S e

— {0 B TE AR BREE TP BV R

W AR, KA
(U 7R T 1R R R 27 R J AR 2 e, PR VT Iy ZR 5 150086)

Eapiad i

T OE R R R I AL R MR L R TR 22 B U B AT BRI IR YT O s, X e g o
T AW ETEE— B 0T R Y, 7T RE 2 W 2 2 02 T ARG 0 1 OB T R A RE . AR
(next-generation sequencing, NGS ) J& X £ G I 7 — Uk Pk A9 ek A8, HL A o | v RO L v
I A AR B2 AR AR AN B | T 8 IR M s B30 i P, T 5 J i 94 i L k), 22 T
5 5B NI 112 T B IR T A B O B I 1 12 T R AR, AR oA R 9 1 R e
WO B R 2 SO AR P B HCE e g v 0T 5T R AR — 5k

KRR RN AR 2 AT T
FE S %S R735.9 XERFRIRAG A
doi:10.11735/}.issn.1004-0242.2017.07.A010

XEHS :1004-0242(2017)07-0550-05

Progress of Next-generation Sequencing in Pancreatic

Cancer Research

YANG Xiu,ZHENG Tong-sen,ZHANG Yan-qiao
(Affiliated Cancer Hospital of Harbin Medical university , Harbin 150086, China)

Abstract ; Pancreatic cancer is a highly malignant tumor of digestive system. Due to the poor prog-
nosis and limited treatment methods, the further understanding and research on molecular biology
of pancreatic cancer,may improve the accuracy of diagnosis and the effectiveness of treatment
significantly. Next-generation sequencing (NGS) has revolutionized the traditional sequencing pro-
cess with the characteristic of high throughput,high sensitivity,and high degree of automation.
Using NGS technology in screening related genes to research the pathogenesis of pancreatic cancer,
is expected to improve the status of diagnosis and treatment of pancreatic cancer. In recent years,
the application of NGS in pancreatic cancer has made great progress;this article intends to review
these progress.
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Table 1 The principles,advantages and disadvantages of the sequencing platforms

if;lfl;;:mg Sequencing principle  Advantage Relative limitation

Roche/454 Pyro sequencing Highest reading length in NGS Measure the length of the homopolyme inaccu-
rately

[lumina/Solex  Reversible terminator ~ High throughput,low price,large data Expensive instrument,high sequencing error
rate, high cost of data processing

Life/SOLiD Connection method High sequencing accuracy rate,low cost ~ Long sequencing time,high cost,short se-

CG platform

Combinatorial probe-
anchor ligation

Low base pairing mistake rate,low price

quencing length, difficult data analysis
Short sequencing length
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