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Introduction

The Theory of Turbid Toxin is an original concept proposed by Professor Li
Diangui, a National TCM Master of Hebei Provincial Hospital of Traditional
Chinese Medicine. Turbid toxin can be broadly or narrowly defined: broadly, it
refers to all unclean substances harmful to the body; narrowly, it denotes viscous
and filthy substances formed by long-standing dampness and food turbidity
transforming into heat, which can severely damage the organs, gi, and blood 1.
The turbid toxin, whether externally contracted or internally generated, enters
from the exterior to the interior through the collaterals, acting as a binding agent,
causing turbid transformation of the body’s cells, tissues, and organs - essentially
poisoning them, leading to metabolic and functional abnormalities, and even
organ failure 231,

Chronic atrophic gastritis (CAG) is a disease characterized by gradual
atrophy and thinning of gastric mucosa due to prolonged chronic inflammation.
It is considered a precancerous condition, typically caused by Helicobacter pylori
infection, autoimmune responses, decreased gastric acid secretion, and other
factors. It is closely related to gastric cancer development, with incidence and
detection rates increasing with age, and the number of patients has been rising in
recent years [*°, Professor Li Diangui’s research team has been dedicated to
studying CAG and the Theory of Turbid Toxin, proposing that turbid toxin
accumulation in the stomach is a key pathological mechanism of CAG. This
understanding has been applied to the clinical examination, diagnosis, and
treatment of CAG, with confirmed efficacy. General clinical manifestations of CAG
with the syndrome of turbid toxin accumulation in the stomach include:

1. Gastric fullness, stuffiness, or pain Turbid toxin stagnates in the
stomach, preventing the ascent of clear gi and descent of turbid qi, obstructing
the qi mechanism in the middle jiao; or it impairs the spleen and stomach’s
transportation and transformation functions, preventing the downward
movement and distribution of fluids and nutrients, leading to internal
accumulation. Both can cause gastric fullness and stuffiness. Turbid toxin easily
enters the blood and collaterals, damaging fluids and consuming qi, leading to
stomach qi and blood deficiency, resulting in “pain due to lack of nourishment.”

2. Facial features When stagnated turbid toxin steams upward internally, it
rises to the head and face, manifesting as coarse, yellow, and dull complexion. If
turbid toxin turns into heat and overflows to the skin, it presents as oily skin.

When turbid toxin invades the orifices, it can cause red and swollen throat, red,
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swollen, and festering eyelids with increased eye discharge, swollen and
ulcerated nose with increased nasal discharge, excessive earwax, and coughing
up thick saliva.

3. Tongue coating Patients commonly present with yellow greasy coating,
though variations exist depending on the severity of turbid toxin. In mild cases,
the tongue is red with greasy, thin greasy, or thick greasy coating, either yellow,
white, or a combination of both. In severe cases, the tongue body is purple-red or
crimson, with yellow greasy coating, or yellow greasy coating in the central root
area. The location of the coating varies according to the affected organs. When
the turbid toxin is obstructed in the middle, the central coating is yellow and
greasy; when it is obstructed in the liver and gallbladder, the coating is yellow
and greasy on both sides. The color and texture of the coating change with the
duration of illness: a slippery yellow coating is evident when the turbid toxin is
first encountered and the fluids remain unaffected; a dry yellow coating develops
when the fluids are harmed by long-term turbid toxin.

4. Excretions Internal turbid toxin accumulation can manifest as sticky and
unsatisfactory stools with a foul odor, and urine that is light yellow, dark yellow,
or tea-colored.

Li Diangui [®], based on traditional theories and years of clinical experience,
established the Theory of Turbid Toxin, identifying turbid toxin as both a
pathogenic factor and a pathological product. The fundamental pathological
mechanisms in treating CAG from the perspective of turbid toxin theory consider
spleen-stomach weakness the root cause, with qi stagnation, turbid toxin, and
blood stasis as the manifestations. Both internal and external pathogenic factors
can damage the spleen and stomach, leading to dysfunction in their descending
and transforming, resulting in unresolved dampness and internally generated
damp turbidity and phlegm. Prolonged stagnation turns into heat. Toxin is the
progression of heat, and turbidity emerges from extreme dampness. The internal
accumulation of turbid toxin damages yin fluids and impedes qi and blood
circulation, leading to blood stasis, loss of nourishment in the stomach, and
consequent gastric mucosal damage, atrophy, intestinal metaplasia, and dysplasia.
Liu 71 believes that “turbid toxin in heart” is a crucial factor in forming CAG with
the syndrome of turbid toxin accumulation in the stomach, with the two being
mutually causal, thus advocating treating persistent CAG cases by addressing the
“turbid toxin in heart”. Wang Shaopo 81 considers internal turbid toxin
accumulation as a key differential factor in CAG’s progression toward malignant
gastric tumors, making it the critical pathological mechanism in CAG
development, with treatment primarily focusing on resolving turbidity and

eliminating toxins. Han Xinpu [ believes that the core pathological mechanism of
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tumors is yang deficiency with toxin accumulation, where external cold easily
harms the yang qi of spleen and stomach, leading to abnormal distribution of qji,
blood, and fluids which in turn generates turbid pathogenic factors that further
aggregates into toxins, thus forming the core pathological progression of gastric
cancer involving yang deficiency, turbid transformation, turbid change, and
turbid toxin. This perspective advocates exploring targeted regulation of the
gastric cancer microenvironment with relevant formulas and medicines to
enhance the precision of microscopic differentiation and treatment. Zhang et al.
[10] consider the intertwining of “stasis, toxin, and stagnation” as the core
pathological mechanism of CAG, where “stagnation” may be the pathological
element promoting the transformation of blood stasis, damp turbidity, and damp
heat into stasis toxin and turbid toxin, subsequently evolving into heat toxin.
Yang 'Y discovered that CAG with the syndrome of internal turbid toxin
accumulation is related to decreased serum pepsinogen (PG) and gastrin-17
(G17) levels. Lou et al. [1Z] investigated the relationship between chronic gastritis
(CG) with the syndrome of internal turbid toxin accumulation and Th1/Th2
balance, finding that the syndrome is closely related to Th1l/Th2 dynamic
balance, with “turbid toxin” possibly being the key pathological factor mediating
Th1-type cytokine immune responses. Zhang et al. ['3], based on an analysis of the
National TCM Master’s formula prescribed for CAG cases using the TCM
inheritance support platform, revealed that the most frequent syndromes among
154 CAG patients were liver-stomach disharmony (31.43%), followed by internal
turbid toxin accumulation (28.57%), and stomach yin deficiency (27.14%). The
state of turbid toxin accumulation in the stomach is particularly important in the
development of CAG. Xu et al. [**, through integration and analysis of
“Contemporary Renowned and Senior TCM Experts on Spleen and Stomach
Disease Database (1911-2018)” and “Academic Journal Database of Spleen and
Stomach Disease (1989-2018)”, discovered that the main causes of chronic
atrophic gastritis include internal turbid toxin accumulation, yin deficiency with
internal heat, emotional disturbance, and meridian obstruction. Yang et al. 1°],
through bioinformatics analysis combined with animal experiments, found that
CAG with the syndrome of turbid toxin accumulation in the stomach is closely
related to the overactivation of the EGFR/MAPK/ERK signaling pathway, which
regulates cell differentiation and proliferation, and the expression level of the
proto-oncogene c-myc protein is also elevated. Xu et al. [*], through observation
of 86 CAG patients with the syndrome of internal turbid toxin accumulation,
found a close relationship between this syndrome and tumor-specific growth
factor (TSGF) and the gastric cancer monoclonal antibody MG7-related antigen
(MG7-Ag). Mo et al. ['7] and Bai et al. ['¥19 through clinical experiments,
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discovered that the Huazhuo Jiedu (turbidity-resolving and toxin-eliminating)
formula can significantly improve clinical symptoms, gastroscopic findings, and
pathological conditions in CAG patients with the syndrome of internal turbid
toxin accumulation. The mechanism may be related to the regulation of
cytotoxin-associated protein (CagA), vacuolating cytotoxin (VacA), and urease B
(UreB) levels. Zhang [2%], by observing 311 cases of CAG patients with six different
TCM syndrome types, found that the syndrome of internal turbid toxin
accumulation mainly manifests endoscopically as raised nodules, erosion, and
rough mucosa. Pathologically, it often accompanies intestinal metaplasia and/or
dysplasia, displaying distinct morphological and histological changes compared
to liver-stomach disharmony, spleen-stomach weakness, spleen-stomach
damp-heat, stomach meridian obstruction, and stomach yin deficiency

syndromes.
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Diagnostic Guideline for Chronic Atrophic Gastritis with Syndrome of
Turbid Toxin Accumulation in Stomach

1 Scope

This document establishes the diagnostic and assessment criteria for
chronic atrophic gastritis with the syndrome of turbid toxin accumulation in
stomach.

This document applies to the clinical practice and research related to
chronic atrophic gastritis with the syndrome of turbid toxin accumulation in
stomach.

2 Normative References

The content of the following documents constitutes essential provisions of
this document through normative references within the text. For dated
references, only the edition corresponding to that date applies to this document;
for undated references, the latest edition (including all amendments) applies.
2021 Expert Consensus on Quantitative Diagnostic Criteria for Chronic Atrophic
Gastritis with Syndrome of Internal Turbid Toxin Accumulation (2021), Spleen and
Stomach Disease Committee of Hebei Association of Chinese Medicine
2022 Expert Consensus on Quantitative Diagnostic Criteria for Chronic Atrophic
Gastritis with Syndrome of Turbid Toxin Accumulation in Stomach (2022), Turbid
Toxin Syndrome Committee of Hebei Association of Integrated Medicine
2022 Preliminary Study on Symptoms Related to Chronic Atrophic Gastritis with
Syndrome of Turbid Toxin Accumulation in Stomach (2022), published in Hebei
Journal of Traditional Chinese Medicine 2%

3 Terms and Definitions

The following terms and definitions apply to this document.
3.1
Syndrome of Turbid Toxin Accumulation in Stomach

This syndrome is a key pathological mechanism of chronic atrophic gastritis,
wherein turbid toxin acts as the pathogenic factor, placing the body under the
influence of turbid toxin. This leads to obstruction in the middle jiao, resulting in
qi stagnation and blood stasis, ultimately causing chronic atrophic gastritis, and
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manifesting as one or several groups of distinctive clinical syndrome clusters.
Clinically, it is primarily characterized by symptoms such as gastric fullness,
stuffiness, or pain, dull complexion, sticky stools, unsatisfactory defecation or dry
stools, heaviness in head and body, lack of energy, dry mouth and bitter taste,
scanty and dark urine with difficult urination, red tongue, dark red tongue,
yellow greasy tongue coating, thick greasy tongue coating, and wiry-slippery or
wiry-thready-slippery pulse.

3.2
Dull Complexion

Facial skin appears lackluster and bloodless, presenting as withered yellow,
dull yellow, lackluster, or dirty.
Note: Dull complexion is a typical symptom of the syndrome of turbid toxin

accumulation in stomach.

4 Diagnostic Criteria

4.1 Primary Criteria

4.1.1 Epigastric fullness, stuffiness, or pain

4.1.2 Dull complexion

4.1.3 Sticky stools, unsatisfactory defecation or dry stools

4.1.4 Red tongue, dark red tongue, yellow greasy tongue coating, thick greasy

tongue coating
4.2 Secondary Criteria

4.2.1 Poor appetite
4.2.2 Heaviness in head and body, fatigue and lack of energy
4.2.3 Dry mouth, bitter taste, sticky mouth
4.2.4 Scanty and dark urine with difficult urination
4.2.5 Heartburn, acid reflux (epigastric burning sensation)
4.2.6 Wiry-slippery, wiry-thready-slippery, wiry-slippery-rapid, or wiry-rapid
pulse
Diagnosis of the syndrome of turbid toxin accumulation in stomach requires

meeting the primary criteria plus any two secondary symptoms.
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ANNEX A
(Informative)
Research Methods for the Document

A.1 Research Methods

A.1.1 Literature Research

The literature search was conducted across three databases: China National
Knowledge Infrastructure (CNKI), Wanfang Data Knowledge Service Platform
(Wanfang), and VIP Database. The search terms included “ & £ 25 45 ¥4 B %
(chronic atrophic gastritis)”, “Z 45 ¥ H % (atrophic gastritis)”, “CAG”, “l% b fZ {t
(intestinal metaplasia)”, “ & % & %% 4% (gastric mucosal lesions)”, “ i &b K 2 45
(gastric mucosal atrophy)”, “ & ¥ Hi J53 28 (precancerous gastric lesions)”, “ 55 7! 4
t (dysplasia)”, “# # 25 B (turbid toxin accumulation in the stomach)”, “J# 7 P
Z3 (internal turbid toxin accumulation)”, and “7# 5 ¥ & (turbid toxin theory)”. The
search strategy combined subject terms, keywords, and free words according to
the characteristics of each database. Through a systematic review, researchers
collated and analyzed symptoms, signs, tongue manifestations, and pulse
characteristics related to turbid toxin accumulation in stomach. A total of 334
papers were retrieved. Following the application of inclusion and exclusion
criteria and manual screening of titles, abstracts, and full texts, duplicate articles
were identified and removed using NoteExpress 3.6.0 software. Ultimately, 51
articles were selected, from which the information of four diagnostic methods
was extracted and terminology was standardized. A total of 94 entries were
initially screened, and after removing 49 entries that appeared with a frequency
of less than 5%, 45 entries remained, including yellow greasy tongue coating,
white greasy tongue coating, slippery pulse, stomach pain, heartburn, belching,
poor appetite, red tongue, dark red tongue, bitter taste, gastric stuffiness, sticky
stools, slippery-wiry pulse, nausea, thready-wiry pulse, dry mouth, dull
complexion, acid reflux, withered yellow complexion, thready-wiry-unsmooth
pulse, bad breath, dull epigastric pain, fatigue and lack of energy, difficult
urination (or yellow/dark yellow urine), fixed stabbing epigastric pain, vomiting,
diarrhea, dry tongue coating, poor sleep, chest tightness, epigastric noise, black
stools, dark purple tongue, dry hard stools, purple-red tongue, thin tongue
coating, sticky mouth, peeled tongue coating, irritability, heavy limbs, purple
tongue, slippery-rapid pulse, foggy head, unsatisfactory sticky discharge, and foul
discharge.

A.1.2 Mixed Research Methods
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Focusing on the characteristics and methods of syndrome differentiation for
turbid toxin accumulation in the stomach, interviews were conducted with
renowned experts in the field, including National TCM Master Li Diangui.
Additionally, clinical data was collected from 383 patients diagnosed with
chronic atrophic gastritis with the syndrome of turbid toxin accumulation in
stomach.

Inclusion criteria included:

a) Diagnosed by experts as having chronic atrophic gastritis with the
syndrome of turbid toxin accumulation in the stomach;

b) Willing to participate in the survey;

c) Signed an informed consent form.

Exclusion criteria included:

a) Diagnosis by experts as not fitting chronic atrophic gastritis with the
syndrome of turbid toxin accumulation in the stomach;

b) Rejection of questionnaires, inability to complete the scale;

c) Mental illness or consciousness disorders affecting cooperation.

The criteria for data collection included completeness of medical records
and representativeness in syndromes and formulas. Four statistical methods
were employed for objective screening of diagnostic entries: discrete trend
analysis, correlation coefficient analysis, Cronbach’s alpha method, and factor
analysis. Through multidimensional analysis, entries failing any screening
criteria were considered for removal. Twenty-two entries were eliminated from
the original 45, including belching, dull epigastric pain, epigastric discomfort
with noise, withered yellow complexion, fatigue and lack of energy, poor sleep,
fixed stabbing epigastric pain, irritability, diarrhea, dry hard stools, nausea, chest
tightness, vomiting, black stools, red tongue, purple tongue, purple-red tongue,
white greasy tongue coating, thin tongue coating, peeled tongue coating,
thready-wiry pulse, and thready-wiry-unsmooth pulse. The remaining 23 entries
were: epigastric stuffiness and discomfort, epigastric pain, sticky and
unsatisfactory defecation, dry mouth, bitter taste, sticky mouth, bad breath, dull
complexion, difficult urination or yellow (dark yellow) urine, acid reflux,
heaviness in the body, poor appetite, heartburn, foggy head, unsatisfactory sticky
discharge, foul discharge, dark red tongue, dark purple tongue, yellow greasy
tongue coating, dry tongue coating, slippery pulse, slippery-wiry pulse, and
slippery-rapid pulse.

A.1.3 Delphi Method

Based on clinical research results and the frequency of occurrence of entries

in the literature, a preliminary screening was conducted, and an expert
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consultation questionnaire was created for subjective screening through three
rounds of Delphi expert consultation. The evaluation indicators included: expert
enthusiasm coefficient, which is the questionnaire response rate; expert
authority level, represented by the authority coefficient Cr, calculated as Cr = (Cs
+ Ca)/2, where Cs is the expert’s familiarity with the entries and Ca is the basis of
the expert’s judgments; expert opinion concentration, measured by mean scores,
full score rates, and the coefficient of variation; and expert opinion coordination,

indicated by the coefficient of variation and coordination coefficient.

A.2 Clinical Research

A.2.1 Following the selection of entries through clinical surveys, the retained
entries were compiled into a “Chinese Medicine Diagnostic Scale for Chronic
Atrophic Gastritis with Syndrome of Turbid Toxin Accumulation in Stomach -
Quality Assessment Form” for evaluating the scale’s quality (feasibility, reliability,
validity). A cross-sectional survey was conducted among inpatients and
outpatients from the Department of Spleen and Stomach Diseases at Hebei
Provincial Hospital of Traditional Chinese Medicine. The sample size was
calculated using the Corsuch method: sample size = number of relevant factors or
variables x (5-10). Standard Operating Procedure (SOP) training was provided to
the surveyors, covering the study’s purpose, significance, and implementation
methods, and ensuring clarity of responsibilities to guarantee data reliability and
accuracy. The questionnaire was primarily self-administered by patients, with
surveyors responsible only for explaining the literal meanings and recording
completion time.

Quality assessment indicators for the scale included:

a) Feasibility: evaluating the scale’s acceptance level and completion quality
through acceptance rate, completion rate, and completion time.

b) Reliability: assessing scale quality from a reliability perspective through
correlation coefficients. This study used split-half reliability and Cronbach’s
alpha coefficient as evaluation indicators.

c) Validity: assessing the quality of the scale from the aspects of validity and
accuracy to see whether the scale can effectively and accurately measure the
“true value” of what is being tested. Higher validity indicates that the
measurement results more accurately reflect the true characteristics of the
subject being measured. This study employed face validity, content validity,
discriminant validity, and construct validity as indicators for evaluating validity.
A.2.2 After constructing the scale framework, entry pool creation, entry
screening, assigning weights to items, and establishing diagnostic thresholds, a
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preliminary Diagnostic Scale for Chronic Atrophic Gastritis with Syndrome of
Turbid Toxin Accumulation in Stomach was developed. However, the scale’s
actual diagnostic capability needed further evaluation. The study used diagnostic
testing to preliminarily validate the performance of the scale.

A cross-sectional study was conducted on previous patients from
multi-center clinical surveys and newly recruited patients diagnosed with the
condition to assess diagnostic accuracy. The study calculated sensitivity,
specificity, accuracy, and likelihood ratios to determine the diagnostic criteria’s
clinical value and feasibility.

Using the developed diagnostic scale, 403 inpatients and outpatients from
the Department of Spleen and Stomach Diseases at Hebei Provincial Hospital of
Traditional Chinese Medicine were selected. After excluding 20 invalid surveys,
383 responses were finally analyzed. Syndrome differentiation was performed.
The scale’s diagnostic results were compared with clinical physician diagnoses
based on syndrome differentiation through a 2x2 diagnostic test table. Sensitivity,
specificity, accuracy, positive likelihood ratio, and negative likelihood ratios were
calculated from these results.
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Hebei Provincial Hospital of Traditional Chinese Medicine

Quality Assessment of Chinese Medicine Diagnostic Scale for Chronic
Atrophic Gastritis with Syndrome of Turbid Toxin Accumulation in Stomach

Full Name:

Name Abbreviation:

Gender:

Age:

Contact Information:

Hospital:

Date of Completion:
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Dear participant,

We are the research team developing the “Chinese Medicine Diagnostic Scale
for Chronic Atrophic Gastritis with Syndrome of Turbid Toxin Accumulation in
Stomach.” Thank you for participating in this quality assessment survey for the
preliminary scale at Hebei Provincial Hospital of Traditional Chinese Medicine.
Our research aims to establish a standardized and objective diagnostic scale for
this condition, providing an effective tool for syndrome identification and
evaluation. This will help you better understand your health condition while
assisting physicians in diagnosis and treatment. We hereby declare that all
personal information and privacy related to this clinical research will be kept
confidential and will not be used for any purposes other than clinical and
scientific research. Please rest assured.

If you have read the above statement, please sign below. Participant’s
commitment: [ understand and agree to participate in the quality assessment
survey for the preliminary Chinese Medicine Diagnostic Scale for Chronic
Atrophic Gastritis with Syndrome of Turbid Toxin Accumulation in Stomach at
Hebei Provincial Hospital of Traditional Chinese Medicine.

Name of informed consent signer:

Contact information:
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Please select the option that best describes your recent condition or feelings
by marking “vV

If you are unsure about any question, select the answer that most closely
matches your actual situation. We sincerely appreciate your participation.

1.  Have you recently experienced sticky stools with difficult defecation?

(DNever (2Rarely (3)Sometimes (4)Often  (5)Always

2. Have you recently experienced difficult urination or yellow/dark

yellow urine?

(DNever (2Rarely (3)Sometimes (4)Often  (5)Always

3.  Have you recently experienced oral discomfort (bad breath, sticky

mouth, dry mouth, bitter taste)?

(DNever (2Rarely (3)Sometimes (4)Often  (5)Always

4.  Have you recently experienced heaviness in the body?

(DNever (2Rarely (3)Sometimes (4)Often  (5)Always

5. Have you recently experienced foggy head?

(DNever (2Rarely (3)Sometimes (4)Often  (5)Always

6.  Have you recently noticed increased, sticky, or foul discharge?

(DNever (2Rarely (3)Sometimes  (4)Often  (5)Always

7.  Have you recently experienced abdominal rigidity?
(DNever (2Rarely (3)Sometimes (4)Often  (5)Always

The following section to be completed by physician (Please mark “v )
1.  Does the patient display a dull complexion?

(DYes (2)No

2. Isthe patient’s tongue dark red?

(DYes (2)No

3.  Isthe patient’s tongue dark purple?

(DYes (2)No

4.  Does the patient have yellow greasy or dry tongue coating?

(DYes (2)No

5.  Does the patient have a wiry-slippery pulse?

(DYes (2)No

6.  Does the patient have a slippery pulse?

(DYes (2)No

7. Does the patient have a slippery-rapid pulse?

(DYes (2)No
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Additional Symptoms:

Diagnosis:

Western Medicine Diagnosis:

Chinese Medicine Diagnosis:

Investigator’s signature:
Date:

26



References

[1] Xu Weichao, Li Diangui, Liu Jianping, et al. Innovation in Chinese
Medicine Etiology and Pathogenesis Through Turbid Toxin Theory. Chinese
Journal of Integrated Medicine, 2019, 39(08): 913-915.

[2] Wang Zhengpin, Li Diangui, Du Yanru, et al. Turbid Toxin Pathogenesis
Theory and Modern Chinese Medicine Etiology. Journal of Traditional Chinese
Medicine, 2010, 51(01): 11-13.

[3] Wang Shaofeng, Li Jiaxin, Hao Yanwei, et al. Analysis and Review of
Turbid Toxin Theory. Liaoning Journal of Traditional Chinese Medicine: 1-7.

[4] Fang Jingyuan, Du Yiqi, Liu Wenzhong, et al. Consensus on Chronic
Gastritis in China (2017, Shanghai). Gastroenterology, 2017, 22(11): 670-687.

[5] Zhang Shengsheng, Li Qiangou, Tang Xudong, et al. Consensus on Chinese
Medicine Diagnosis and Treatment of Chronic Atrophic Gastritis. Journal of
Traditional Chinese Medicine, 2010, 51(08): 749-753.

[6] Cai Chunjiang, Li Diangui, Pei Lin. Treatment of Chronic Atrophic
Gastritis from “Turbidity” and “Toxin” Perspective. Chinese Journal of Integrated
Traditional and Western Medicine on Digestion, 2002(01): 40-41.

[7] Liu Xiaofa, Li Diangui, Zhai Fuping, et al. National TCM Master Professor
Li Diangui’s Treatment of Chronic Atrophic Gastritis Based on “Turbid Toxin in
Heart”. Hebei Journal of Traditional Chinese Medicine, 2022, 44(10): 1589-1592.

[8] Wang Shaopo, Sun Runxue, Liu Xiaofa, et al. Turbid Toxin Theory in
Malignant Tumors. Lishizhen Medicine and Materia Medica Research, 2021,
32(12): 2985-2987.

[9] Han Xinpu, Xu Bowen, Li Jie. Microscopic Differentiation and Treatment
of Gastric Cancer Microenvironment Based on “Cold Qi Generating Turbidity”.
Journal of Traditional Chinese Medicine, 2022, 63(12): 1135-1138.

[10] Zhang Tai, Zhang Beihua, Ma Xiangxue, et al. Discussion on the
Pathogenesis of Chronic Atrophic Gastritis from “Stasis, Toxin, Stagnation”.
Journal of Traditional Chinese Medicine, 2022, 63(03): 229-233.

[11] Yang Qian, Liu Jianping, Lang Xiaomeng, et al. Effects of Huazhuo Jiedu
Formula on Pepsinogen and Serum Gastrin Levels in Patients with Chronic
Atrophic Gastritis with Syndrome of Internal Turbid Toxin Accumulation. Beijing
Journal of Traditional Chinese Medicine, 2019, 38(06): 532-535.

[12] Lou Yingying, Li Diangui, Huo Yongli, et al. Effects of Huazhuo Jiedu
Hewei Formula on VEGF, EGF, and Th1/Th2 Balance in Patients with Chronic
Atrophic Gastritis. China Medical Herald, 2020, 17(04): 143-146.

27



[13] Zhang Weijian, Liang Yizhong, Huang Yanzi, et al. Study on Syndrome
Characteristics Distribution and Medication Rules of National TCM Masters in
Treatment of Chronic Atrophic Gastritis. Journal of Liaoning University of
Traditional Chinese Medicine, 2022, 24(03): 37-41.

[14] Xu Weichao, Li Diangui, Du Yanru. Study on Etiology, Pathogenesis and
Syndrome Characteristics and Patterns of Chronic Atrophic Gastritis Based on
Contemporary Renowned and Senior Beijing-Tianjin-Hebei TCM Experts’
Experience. Liaoning Journal of Traditional Chinese Medicine, 2021, 48(04):
28-31.

[15] Yang Yuewei, Cheng Nan, Liu Liran, et al. Effects of Xianglian Huazhuo
Formula on EGFR/MAPK/ERK Signaling Pathway in Gastric Mucosa of Rats with
Chronic Atrophic Gastritis. Journal of Traditional Chinese Medicine, 2023, 64(14):
1483-1490.

[16] Xu Yapei, Liu Jianping, Yang Zhufeng, et al. Effects of Lianpu Huazhuo
Jiedu Formula on Serum PG, TSGF, MG7-Ag in Treatment of Chronic Atrophic
Gastritis with Low-grade Intraepithelial Neoplasia. Journal of Chinese Medicinal
Materials, 2020, 43(07): 1741-1744.

[17] Mo Xuemei, Liu Jianping, Zhang Xiaoyu, et al. Clinical Study on Efficacy
of Huazhuo Jiedu Formula in Treatment of Hp-related Chronic Atrophic Gastritis
with Intestinal Metaplasia. Chinese Journal of Integrated Traditional and Western
Medicine on Digestion, 2021, 29(05): 320-324.

[18] Bai Haiyan, Hao Xurui, Li Na, et al. Clinical Study of Huazhuo Jiedu
Formula in Treatment of Chronic Atrophic Gastritis with Helicobacter Pylori
Infection. Journal of Nanjing University of Traditional Chinese Medicine, 2020,
36(03): 326-330.

[19] Bai Haiyan, Wang Wei, Chen Guohui, et al. Clinical Study of 117 Cases of
Chronic Atrophic Gastritis with Helicobacter Pylori Infection Treated with Guilian
Weikang Formula. Pharmacology and Clinics of Chinese Materia Medica, 2015,
31(02): 105-107.

[20] Zhang Jinli, Wang Chunhao, Zhou Panpan, et al. Correlation Study
between Chronic Atrophic Gastritis with Syndrome of Internal Turbid Toxin
Accumulation and Gastroscopic Pathological Changes of Gastric Mucosa. Liaoning
Journal of Traditional Chinese Medicine, 2015, 42(07): 1180-1182.

[21] Mao Yuxiang, Liu Qiming, Du Pengli, et al. Preliminary Study on
Symptoms Related to Chronic Atrophic Gastritis with Syndrome of Turbid Toxin
Accumulation in Stomach. Hebei Journal of Traditional Chinese Medicine, 2022,
44(07): 1061-1064.

[22] Li Junxiang, Chen Jing, Lyu Bin, et al. Consensus on Integrated Chinese

and Western Medicine Diagnosis and Treatment of Chronic Atrophic Gastritis

28



(2017). Chinese Journal of Integrated Traditional and Western Medicine on
Digestion, 2018, 26(02): 121-1.

29



	前  言
	引  言
	慢性萎缩性胃炎浊毒蕴胃证诊断指南
	1 范围
	2 规范性引用文件
	3 术语和定义
	下列术语和定义适用于本文件。

	4 诊断标准
	4.1 主要标准
	4.2 次要标准

	附录A
	（资料性）
	文件研究方法
	河北省中医院
	参 考 文 献
	Foreword
	Introduction
	1 Scope
	2 Normative References
	3 Terms and Definitions
	4 Diagnostic Criteria
	4.1 Primary Criteria
	4.2 Secondary Criteria

	ANNEX A 
	(Informative) 
	Research Methods for the Document
	References

