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Clinical Observation of Chinese Medicine Syndrome Differentiation Individual Therapy on Precancerous
Lesions of Gastric Cancer

LIANG lJingqiu, TAN Jingyu, CHEN Qi, WANG Wei, ZHANG Haiyan (Chongging University Cancer Hospital &
Chonggqing Cancer Institute & Chongging Cancer Hospital, Chongqing 400030, China)

ABSTRACT OBIJECTIVE: To provide reference for clinical treatment of precancerous lesions of gastric cancer. METHODS: A
total of 685 patients with precancerous lesions of gastric cancer were selected from our hospital during Jan.-Dec. 2018. Totally 455
patients in treatment group received individualized TCM therapy according to syndrome differentiation, 7 days as a course, 4
courses in total; another 230 patients in control group received Folic acid tablets, 5 mg, tid, for 2 months. The changes of
pepsinogen ratio (PG I /PG ), gastrin-17 (G-17) and Helicobacter pylori (Hp)before and after treatment, and the occurrence of
ADR were compared between 2 groups. RESULTS: After treatment, total response rate of treatment group was 90.3% , which was
significantly higher than 68.6% of control group. PG I /PG Il of treatment group were increased significantly, which was
significantly higher than control group; G-17 levels of 2 groups were decreased significantly (P<<0.05) ; there was no statistical
significance in Hp level between 2 groups before and after treatment (P>0.05). There was no statistical significance in the
incidence of ADR between 2 groups(P>0.05). CONCLUSIONS: Chinese medicine syndrome differentiation individual therapy can
significantly delay the development of precancerous lesions of gastric cancer, and has good safety.

KEYWORDS Chinese medicine syndrome differentiation; Precancerous lesion of gastric cancer; Pepsinogen ratio; Gastrin-17;

Helicobacter pylori

e R I H LA SRR R R BT A
W22 40 T30, T A R v R B I R 3
BRIIZW AT . B kR Ra etk
kB R-ZEEE R - R e A - A A 2 LA AR,
IR =it B R W bR e B A SRR
FERTHRAE " AnAeT B8-S0 & B0 18 9 e A8 I UEA T X
PEIRYT  RTREAIS 8 i & AL R AR AL R 1 3 O EE

H AT, o B 24 X0 B R R AR 1) T BCR 5 8 T 2
AN TAT < AR 4 AT 2 15 R B JRE | I i o i TR 45
LR RERE I K B S B Bel-2 JEIR 3k, {2 0k Fas
FER ) Fek , T icsE: B s A AR, (HH R A&
DLASTR] R 2 77 5036 97 AN [RIIE e A HHE 5 98 R 48 B AH ¢
Wil . Rt , ARWFIE X E LI AR AR A A R A
B HEUEIS IR, WA B ORI 52, 3 5155800
ST IR HLEE I ARTR TP S
1 #EREHE
1.1 —fREN

W BE 2018 48 1 — 12 J 3K b (e e A4 A 5 e i
Biiie RO T AR i 1 B A R R AR, IR
R BEIG T B R TORE ARIE AN A S HERR bR o , e X gl
AR 6854, MR EZ IR R AL B E
VAT AL RN R < VAT 4 455 R Rl — P E
AT BE VI 33 32 W 00E OIE DA K & Bk kA7 v S HEIE IS
i, Hop IR YR HGIE 132 41 | 15 25 A BHIE 96 1] | JH 5 AN A1
WE 87 141 | 5 BHAS A2 I 65 1] B4 75 K 55 1F 75 141 5 4 230
B ERE AT REL . PRALER R IS AE Y | e AR AR
FhRSE— TR LR, 2 R RSB L (P>0.05) , B
Ak, W3R 1, AR AIRBECPLZ 5 AW A%
e B 15 2017(65)],

- 3434 - China Pharmacy 2019 Vol. 30 No. 24

F1 WABRE-WABLLR
Tab 1 Comparison of general information of patients
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Tab 4 Comparison of the occurrence of ADR between
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