« 1088 - WA EF 2024 F 7 A % 36 5% 78 Med ] West China,July 2024, Vol. 36,No. 7

MiEE RS RIRELFIG RIS AN RER"

BmER HR KEFR WK
(L2 — I R BB O 22 73002052, 22 MK 35— BE B AR BB IX 45 45 R HEGIT 22 730020)

[HEEY MIEHEPAAD) REAF LG HNETRN B, LA REFLTERFAS, RRZSFEMAARK L,
12 PAAD ¥ FUs H AR R R E, 5 R, FEMHRT HE B AL PAAD £ 5% 42 P 69 T AL B T 4 09 48 A AL,
BREAPH AR TSR ARLI NG ELZEAELHEAZT L. HEMRESHERA PAAD S W it F ¥ 5 &,

W B AR 2R A PAAD T4 W9 4r &4 . 8 PAAD 895 i . T A b T RAAA F o l6 RARIE . X TR A A DA EH
Tl b T — MR, ALESETHERARS PAAD LA s bW R TR F oWz AR
Y.

[X8RY MEH A RIRE; L mLb ;4 ;0857
[FESZEE]Y R735.9 [ #FrEMY A DOI.10. 3969/j. issn. 1672-3511. 2024. 07. 029

Research progress of intestinal flora and pathogenesis. diagnosis
and treatment of pancreatic cancer

WU Jiaying' reviewing ZHANG Yanjun® checking
(1. The First Clinical Medical College , Lanzhou University, Lanzhou 730020, China;
2. General Internal Medicin Department of Donggang Branch, The First Hospital of

Lanzhou University, Lanzhou 730020, China)

[Abstract] Pancreatic cancer is a common malignant tumor of the digestive tract, and its incidence and mortality are
increasing year by year. Despite years of research and exploration, the prognosis of pancreatic cancer has not been signifi-
cantly improved. In recent years, scholars have studied the changes and possible mechanisms of intestinal flora in the
pathogenesis of pancreatic cancer,the results show that the relationship between the changes of intestinal flora and pan-
creatic disease has important clinical significance. Intestinal microecology will become a new direction for the diagnosis
and treatment of pancreatic cancer,andit is expected to be a marker for the early diagnosis of pancreatic cancer. It provides
a scientific clinical basis for the prevention, intervention and treatment of pancreatic cancer. In recent years., scholars
have studied the changes and possible mechanisms of intestinal flora in the pathogenesis of pancreatic cancer. The results
show that the relationship between the changes of intestinal flora and pancreatic disease has important clinical signifi-
cance. Intestinal microecology will become a new direction for the diagnosis and treatment of pancreatic cancer. It pro-
vides a scientific clinical basis for the prevention, intervention and treatment of pancreatic cancer, which may open up a
new way for biomarkers and targeted therapy. The article summarizes the latest research progress of intestinal flora in the
pathogenesis, diagnosis and treatment of pancreatic cancer, and analyzes the development trend of this research.
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