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ABSTRACT Objective: The relationship between TCM syndrome types of different gastric precancerous lesions and the changes of
serum PG, G-17, CEA and folic acid levels was explored to provide a certain basis for the diagnosis of gastric precancerous lesions.
Methods: Taking the study group of 80 patients with gastric precancerous lesions and 80 healthy persons as the control group, the patients
in the study group were classified by TCM clinical syndrome differentiation, and the serum PG, G-17, CEA and folic acid of the two
groups of subjects were measured and compared. Results: The PLGC patients in the study group had uneven distribution of TCM syn-
dromes, and the difference was significant (P<0.05). From the most to the least, they were damp heat and stomach combined with spleen
and stomach deficiency syndrome>Stomach stasis combined with both qi and yin deficiency syndrome> Phlegm Dampness and damp-
ness combined with spleen and stomach qi deficiency syndrome>Liver and stomach stagnation combined with both qi and yin deficiency
syndrome>Liver and stomach stagnation combined with spleen and stomach deficiency cold syndrome>Dampness and heat stagnation
combined with qi deficiency syndrome. The levels of serum PG I and PG II in patients with different TCM syndrome types of PLGC were
significantly different (P<0.05). Compared with the control group, the level of PG I in each syndrome type was significantly reduced, and
the level of PG II was significantly increased (P<0.05). In addition, the PG I level of the damp heat syndrome combined with both spleen
and stomach deficiency syndrome and gastric collateral stasis combined with both qi and yin deficiency syndrome was significantly lower
than other syndromes, and the serum PG II level was significantly higher than other (P<0.05). Compared with the control group, the G-17
and CEA levels of the different syndromes in the study group were significantly increased, and the folic acid level was significantly
reduced (P<0.05). The dampness and heat in the observation group were combined with spleen and stomach deficiency syndrome and

gastric collateral stasis, G-17 and CEA with both Qi and Yin deficiency syndromes were significantly higher than other syndromes, and
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folic acid levels were significantly lower than other syndromes (P<0.05). Conclusion: There are obvious differences in serum PG, G-17,

CEA and folic acid in different TCM syndrome types of gastric precancerous lesions.
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Table 1 PLGC TCM syndrome distribution

TCM syndrome type Number of cases (cases) Percentage
Dampness and heat to accumulate stomach
28 35.00
and/or deficiency of spleen and stomach
Syndrome of Qi and Yin Deficiency 20 25.00
Sputum dampness obstruction and/or deficiency
12 15.00
of spleen and stomach qi
Qi stagnation of liver and stomach and/or 1125
deficiency of qi and yin .
Qi stagnation of liver and stomach and/or 750
deficiency of spleen and stomach '
Deficiency of dampness and heat in stomach 695
and/or stomach yin ’
Total 80 100.00

22 AEPAEIERS PG £ &

X420 R IS PG 1AL PG T SE7 AN, 4558 .35 2 T
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Table 2 Relationship between different TCM syndromes and PG

TCM syndrome type PGI(pg/L) PG II( ng/L)
Control group(n=80) 117.32+ 27.92 6.57+ 1.76
Dampness and heat to accumulate stomach and/or
55.67+ 9.12* 13.13+ 1.81*

deficiency of spleen and stomach(n=28)

Syndrome of Qi and Yin Deficiency(n=20)

Sputum dampness obstruction and/or deficiency

Research group(n=80) of spleen and stomach qi(n=12)
Qi stagnation of liver and stomach and/or
deficiency of qi and yin(n=9)
Qi stagnation of liver and stomach and/or
deficiency of spleen and stomach(n=6)

Deficiency of dampness and heat in stomach

and/or stomach yin(n=5)

58.53+ 6.25** 10.27+ 1.63**

62.52+ 12.76** 9.21% 2.42%
68.56% 6.53* 8.68+ 2.31**
88.87+ 14.11* 8.66% 1.53**
90.12+ 10.34** 7.01% 1.42%

Note: *P<0.05 compared with the control group, “P<0.05 compared with the dampness and heat to accumulate stomach and/or deficiency of spleen and

stomach.
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Table 3 Relationship between different TCM syndromes and G-17, CEA and folic acid

TCM syndrome type G-17(pmol/L) CEA(ng/L) Folic acid(ng/L)
Control group(n=80) 5.98+ 1.36 1.13+ 0.67 28.16% 9.14
Dampness and heat to accumulate stomach and/or
Research group(n=80) ) 12.13+ 2.87* 244+ 1.01* 9.33+ 2.34*
deficiency of spleen and stomach(n=28)
Syndrome of Qi and Yin Deficiency(n=20) 7.87+ 1.35% 2.43+ 0.46* 1031+ 2.21%**
Sputum dampness obstruction and/or deficiency of ‘
722+ 1.51% 2.36% 0.76** 14.38% 2.26**
spleen and stomach qi(n=12)
Qi stagnation of liver and stomach and/or
6.83% 1.25% 2.08+ 0.58** 14.82+ 1.98*
deficiency of qi and yin(n=9)
Qi stagnation of liver and stomach and/or deficiency
6.45% 1.17* 1.97+ 0.38* 15.87+ 6.13*
of spleen and stomach(n=6)
Deficiency of dampness and heat in stomach and/or ‘
6.12+ 1.87* 1.89+ 0.34** 16.89% 5.67**

stomach yin(n=5)

Mg AR BN 2 BT RE T R, MELAHUE o TR R
AL RIEM R E RARE 22 230 E BRI S8 W fk S5 A 5
AR SR B R AR AR A A TR S A
R TR, B XTI A R AT R B UEA A2 BEIE N 5
Fl,PLGC [ P EIFRI AR S], 22 57 B3, h 2 E1/MKIK
SRR O/ HeRE R TEIE > B 4OR BT / B R IE >
PRI / FHENLE SEUE > B St / M EE > T
B/ H E R IEE > AR BT/ FEB A RIE . AF
FERTA L LS PG T AT PG I A4, 556 fRAH HRAR,
BIUERY PG 1 /K4 B R, PG T KB BT, BBk
28 BT/ SN0 R FEE AN B BT / SRR BAPERIERY PG 1
AT AR T A IEE , 135 PG 17K 4 25 T A 23
FF5E B T8 Hh B IE T A A, PR B g e 28 v B IR TR 5 1
15 PG, H W G-17 118 K CEA (WA 561, 45 s B BT
SEASA 3% PG 1 \PGR (PG I /PG 1L I FXf IE4H , 13 PG I |
AR X BEAL, M3 PG T /K- RAAR L T 10 B R S5IE L 15 2598
BHIE | BIAS A UE 3 PG TP T 5 WL T M MR A | 5L F R 55
UE. (FJRAZ =2 R IR o3 A DA e BIMIRAR YR < 8 1B PR
B R 55 B AN FIHIE B 45 BEIE B BN L 0 5 AR 5T AR [R] 24,
FEARE S AR FERMA K. EEEHEFRMME PG
I (AT 5 2% T 1E 4 A, T PG I 7K ST 5 25 7t 25, H s
SRR R I ET R, B IR G-17 5 R ER
5%, B iR AL FR BT A N, G-17 AR B i T, s B
22, PG Al G-17 nf LU N7 B KGRI O, R shas Wi 8 s mins
R E LS WP, CEA Jy—Fh A iR, E #1500 M
RN EERAL, YPURANNEZ A AR, CEA /K B £
HAR () 05 e A R AR B IR AR G P, G WIFST S B 1)
CEA it PLGC 1) R R Fe e MR, HLAE B Rl 28
B CEA KTFTHEA B, 5 = E e, TG H e He b i =,
RN E RS AUAS R AR VER, RTLIRE{IE DNA 75 H
SAbr KA, R LS 5 N AR I R, 24 BT R e, i
e A TR DI - SRS 1, AP 1 Pt R K ST B (DI s T
SRS BT R G DI REIER , (R A A S A X sk 2,
HE— PR T MR FRER, HIFFR R, B A RR AR

e R NI N T < A R SN N T = R e BT o S

IR, AKX 25 L5 A L G-17 .CEA R R /K- 4 70

E , R 50 BRZH LU, ISR AH AN [ TE A7 () G-17 .CEA JKF-

FH IV R KP L E R, O iR #A2e B 0T / Held s

HE FEUE AN S 28 8 B / eI EAIE G-17 (CEA JK-F- .35

THABERE , R B F AR T AR . ABFRIRTE T B8

i 7AS H BEAIE AL S L3 PGB 3R G-17 MR [z CEA IIAHSE

P, 3B T AR A 0l PRSI T X B, &R G-17,

CEA K- X HRL , [A %45 BB W G-17 KFTH i

DL R EAIE 5 R K P R L T S R S IE L 18 BN R IE 5

CEA 7KF-T 25 UL T 18 8 BHAIE . 3BT 5 PR oA L 2R 1 5 e

AR KT (04 1 BAE T 18 SO0 O / e B JEIE S

2R BEIT / BRI b o TTTE 6 F i S OCHKIIE % 2 4EH Ak

H, S AN BOWLEEE I CEA ZKFg (0GR BUAE R AR BT / 3

L HEFEAIE | B 8RR / SR REIE L, 255 20 el LA

N R 1) e E R v B UE AR SR Y < RN O/ e B

FEUE, B EKPEIT / HABAPIRE 2 FEAY . I Rk L R 5

e B AR RS I HE IR, B ISl SR BAT R i s 1

NG 22 T #7517 B LA i o F) e s TE A
gi bAmR, BRI AN R T EER I PG .G-17 .CEA

I AR W] 8 22 57, SRR 5 A FE R A A DG

% % 3T #k( References )

[1] Maleki-Kakelar H, Id J, Dehghani, et al. Lactobacillus plantarum in-
duces apoptosis in gastric cancer cells via modulation of signaling
pathways in Helicobacter pylori[J]. Bio Impact, 2020, 10(2): 65-72

[2] YuL, Li H, Li Z, et al. Long Non-Coding RNA HAND2-AS1 Inhibits
Growth and Migration of Gastric Cancer Cells Through Regulating
the miR-590-3p/KCNT2 Axis [J]. Onco Targets Ther, 2020, 13:
3187-3196

[3] Zullo A, Rago A, Felici S, et al. Onset and Progression of Precancerous
Lesions on Gastric Mucosa of Patients Treated for Gastric Lymphoma
[J]. J Gastrointestin Liver Dis: JGLD, 2020, 29(1): 27-31

[4] Titov SE, Anishchenko VV, Poloz TL, et al. Differential diagnostics of

gastric cancer and precancerous changes of the gastric mucosa using



DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol21 NO.4 FEB.2021

- 723 .

analysis of expression of six microRNAS [J]. Klin Lab Diagn, 2020,
65(2): 131-136

[5] Yin QH, Liu BZ, Xu MQ, et al. A Nomogram Based on Preoperative
Clinical Bio-Indicators to Predict 5-year Survivals for Patients with
Gastric Cancer After Radical Gastrectomy [J]. Cancer Manage Res,
2020, 12(34): 3995-4007

[6] Ding S, Hu S, Pan J, et al. A homogeneous ensemble method for pre-
dicting gastric cancer based on gastroscopy reports [J]. Expert Syst,
2020, 37(3): 12499-12505

[7] Kim DH, Son SM, Choi YJ. Gastric metastasis from invasive lobular
breast cancer, mimicking primary gastric cancer [J]. Med, 2018, 97
(13): ¢0258

[8] Chen XZ, Huang CZ, Hu WX, et al. Gastric Cancer Screening by
Combined Determination of Serum Helicobacter pylori Antibody and
Pepsinogen Concentrations: ABC Method for Gastric Cancer Screen-
ing[J]. Chin Med J, 2018, 131(10): 1232-1239

[9] Mansour-Ghanaei F, Joukar F, Baghaee M, et al. Only serum pepsino-
gen I and pepsinogen I/II ratio are specific and sensitive biomarkers
for screening of gastric cancer [J]. Bio Mol Concepts, 2019, 10(1):
82-90

[10] Huiguang X, Aihua Y, Fuguo L, et al. Clinical significance of Serum
Pepsinogen I/II and gastrin-17 determination in gastric cancer diagno-
sis and prognosis[J]. Mediators Inflamm, 2018, 16: 129

[11] Jian-Xian L, Wei W, Jun-Peng L, et al. Preoperative Tumor Markers
Independently Predict Survival in Stage III Gastric Cancer Patients:
Should We Include Tumor Markers in AJCC Staging?[J]. Ann Surg
Oncol, 2018, 8(25): 2703-2712

[12] BYM Soh, R Kumar, VSM Ekstrom, et al. Prevalence of hepatitis C
virus infection and the IL28B genotype polymorphism among blood
donors and high-risk populations [J]. Reprod Toxicol, 2018, 9 (8):
1371-1378

[13

[t}

Cai Q, Zhu C, Yuan Y, et al. Development and validation of a predic-

tion rule for estimating gastric cancer risk in the Chinese high-risk

population: a nationwide multicentre study [J]. Gut, 2019, 68 (9):

317556-317562

[14] GuoJ, Chen S, Li S, et al. A novel classifier based on three preopera-
tive tumor markers predicting the cancer-specific survival of gastric

(CEA, CA19-9 and CA72-4) [J]. Oncotarget, 2018, 9 (4):

4814-4822

TR, F AT R R KA HRATR E S BRI PR E

254z 8.2 &, 2018, 283(2): 123-125

FER KR SRFTBREEGERFT LA PHELLSL T ERERL

(2017 SH)[J]. 7P B P B [E & ATk L 42 &, 2018, 9(23): 75-82

R AR FAEFRER T ES T F FHRELQ2017)

[J]. % 4 & 25 22 &, 2017, 7(3): 238-242

cancer

[15

[t}

[16

)

[17

—

(18] eAf 3, 21 Fy, F LR, 4. & T B ARSI 09 T I B A

FEEH N REBREARL [Cl PEFTEHFLLERE R
FARZAA M B A7 Hrit 5 T 98, 2010
[19] Yang L, Li J, Hu Z, et al. A Systematic Review of the Mechanisms

Underlying Treatment of Gastric Precancerous Lesions by Traditional
Chinese Medicine [J]. Evid Based Complement Alternat Med, 2020,
20(6): 1-12

[20] Chen X, Dai YK, Zhang YZ, et al. Efficacy of traditional Chinese
Medicine for gastric precancerous lesion: A meta-analysis of random-
ized controlled trials [J]. Complement Ther Clin Pract, 2019, 38(12):
101075-101086

[21] #0837, 1R e, 5. B B T % X 0d % & B 28 & AT 0] b
B ST 54K, 2019, 34(5): 632-634

[22] Min J, Magness S, Goldenring JR, et al. 844 - Identification of Puta-
tive Cancer Stem Cells in Gastric Precancerous Lesions[J]. Gastroen-
terology, 2019, 156(6): S-186

[23] Dore MP, Cipolli A, Ruggiu MW, et al. Helicobacter pylori eradica-
tion may influence timing of endoscopic surveillance for gastric can-
cer in patients with gastric precancerous lesions[J]. Med, 2018, 97(4):
€9734

[24] w4k, Flad. BRAHE ¥ EIEE L 5k PG CEA #40 % 1k
R [CV %=+ — e B T HELESHNEGERFRALBSE
L4, 2019

[25] Kunjie Li, Li X, Fan Y, et al. Simultaneous detection of gastric cancer
screening biomarkers plasma pepsinogen I/II using fluorescent im-
munochromatographic strip coupled with a miniature analytical de-
vice[J]. Sens Actuators B Chem, 2019, 286(1): 272-281

[26] Xuan S, Zulu Y, Zeyang W, et al. Epstein-Barr virus infection associ-
ated with pepsinogens and Helicobacter pylori infection in patients
with gastric cancer[J]. Virus Res, 2018: S0168

[27] Lin LY, Yang L, Zeng Q, et al. Tumor-originated exosomal
IncUEGC] as a circulating biomarker for early-stage gastric cancer[J].
Mol Cancer, 2018, 17(1): 84-92

[28] Yu G, Wang GX, Wang HG, et al. The value of detecting pepsinogen
and gastrin-17 levels in serum for pre-cancerous lesion screening in
gastric cancer[J]. Neoplasma, 2019, 66(4): 232-244

[29] Shao Y, Chen L, Lu R, et al. Decreased expression of hsa_ circ_
0001895 in human gastric cancer and its clinical significances[J]. Tu-
mor Bio, 2017, 39(4): €101

[30] Shen M, Wang H, Wei K, et al. Five common tumor biomarkers and
CEA for diagnosing early gastric cancer: A protocol for a network
meta-analysis of diagnostic test accuracy [J]. Med, 2018, 97 (19):
e0577

[31] Chen Y, Feng H, Chen D, et al. Protective effects of folic acid on
DNA damage and DNA methylation levels induced by N -methyl-N '-
nitro- N -nitrosoguanidine in Kazakh esophageal epithelial cells [J].
Hum Exp Toxicol, 2018, 37(12): €096

[32] Fernando F Anhé, Nachbar RT, Varin TV, et al. Treatment with camu
camu ( Myrciaria dubia ) prevents obesity by altering the gut micro-
biota and increasing energy expenditure in diet-induced obese mice
[J]. Gut, 2018, 9(8): €315

[33] k4. B Ruim L BiEA 55 f ik PG CEA 48 % 1A 50 [D].
AP E2H K, 2019



