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Abstract

Objective: To explore the relevant risk factors of primary gastric cancer, and to formulate corres-
ponding preventive and therapeutic measures. Methods: According to the relevant screening cri-
teria, from January 2014 to December 2018, 500 gastric cancer patients randomly selected as the
gastric cancer group and 500 non-gastric cancer patients were randomly selected as the control
group from the patients who were treated in our hospital. BMI, smoking, drinking, history of
chronic gastritis, history of diabetes, history of hypertension, history of coronary heart disease
and family history of digestive system tumors were collected for statistical analysis. The relative
numbers were used for descriptive statistics on the general data of the two groups. Chi-square
tests were performed between the measurement data groups. Logistic regression analysis was
performed, and the interaction between multiple factors was analyzed using odds ratios. Results:
There were no statistically significant differences in the data of history of diabetes, hypertension
and coronary heart disease in the two groups of subjects (P > 0.05). There were statistically sig-
nificant differences in BMI, smoking, drinking, history of chronic gastritis and family history of di-
gestive system (P < 0.05). The statistically significant data were included in the regression statis-
tical analysis, and the results showed smoking (P = 0.024, OR = 1.473), history of chronic gastritis
(P = 0.033, OR = 2.546), family history of digestive system tumors (P = 0.004, OR = 4.031). Conclu-
sion: Smoking, history of chronic gastritis, and family history of gastrointestinal tumors are inde-
pendent risk factors for primary gastric cancer.
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HE: WARREBBRAXERER, Hlext SRR ETHEE. 77 R\EMHEXHERE 2014
F1AE2018F 12 A EF HR¥EMBERBEKBE T, EHHMIXS004] BE 2&EM500513E 8B &
5 HWER BRBAMN R4, RIFFLASZEVBMI. BE. R, BHEERRE. BRBERE. ik
P RORR L. HURSIERESEEHROETS . AN SR A K — R AT IR
MG ERBRARBAT RARR; BATLogisticEIA44T, B HLE H o 2 50 B R 2 18] A B AR
P o G5 2R : PRAL BT FUNT SEERE FRRIA 52« WML IR 58« & O i SE S5 05 T B B 4E i £ 22 7 (P > 0.05),
FEBMI. BB K. BB IR L. HILRGHBERKE T HEEERE R ERE (P <0.05). KE
Gt FB B ANERRT 2T, FRESABMEP = 0.024, OR = 1.473), BHEERRL(P =
0.033, OR = 2.546), JHILRZHEZKIRL(P = 0.004, OR = 4.031). il WOl BHMEBFRIE. H
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@ PEATEEAL N, iAE R EE T AOW . WA © REFRIORAREEEE: ©
PR T B HERRARAE: O AR L @ PO EONIET B @ FEA T E MG K.
A% o AR O R . B A R T, X B e AT R A R R T BMIL BRI SE RIE R, 18
B A S BRI S R SRR S T AL R SR SR S AR AT Y L B
22. GHERE

AURBE TG T 28 4 F Epidate3.1 ST 4 PE, SR SPSS18..0 Fil SAS.2 Hfh e Bel LT 4 it 47
BT, SERVORER IR IR AN o2 K050, — MR SR 3 RO R, Wb ik t B Giih 2 U R (P <
0.05); XFREAGUIHAE B RIEAT Logistic 2 K0T, M0 HH A B2 2 18] 5 S5 B e 2 R 2%
ORI IR B R R T S B R 2

3. R
3.1 BEAFRNARRS
AU LN 53t 1000 5], B HELL 50 AL 500 51, WL RAGAERS . PRI EEA(S B K BMI.

WROGH SR I S ORI S L IR AW SRS R AT TN R T, A5 RAE
3.11. R S5EERARNEXESH

XL AR EAT Gt 0 b, SRR B A RN IR], BEAR A4S SRR W AL A R0 Uy AU 22 7 B 4
2 (P > 0.05) (% 1).

Table 1. Distribution and comparison of age between two groups
1. MABEFRIHEARLR

FEH (D) R4 (n) %} 84 (n) P 7 b I
<40 15 99 114
40~49 44 108 152
50~59 106 109 215

0.063 0.837
60~69 177 108 285
70~79 120 57 177
>80 38 19 57

3.1.2. 435 B EARIEX S
XA GUPERREAT e, G5 SR G AR ) 5 T Bl 22 5 e g v (P > 0.05) (% 2).

Table 2. Distribution and comparison of age between two groups

% 2. BREESTRENR S xR

5 4 (n) AL (n) . 2 b
L) 329 234 563
2.058 0.051
b'q 171 266 437

3.1.3. BMI 5 8@ A RIHEXE S
Xo R 4 R R A R 1 BMIL AT SR i, R BLPIALN S AE BMI T TR 2 5 B SR %= (P <
0.05) (% 3).
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Table 3. Comparison of BMI between two groups
#* 3. WEEE BMI 1FREER

BMI (Kg/m’) B4 (n) L (n) &t 2 P
<18 21 22 43

18~24 202 271 473 12.761 0.024
>24 277 207 484

3.14. WS B EARIIEX S
Xt 8 i 2 R R AL R (K MRS DLEAT Ge vt oo b, LI AL EE A AR NROBR s T K 22 5 BT G A
X (P <0.05), FEMHR I 127 BA St (P < 0.05) (% 4).

Table 4. Comparison of smoking between two groups

=4 REABERBEIF LR

WA B 4H(n) Sof TR (n) it v P 1l
2 212 85 297
12.054 0.001
i 288 415 703
JHEE (4F)
<20 9 10 19
20~40 173 64 237 8.456 0.015
>40 30 11 41

3.15. B BAAFIEX TS
Xof e 2H Bons HE AL B8 3 I OIS BUEAT Geit, R B A R AE G 7 T B 22 = B it 2 B (P
<0.05), FEIPE TSI 12 7 B gi it (P < 0.05) (% 5).

Table 5. Comparison of drinking between two groups
5. MABETERRLER

el B 4H(n) Sof R4 (n) it ’ P1H
= 176 70 246
7.253 0.013
i 324 430 754
T (4F)
<20 12 5 17
20~40 146 65 216 10.948 0.025
>40 18 0 18

3.16. HURGEMBRESESBRELFHEX S
X B e 40 R B2 BB TRV R G R S S AT e, R AN RAETH AL R SRR S
77 VB 72 7 B G247 U(P < 0.05) (55 6).

Table 6. Comparison of family history of digestive system tumors between two groups

6. MEBEHLARGMBEREL BRI

WA R G0 R 5 R B4 (n) Kot HE 24 () &t Y P{A
= 60 19 79

5.743 0.011
5 440 481 921
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3.17. BMBRRESBEEARNBEXE ST
Xof B e 2H R s HEZEL AR 1V B 2 SR AT ek, RIS RAENS I 18 A sk AR = A
Gt (P < 0.05) (£ 7).

Table 7. Comparison of history of chronic gastritis between two groups
7. MAEEEMERREF LR

5 970 5 B 4 (n) Ho 1 2H (n) &t b P
& 235 98 333
5.674 0.038
i 265 402 667

3.18. BRBHRESBELXROEX S
Xt B g LR S R 2L RE A BB PR S DLEEAT Gt DA A GRS S T 2 R R gt
22 (P > 0.05) (5% 8).

Table 8. Comparison of history of diabetes between two groups

8. MEREVEKRFHREFRLR

PR BHadl(n) AL (n) &1 7 P i
H 48 34 82
1.562 0.846
x 552 566 918

319 mIERESBELBOBEXES
o B ZH % 5 ML SRS BT St i, AP BB S MLER R A IR ER LG EE P >
0.05) (3% 9).

Table 9. Comparison of history of hypertension between two groups
F 9 MABRESMEREFRLR

o ML 975 B 4H(n) Sof 4 (n) it e P 1H
H 112 83 195
2.047 0.836
x 388 417 805

3.1.10. @ibRESERELARNEXRME S
X AL Gt o SR AT Seut, IR LN RAE e O S O T A T4 2= = /(P > 0.05) (3%
10).

Table 10. Comparison of history of coronary heart disease between two groups
= 10. FEBE T LREF LR

e 5 B (n) Xt B4 (n) &t 2 b
A 42 20 62
1.956 0.573
N 458 480 938

32. BRRFNSERM
R AT, 555 £ U (P < 0.05) BMIL TRIE. TGl 116 248 M 5 e o
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48

WP 4% AN Logistic % BZ /N7, HEAE OR LRI, WAR . MBHE 40 sty L3 B SE Rk st
S LR SRR R P RS fE R IR 6 (OR > 1) (3 10).

Table 11. Multivariate Logistic analysis results
2 11. ZEZE Logistic SHLER

35S B SE * P14 OR 95% ClI

BMI 0.451 0.318 4.143 0.045 0.574 2.261~3.195

% 4 0.358 0.331 5.342 0.024 1.473 1.034~4.043

el 0.656 0.255 6.653 0.024 0.636 0.358~0.895

THAL R G R SR 1.475 0.381 5.941 0.004 4,031 0.135~0.388
i 1B 2 s 1.032 0.753 3.194 0.033 2.546 0.153~0.586

4. +1ig
4.1. BMI EBELZEREX N

By 45 £(BMI, Body Mass Index) & [E Fr 1 FH o) i 5 N A BEJHE AR B R i R AR FE (AR 1 . A AARAE
FEFEEAN SR EAG I, E5 G mA RG], Fik, BMI B A A E R & & 5 A BOE 3R AR 2 2
B, XA SHPTE TR R SRR E. EARREE O BMIE AT T 0BT, g R EoR, £8
RSO T, WARIEZE S BA S (P < 0.05). BERARMMEALYE L T R4, X511
Z CERWT T — 3. Yang PAE[6]33FAT B — TG TAEE S B 8 RIS AT 4 R BoR, IEHES Bk E
RIEME, H BMI K, B 50 RS . — 30k 5 38 B AT e v A ST 7T 45 51 R, BMI > 35 Kg/m?
N AR R A B BT 1 ) AR B 2 v T BMIL IR N, JF FLgE—20 R B T IS BB 5 58 1 1 R AR 2
PIAHZE[7]. MRS B s DINLE] H T A IR, mTRe SRS RIPT. B 8 RMMIER. =i
TR G N e AR DT R 7 (3 L BRI R 4547 K [8] . EARMRIFIE® 1) BMI, bR T &
PR B A, ICE R B AR

4.2. IHS BRERERHEXMYE

AICHERBE AR Y, TRE i e o B e R AR G R 3R 2 — (9], IX 5 AW Fi R IR E R 1B e
AL B ST S R BRI 285 SR — B . Abraham S5 [1014 78 &30, TR A 15 i 1R R0 26 B S s T AN R
F HLIX o 22 57 5 W R 5 58 (VRO ) DA B R R sk R 2 TR AR O, [ B o R LA IR 2 N B R, BT T 1
teem TAESE T Vi . ARWF SR RIFEAR R S AT T 2 Be oy, SRR ERBEGSITFRE NP <
0.05). UbAk, WU — U 78 45 J FEAE SR 7S B i 03 28 45 W sk RS N 1A) B A O M [11] o RO B e K
I e (R BAR ML H AT AR . EAE, WS Hre il T U N-TERE RGP #0 2 O e 1 B0 i
[12].

4.3. KBS BRAZENHEXM

AHE TR IVPAIEA S B NI E R R 2R, (A5 B R AR A E — 5 AR DG o 5 [T ) — T 491 o)
WAL, SR EARLNE >20 g/ KRECEME > 40 g/ R)BEWIN T B AW RS, BRI S
H P & (>20 g) 2 IEAHIE[13]. HAH — I 5 &3, RGN S5 01 R A0 WS 2 IEAEOC[14]. B
Pt R R AR R 5 A AR A DG . BTSRRI, AR TANIRIB BN, PR R P Y ¥ 2l i v P N R R T 7
AN S B 0 R A To R OREK[15] o Q T-P0AS 512 B 9 R AR ML, BF 70 R SIPIRG 7 44 I AR = &
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P TT LA S| 15 R0 AR M A 10, {515 SRR SR AL 5 0 S5 S0 0 B AR RSCHg n, MTTD 3 20 B e ) A [16]
B RE BT TEALAL L RS ORI 5 22 A7 R AN NSRS — R BURB Y BR[17]. P LALE P i) 2R 3
IR S A A & R B A 2 SR R

4.4. MEREESBERELERNEXY

AW G AT A R G R S s 5 B e R AR 2 (R B B AR DG, R DA A 1B R PR ST e e [
o RZEN . SRR B KA — E R KRR . TR, A B KR (— ek 8)
N £ R ARG L3 1 e R0 s NG i 1.5~3.5 1% [18]. AR KRB, A B RERE S KK
TN 2 BERE A AR [19] o B 8 0B A% B B A it 552 47, it A% B B B R 2 L TR 4 B IE R
W, N AL TR I8 B JE (Hereditary diffuse gastric cancer, HDGC), HDGC j& f1 45 % & [ A 56 3k R 58 48
SRR, JE R RATHE S KA B MR N 80% . (H IR AL 45 A E S U % A B AN 5 1%~3% [20].
90% LA F IR 15 g S T 5580 4% 2 Sk, T RRS FRAR TR X R R 2 &5 1% (single nucleotide genetic poly-
morphisms, SNP)AHZC[21]. ¥ 50 st N R AT 5 i I o A DR (19 iR ) T -5 5 B ol 3 A L [ (1) A 7
Jis MBI EA . B, A BREFGELMARE, MESXEER, ES0EET AR K e
ST I, R KRR R A B fE I R R . A, R 2 ST PAER I, S R
FIGE S NFEEAT B, W EBTAE, SRR PR e XU

45, HHEREXARESBRELEMHEXN

FRZFH VN BRI KAERETINEEE 2% BRI, 5 w8 b IR I S Jd 72 .
FEIXANIEFE A, B RGBT AN T2 )R 25 IR Bl A P, B A O S S R, s i (R =2
Fm), FEC R AN GG, TAE S 0 E 30, TS B B e A - 18 M 254 1 1 4% (Chronic atrophic
gastritis, CAG) & B /M IR T Be 240, B IR, B A PH (S, AR TAp e, feff
PR IR S S B YR G . Rk, CAG #iil M2 BB i) B A [22] . AR L RoR &
AR E 9000 s 2 WE N B e AR R, R0 2 BORATIR = 45 R — 2L

WD, Bl TR HER B (H. pylori) 2 S 808 M B & 00 EEHBURE . RISRATRHAE, 28R 75%01)
B RS H. pylori YA 55[23], I TAEHLIC T 1994 4R35 5 22 [ MEFF IR H. pylori a2 P B |
FKEEYI[24]. A H. pylori &G 5] 5w (IR VINLHI A 72 28 2, B ATUCA T RERIPRFIHLE A : © H.
pylori X 5 ZH I 1 R 41 Fr) B B2 28 WAL 224 FA AT H. pylori o B 25 510 1) 2 A0E [ i [24]; @ FLfF sk
BB F 1 H. pylori B PR FEA R RESG AN B AW KA. H. pylori BEFEIEE /IR 76 20, 514020 i
FAARILA A (cytotoxin-associated gene A, CagA)FI%s il aE HKAHIIEE A (vacuolar protein toxin-related
human A, VacA). L& H. pylori &4 5 5w Ak A 2 VIO, (2 B AT 7 7 ZAE B CHUBEEAT H. pylori
MRBR MAF G, BRI D25 R B K S A FH 70 A 2 0] Ji 8 B R 52 0 DA S A R i 2 PE PR P2 A (R, R Bk
A BRI ELE . TEEASIURIE A () H. pylori YL, KERAM T KT H. pylori FRER[25].

4.6. BMRESBRELERNEXY

ARBETEFINEIER R, ZPOAEERI P EEN BRI ER, B2 HEAROLE. PN, d
CIR SIS IR . X PRI I T N R, — B, TRES SBCEEMER. HE
AL S 5 B R A 2 12 R AFAE A RIS A ARt — Dk . ARFEAIRIE OLHEN, ARETIEH A, K
BARERIA S il O SR B BT, RS SR B KR A (BAEA R R
KB EPRIR TR o SRR S 5 B e e A Z IR AR A DR
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47. RtERSBELERHEXNY

bR T AIROETCT I KB R, A HAh R R 2 ol B r R A . U ERT 7t 24 (World Cancer
Research Fund, WCRF) 5 & [EJ& £ #F 7T Bt (American Institute for Cancer Research, AICR)#3 i 458 & &
LA YT RES B IR A OR[26] - 15 i R RS 75 — 5 90 L P9 B B SR 48 N 2 X3 I im 34« 573 4
T PR 2 BN B e R AR KRS . PEEESE I — T B ST A A s, P SRIR N ER ER S
S R AEAFAE IEA OR[27]

R AR R 2 AR T DAL s n B e B XS IR R 22— FEHAR. AR ZE R i R HDIRE N, MU= T
A NK 2055 S e 4 M 250 N B, 3 LR S ) T B, )% R G0 P ISR IR ik se /o B,
TR 1 g8 R KA o Lee S [28]AIF 78 A BIAS A AT RT LA T A6 SR G e A S fa B R 3R . AR AR
TR NATTH I 288 TR 738, B2 A RAE S, IRFERILOAS, PR B i ™ B IR R 2 R

5. MRAERERE

AU SO IR A B B A B 8 & AT e it 0 d, WHFEX SOk B TRk e iR E X3, HFEAC &
B, T RS AR SR I B R AN T e 2 R A R, R R AR R BT R PR
D5 N K. sehh, B RoR R A ZNRICFEIE SR, AW R SR, AR
PIZA R, XA 68 S BU8 AR MERIA R, R 25 2 T SR KALE .

6. &

B A W LA E R 2 — o B AR R LG IR RS 3 A, AERIE AR SCAEIA TR HERR 2 47
B R R AN Z IR R I ZE R, A A SOt FeA5 AR OR AR IR, N4 o A 5 i sz BT 3% A 2 AR L
TR HEms o G AOEPRE . EHIRE . RO . > S E S A, Bive H. pylori LA
@A, JFEMIREAT BB A A TR FRIRE R AR R KA

E&UH

1) Aba A BRI R R 2400t 75 2 4 (Y5 Y-HR2018-185);
2) HEZRHRF#HE4E (%S5 81602068);

3) BT A4 (Y 320.6750.19088-29);

4) At BRI PR R 22 7t 2k 4 (%5 Y-BMS2019-038).

&E 3k

[1] Van Cutsem, E., Sagaert, X., Topal, B., et al. (2016) Gastric Cancer. The Lancet, 388, 2654-2664.
https://doi.org/10.1016/S0140-6736(16)30354-3

[2] Ottavia, C., Serena, S., Chiara, M., et al. (2018) Epidemiology of Gastric Cancer and Risk Factors. Acta BioMedica, 89,
82-87.

[3] Ferlay, J., Soerjomataram, I., Dikshit, R., et al. (2015) Cancer Incidence and Mortality Worldwide: Sources, Methods
and Major Patterns in GLOBOCAN 2012. The International Journal of Cancer, 136, E359-E386.
https://doi.org/10.1002/ijc.29210

[4] Saragoni, L. (2015) Upgrading the Definition of Early Gastric Cancer: Better Staging Means More Appropriate Treat-
ment. Cancer Biology & Medicine, 12, 355-361.

[5] Nishibeppu, K., Komatsu, S., Ichikawa, D., et al. (2018) Venous Invasion as a Risk Factor for Recurrence after Ga-
strectomy Followed by Chemotherapy for Stage I11 Gastric Cancer. BMC Cancer, 18, 108.
https://doi.org/10.1186/s12885-018-4052-z

[6] Yang, P., Zhou, Y., Chen, B., et al. (2009) Overweight, Obesity and Gastric Cancer Risk: Results from a Me-
ta-Analysis of Cohort Studies. European Journal of Cancer, 45, 2867-2873. https://doi.org/10.1016/j.ejca.2009.04.019

DOI: 10.12677/acm.2020.104084 544 I IR 2= =23t e


https://doi.org/10.12677/acm.2020.104084
https://doi.org/10.1016/S0140-6736(16)30354-3
https://doi.org/10.1002/ijc.29210
https://doi.org/10.1186/s12885-018-4052-z
https://doi.org/10.1016/j.ejca.2009.04.019

(7]

(8]
[°]

[10]

[11]

[12]
[13]
[14]

[15]

[16]
[17]
(18]
[19]
[20]

[21]

[22]

[23]
[24]

[25]

[26]

[27]

[28]

O’Doherty, M.G., Freedman, N.D., Hollenbeck, A.R., et al. (2012) A Prospective Cohort Study of Obesity and Risk of
Esophageal and Gastric Adenocarcinoma in the NIH-AARP Diet and Health Study. Gut, 61, 1261-1268.
https://doi.org/10.1136/gutjnl-2011-300551

Donohoe, C.L., O’Farrell, N.J., Doyle, S.L., et al. (2014) The Role of Obesity in Gastrointestinal Cancer: Evidence and
Opinion. Therapeutic Advances in Gastroenterology, 7, 38-50. https://doi.org/10.1177/1756283X13501786

Prashanth, R. and Adam, B. (2019) Epidemiology of Gastric Cancer: Global Trends, Risk Factors and Prevention.
Gastroenterology Review, 14, 26-38. https://doi.org/10.5114/pg.2018.80001

Koizumi, Y., Tsubono, Y., Nakaya, N., et al. (2004) Cigarette Smoking and the Risk of Gastric Cancer: A Pooled
Analysis of Two Prospective Studies in Japan. International Journal of Cancer, 112, 1049-1055.
https://doi.org/10.1002/ijc.20518

Gonzalez, C.A., Pera, G., Agudo, A., et al. (2003) Smoking and the Risk of Gastric Cancer in the European Prospec-
tive Investigation into Cancer and Nutrition (EPIC). International Journal of Cancer, 107, 629-634.
https://doi.org/10.1002/ijc.11426

Huang, R.Y. and Chen, G.G. (2011) Cigarette Smoking, Cyclooxygenase-2 Pathway and Cancer. Biochimica et Bio-
physica Acta, 1815, 158-169. https://doi.org/10.1016/j.bbcan.2010.11.005

Mi, H.K., Shin, A.KK., Chan, H.P., et al. (2019) Alcohol Consumption and Gastric Cancer Risk in Korea: A
Case-Control Study. Nutrition Research and Practice, 13, 425-433. https://doi.org/10.4162/nrp.2019.13.5.425

Li, Y., Eshak, E.S., Kokoro, S., et al. (2019) Alcohol Consumption and Risk of Gastric Cancer: The Japan Collabora-
tive Cohort Study. Journal of Epidemiology.

Larsson, S.C., Giovannucci, E. and Wolk, A. (2007) Alcoholic Beverage Consumption and Gastric Cancer Risk: A
Prospective Population-Based Study in Women. International Journal of Cancer, 120, 373-377.
https://doi.org/10.1002/ijc.22204

Brooks, P.J. and Zakhari, S. (2014) Acetaldehyde and the Genome: Beyond Nuclear DNA Adducts and Carcinogenesis.
Environmental and Molecular Mutagenesis, 55, 77-91. https://doi.org/10.1002/em.21824

IARC Working Group on the Evaluation of Carcinogenic Risks to Humans (2010) Alcohol Consumption and Ethyl
carbamate. International Agency for Research on Cancer, Lyon, France, Geneva.

Yaghoobi, M., Bijarchi, R. and Narod, S.A. Family History and the Risk of Gastric Cancer. British Journal of Cancer,
102, 237-242. https://doi.org/10.1038/sj.bjc.6605380

Seo, H.S,, Lee, G.E., Kang, M.G,, et al. (2018) Mixed Histology Is a Risk Factor for Lymph Node Metastasis in Early
Gastric Cancer. Journal of Surgical Research, 236, 271-277. https://doi.org/10.1016/j.jss.2018.11.055

Lynch, H.T., Grady, W., Suriano, G., et al. (2005) Gastric Cancer: New Genetic Developments. Journal of Surgical
Oncology, 90, 114-133. https://doi.org/10.1002/js0.20214

Kamangar, F., Cheng, C., Abnet, C.C,, et al. (2006) Interleukin-1B Polymorphisms and Gastric Cancer Risk: A Me-
ta-Analysis. Cancer Epidemiology, Biomarkers & Prevention, 15, 1920-1928.
https://doi.org/10.1158/1055-9965.EPI-06-0267

Oshi, M., Kunisaki, C., Miyamoto, H., et al. (2018) Risk Factors for Anastomotic Leakage of Esophagojejunostomy
after Laparoscopy-Assisted Total Gastrectomy for Gastric Cancer. Digestive Surgery, 35, 28-34.
https://doi.org/10.1159/000464357

Martel, C., Ferlay, J., Franceschi, S., et al. (2012) Global Burden of Cancers Attributable to Infections in 2008: A Re-
view and Synthetic Analysis. The Lancet Oncology, 13, 607-615. https://doi.org/10.1016/S1470-2045(12)70137-7

Ishag, S. and Nunn, L. (2015) Helicobacter Pylori and Gastric Cancer: A State-of-the-Art Review. Gastroenterology
and Hepatology from Bed to Bench, 8, S6-S14.

Fuccio, L., Zagari, R.M., Eusebi, L.H., et al. (2009) Meta-Analysis: Can Helicobacter Pylori Eradication Treatment
Reduce the Risk for Gastric Cancer? Annals of Internal Medicine, 151, 121-128.
https://doi.org/10.7326/0003-4819-151-2-200907210-00009

Wiseman, M. (2008) The Second World Cancer Research Fund/American Institute for Cancer Research Expert Report.
Food, Nutrition, Physical Activity, and the Prevention of Cancer: A Global Perspective. Proceedings of the Nutra So-
ciety, 67, 253-256. https://doi.org/10.1017/S002966510800712X

Jakszyn, P. and Gonzalez, C.A. (2006) Nitrosamine and Related Food Intake and Gastric and Esophageal Cancer Risk:
A Systematic Review of the Epidemiological Evidence. World Journal of Gastroenterology, 12, 4296-4303.
https://doi.org/10.3748/wjg.v12.i27.4296

Lee, S.P., Sung, I.LK,, Kim, J.H., et al. (2015) The Effect of Emotional Stress and Depression on the Prevalence of Di-
gestive Diseases. Journal of Neurogastroenterology and Motility, 21, 273-282. https://doi.org/10.5056/jnm14116

DOI: 10.12677/acm.2020.104084 545 Il R 2% 27 3k e


https://doi.org/10.12677/acm.2020.104084
https://doi.org/10.1136/gutjnl-2011-300551
https://doi.org/10.1177/1756283X13501786
https://doi.org/10.5114/pg.2018.80001
https://doi.org/10.1002/ijc.20518
https://doi.org/10.1002/ijc.11426
https://doi.org/10.1016/j.bbcan.2010.11.005
https://doi.org/10.4162/nrp.2019.13.5.425
https://doi.org/10.1002/ijc.22204
https://doi.org/10.1002/em.21824
https://doi.org/10.1038/sj.bjc.6605380
https://doi.org/10.1016/j.jss.2018.11.055
https://doi.org/10.1002/jso.20214
https://doi.org/10.1158/1055-9965.EPI-06-0267
https://doi.org/10.1159/000464357
https://doi.org/10.1016/S1470-2045(12)70137-7
https://doi.org/10.7326/0003-4819-151-2-200907210-00009
https://doi.org/10.1017/S002966510800712X
https://doi.org/10.3748/wjg.v12.i27.4296
https://doi.org/10.5056/jnm14116

	Case-Control Study of Risk Factors for Gastric Cancer
	Abstract
	Keywords
	胃癌危险因素的病例对照研究
	摘  要
	关键词
	1. 引言
	2. 资料与方法
	2.1. 研究资料
	2.2. 统计学方法

	3. 结果
	3.1. 胃癌发病的单因素分析
	3.1.1. 年龄与胃癌发病的相关性分析
	3.1.2. 性别与胃癌发病的相关性分析
	3.1.3. BMI与胃癌发病的相关性分析
	3.1.4. 吸烟与胃癌发病的相关性分析
	3.1.5. 饮酒与胃癌发病的相关性分析
	3.1.6. 消化系统肿瘤家族史与胃癌发病的相关性分析
	3.1.7. 慢性胃炎病史与胃癌发病的相关性分析
	3.1.8. 糖尿病病史与胃癌发病的相关性分析
	3.1.9. 高血压病史与胃癌发病的相关性分析
	3.1.10. 冠心病史与胃癌发病的相关性分析

	3.2. 胃癌发病的多因素分析

	4. 讨论
	4.1. BMI与胃癌发生的相关性
	4.2. 吸烟与胃癌发生的相关性
	4.3. 饮酒与胃癌发生的相关性
	4.4. 肿瘤家族史与胃癌发生的相关性
	4.5. 消化道相关疾病史与胃癌发生的相关性
	4.6. 慢性病史与胃癌发生的相关性
	4.7. 其他因素与胃癌发生的相关性

	5. 研究的局限与不足
	6. 结论
	基金项目
	参考文献

