W E R E WK FE ¥R 2020 4F 7 F 55 40 5 7 0
860 Journal of Hunan University of Chinese Medicine Jul. 2020 Vol. 40 No. 7

ARICHIAT B Fo UL U, EHEN AR e T R £ R IR0 2% 24 B 2 A (Ol i R R S - MR T 25 BT S (09T R R BE 2 K 2424 4T, 2020,40(7):
860-866.

HE TR Z AN 0 265 25 3 1) (I 7 B 52 - TR
FHZG05E

FoALE B LWAR R B
(LAEE P BE 2R 2 b at 100029 ;2.6 53 S v B2 B B, Jb st 100009)

(WE) B BHE(GESREET RB)NA T AL RRETIRBEERAT N ELTER S WP AR BT RBE LR
7 BT LE L TR BRI S R E OB )R F, R TCMISS 2k 3E 4T 41 7 303 A, 38 3T 8 29 AL 45 3B A% 0 20 4 RO ik
7, i il TCMSP  TCM—Mesh HIT TCM-ID HPO DrugBank .CTDg % KEGG 3 4 i 4 47 # 57 R 3 A 41 77 4 25 4y #2047 18 40 2 7
K FZFAIKAE, 2 STRING it HAgx e, R HF2 47 320,44 758, E/BE 2R GWASmETRBEEARAT,
BE BT RBEREANTNEARER 1 397, RBENRAREE 46 D, G-k R ERAAER IS HMAAKTS &, L d L WHE
WA A XA 8 &, it TR L BT B AR % AR E A £ HALE] T Ak O LR R AR R I A4
Bl “TEM-ER-EAMH " HXAR LN H AR AR F LSRN AR ERNERT N,

(XREWR) G EE AR BFEZE, WEHEZEAMNK;E LR+ X+

(hES%£SIR2711 (CHRAR ARG )A (X ZE % 2 )doi:10.3969/.issn.1674-070X.2020.07.015

Study on Medication in Abdominal Mass, Guide to Clinical Practice with Medical

Records Based on Data Mining and Network Pharmacology
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(1. Beijing Unwversity of Chinese Medicine, Beijing 100029, China; 2. Gulouw Hospital of Traditional Chinese
Medicine, Beijing 100009, China)

(Abstract] Objective To excavate medication rules of prescriptions in Abdominal Mass, Guide to Clinical Practice with
Medical Records, to explore active ingredients of the basic prescription in the treatment of abdominal mass, and to initially analyze
the treatment mechanism of the basic prescription for abdominal mass. Methods Medica cases in Abdominal Mass, Guide to
Clinical Practice with Medical Records were collecteds. TCMISS was used to analyze data of prescriptions, to explore the medication
rules, core drugs and new prescriptions. TCMSP, TCM—Mesh, HIT, TCM-ID, HPO, DrugBank,CTDg and KEGG were used to analyze
interaction between herb—disease targets and the related pathways in the treatment of abdominal mass. The correlation was analyzed
by STRING. Results Totally 32 prescriptions were included, containing 75 herbs. 2 core drug—pairs and basic prescriptions for
abdominal mass treatment were evacuated. 1397 targets genes of basic prescriptions for abdominal mass treatment and 46
targets genes for abdominal mass, 15 drug—disease intersection targets genes, 75 related pathways were obtained. Among them, 8
pathways were mainly related to female abdominal neoplasm. Conclusion The general rules of YE Tianshi in treating
abdominal mass are treating both phlegm and stasis, regulating Qi and resolving phlegm, promoting blood circulation and removing
blood stasis. Its mechanism might be the hormone response and immune response. It was affected by complex multi—targets
and multi-pathways related with "hypothalamus—pituitary—ovary reproductive axis" and female abdominal neoplasm’s pathways.

(Keywords) Guide to Clinical Practice with Medical Records; abdominal mass; data mining; network pharmacology; regulating

Qi and resolving phlegm; promoting blood circulation and removing blood stasis; YE Tianshi
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