262 GO A 0 2 5 (B T ) )2022 45 0 F1 55 14 % 55 3 1

J Dig Oncol (Electronic Version), September 2022, Vol 14, No.3

i T8 TR R X DD 45 g 9 O A ) I

hRE £ g
ILHEBRFAME R MENE =HX, Hi% T 810001
AR AL SRR B E RS HARN R, dEsT 100000

(BE] MR AN ek IR T7 R R 8 A R BT 4R A A R
N, A 45 B R (CRC) s 28 60 09 AR W0 b 55 90, i 2 1 RE B0 O 22 W L ) CRC Y TSR 48 4
o 3 R ARG 2 A S S AR A S ik SR il S R X S Al T AT A %O B AR
ARARTE A A IO AR AR XU R PR 4 53 8 S 455 T i 18 B R X CRCAY 0D £ | HE
R Y A A7 I ] RO B E TR 2 BRI B2 T 3R E X CRC R B EEROR |

(KR ] HmiEwEiE; DS ERE, ik

Research progress of intestinal flora in early colorectal cancer screening
Chen Xing', Jiang Bo*,Di Ji""
1.Department of Oncology ,Affiliated Hospital of Qinghai University , Xining 810001 , Qinghai , China
2.Department of Gastroenterology , Beijing Changgeng Hospital , Tsinghua University , Beijing 100000 , China
“Corresponding author: Di Ji , E-mail: luosangdj@126.com

[ Abstract )

quality of life,reduce mortality and improve survival rate of patients. Accurate biomarkers are needed to

Early detection, diagnosis and treatment of tumors are effective measures to improve the

screen colorectal cancer. Intestinal flora is considered to be a reliable indicator for the diagnosis of early
colorectal cancer. The detection of intestinal flora takes feces as samples and quantifies the abundance of
bacterial feces by quantitative PCR. This method has the characteristics of simple sample collection ,no
invasive risk , high compliance and specificity. Early screening of colorectal cancer by intestinal flora can

improve the survival time of patients,change the poor prognosis of patients,and improve the prevention and
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control effect of colorectal cancer in China.
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