M TT oMb T AR i LG L R B 55 . NFAT ZKEALE 5 851 NFATL ~ NFATS ), BR T NFATS
BRI AL, FAb R A B3 1 4 B T S R A5 B IR 1k KT

A SUES B et L TP RN S LRRK2 F PR R /N SR FEBEBF IR £0( dextran sulfate sodium, DSS )53 A9 S T B
BIFIEOL, &I LRRK2 FE DR a0 B 292 B B b, V5 AR (SR R 8 ™ 5 25 A AL 200 1 70 S , LRRK2 S DR sl e /N B
P25 i 4 AT B i B 0, B e 0 S M TR, RS S R DR B I 5 0 I IL-12p40 1 IL-6 A AE RN B . DL g
UL, LRRR2 FER GG INE T DSSIEF ARG R . WHBBEH = A2 AT A /NSRS, 40 B/ R ek LRRK2 FE R il
/N B B AN M EA T BE TR, SRS FH DSS IS R, LB B TRRIA SR, 5 fEETE HEK293T 40 frad % ik
LRRK2 3[R, #7245 2 R 45 0 WK , LRRK2 435 S A il T NFAT (8 A% S0 1, it NF-kB FIG A R . oL R A2 4k
RR, B THERES HEK293T 41/ Ca* IS , B NFATL 360 ; M3 %35 LRRK2 & , B NFATL W0, 3254046 7 Ml
JT o HoA NFAT 76 803 U NFAT2 NFAT3 \NFAT4 S5t BAGZAVER . LRRK2 A T G PEAS S X NFATL (99551
o RETITES R BN, LRRK2 ABS 5 & 1-NRON B AR & BE)S  YEE KD T FABER: 20 5 005  BF 4= B & LRRK2 %t
PRI B R TR I s 200 R At R DX PR 7K SF , LRRK2 BE R B /I BRUSE X - IL-12p40 1 IL-6 17K -t 35 B A 780 /)N BUBH dd T
1, 1M TNF-o 5 IL-18 TR AR, SOREA 2 AT B R AL A8, I rh 22 S fe B 3 1 — 2 13761863, AI R E 7190 i &
B et A i e e AR T N B M ), 1T S 0 2397 A7 B4 F R 2R R 9 R T R, B Met2397, Met2397 AT 3
LRRK2 (2R (A RIAAKTREAG . B, VEA ARG R SE 90 (o5 2] 1T 2 U AG 45 SR, & B Met2397 1 Thi2397 35 1Y 105 41 i
Jii . Met2397 FEE 1 L AT L 4 i PR - T v B 2

B KBS R R LRRK2 AEASE i IR 5 NFATT B35 1 5 i 28 PR e A0 & A2 R BRR B, N R B 25906
JTIRMHE T —FBr i SR
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