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Table 1, [Demographic characteristics of patients with subtotal

gastrectomy and controels

Patients with Contrels
subtotal gastrectomy p-value

(m = 222] (m = 1633)
Age |years) 596.3 + 11,1 55.0 + 10,5 0, 078
Sex | Men) B0, 4= o4, 9 0, 0as
BAL (Kgim' ) 22 7 + 4.9 241 + 4.4 0, 001"
Hopwlori (+] 49, 2= 62, 3= 0, 053
Smoking (+] 34, 3= 36, 3= 0, 596
Aleohe] (+] 44, = 45, G5 0, 826

Age ard BMI are mean + standard deviation

pevalue € 0,05, n! umber, BV Body Mass [ndex

halatz) cfagte] B @edE 217} 56, 348} 55, 04 B o p=0,078)
Wld= 2bzb 1, 52:1 (M:F, 134:88), 1.24:1 (M:F, 897:726) 2 aje|r} gloic)
(p=0,086), Ba}Fofs{i= 2220 = 65%ollH Helicobacter pylori e =4
& xlaEled 329049, 2%)0] oidelgln, clE:FolMis Helicobacter pylori
T of 5 HalE sty 329 F 2059062, ds)e] abH o T 3 7is] Ale]
= ggch e=0,053), |2} cf2Folsd FH 9 7S 2 38 s}



44 6%, 36 =2 45 6% F2|¥ Alel|i= glolcH p=0. 596, p=0, 826), T2 A
Mer  AS(Kgm e BalFe]  elaFe]  H|Fed  Relsl ykit)
(=0, 001 1 (Table 1),

2, Bapa) 2ol vyt Al=de fEER =

Table 2, Prevalences and grades of erosive esophagitis in both groups

Patients with Control
subtotal gastrectomy pval e
im = 222) im = 1633)
LA elass A () 6 (2.7] 53 (3. 2) 0, 839
B (%) g (2. 3] 27 (1.7 i, 578
C (=) 0 (i 0] 1 (0, 06] 1, Cibid
Esophagitis (=) 11 (5.0 81 (4.9] i, 579

’ prvalue € 0,05, n mumber

Baprzt ef2deld wlgbyd A=de] fEES 72 Ssil119), 4, %81
olgen AsERe £ Fofs Zhzb LA class A= 2 Ts(658 )2} 3, 2u(63),
LA class Bi= 2, 3s(5% )2} 1, Ps(279), T12]30 LA class Ci= Os2} 0, 068(1%H)
2 njghd slsds) 83 35 B ale)r} gleichTable 2),

3, chzels vlghg sl=de] #ya)



efFeld vlghgd Alz=de] $Y glal= ghHgr Hdofsi Walgl By
(OR=2,72, p=0,000), HHHEe] = H-F(0R=2,23, p=0.001), &FTEHo| =
H-F(0R=2,48, p=0,000) 2]m A5 EF sElelrt sl FH-F(0k=4, 19,
p=0,012)elgde)t, e vle], A8 24 2|3 Helicobacter pylori 7HE
of e vlghd Al=d@z) Beade] goohp=0.05)Table 3).

Table 3, Risk factors in the univariate analysis of erosive esophagitis

in controls

Diedels 95% Conflidence

Variables ratin {nterval p-value
Age (> 60 vs. < 60) 1,37 b, 88-2,15 i, 166
Sex (M vs, F) 272 1,61-4,59 0, 000"
EMI (> 24 vs. < 24) 0, 94 0, 60-1, 48 0, 819
Smoking (+ vs, -] 223 1,40-3, 54 0, 001"
Aeohol 0+ ve, -) 2. 48 1,52-4,03 0, 000"
Hiatus hernia (+ vs, -] 4.19 1,56-11, 28 0, 012"
i opylori [+ vs, -] 0, 74 0, 29-1,94 0 619

'p-ualue- £ 006, age: years, M male, F! female, Bdl: kigr“mz

chHal 3] HEaofdi= Uelrt 60 ol4HOR=6,55, p=0,000), =}
(Of=4,65, p=0,000) LE]|3 F3(0k=2,08, p=0001)o] U= HF7} ojghd
A =@ $Hel=]

olgch ZEv 43 As g3 sEvek= vlghd A =de] fedof e
e TH p=0.05)(Table 4),



Table 4, Risk factors in the multivariate legistic regression of erosive

psophagitis in controds

5% Conflidence
Variables Odds ratic . p-va lue
interval
Age (> 60 vs, < B0) &, 55 4, 59-9, 34 0, 000"
Sex (M ovs. Fl 4, 65 3, 18-6, 80 0, 000"
Smoking [+ vs, -1 1. 10 0, 69-1, 75 0, 693
Aleohol (+ vs, -] 2.08 1.33-3,14 0, 001"
Hiatus hernia [+ vs, - 0, 42 0, 14-1,27 0,125

* prvalue £ 0,06, age! years, M male, F! female

4, B}RelH vlghg Al=de] #yal

ol s cf2Fz) ciE2A s0M o4l FH-Pi0R=2.31, p=0,221), W=}l
HF(0R=1,16, p=1,000), ®|=HOR=1,82, p=0,337), HH(0R=0,59, p=0,538)
TE| T FFI0R=1.04, p=1.0000e] whE wlghy A=) fedsfe zle)7) gl
gt Wzl 22292 S4Hog #ge] £¥ o] 2099(M, 15) 22 o
& A= Fldes o] F 6428 80l et RS AW galrl, Tl #
HE s F afHasE Billroth [1%Ee] 2008090, 55)ofly ]3fix]e] cfftets
ZFgcl HalFels fy WY 5 F 2 Az 7l o#) 2 g
* APge] TR Yy oS S o¥ef nlE njgkd s=de] fE o
& FA =] 2le|7t gledchp=>0.05)(Table 5],
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Table 5, Risk factors in the univariate amalysis of erosive escphagitis

in patients with subtotal gastrectoomy

95% Conflidence

Variables Ddds ratio . p-value
interval

Age > 60 vs, < B0) 23 0, GE-3, 12 o, 221
Sex (M vs. F) 1. 16 0, 33-4.08 1, D0y
BMI (> 24 ws, < 24) 1.82 0, 54-6,17 i, 337
Smoking [+ vs, - 0. 549 0, 15-2.29 . 533
Aleohol (+ v - 1,04 0, 31-3, 50 1, D0y
Primary disease 0, 64 0, 08-5, 41 0,512

(Concer vs, ulcer)
Post operative duration of FAU

(>48 vs. < 48) 0,53 0,11-2,51 0, 516
Operation tyvpe _

(Billroth 1 vs. IIJ 2 64 0 52-13. 38 i, 230
Chemotherapy [+ v, - 2 83 0, 68-10, 14 0, 163

'p-ualue- £ 006, age: years, M male, F! female, Bdl: kig.-’mz.

[uration: months, FAL ol low up,
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(C0X-2) 49 F7HE Bole Az Hud] &4s §IHE TiHEle sy
2} slzadqle] ibafe] gle] gEF TR 2lzle] Fagds stk webs
+ @] B pl4ke] FHle Yoy og P4l dFERF FFEe
gl % 2ol g 7 Halag frleld vislsze] A HHE el
sl=ds] fE&e] A o2 HFle FFEH=RE 2okl 3] Y2 E
Hge] vlghyd A=ge] #HEA=RAE BrET 2w dl22elle el
o Aled dade] el YolRna] FHec),

= d@ Hrlel elghy slede] fEES 8RR o2l 22 el
4 955 FAHHY Aol godos vlid Axde] dxe feiHE £ T
rlole] EEale|= guc) o= AME | 22 Hails ae] 5--35u0f
w@Ee] Als o SR gdok= AT gz Jla)E Al Ba Dkl
H|Fle] g3 dF4 #lde] oiiste] # f2 H3ss Ay g2 falel
HE¥ g Ty o, # F Has ¥ S # Jl 9% E7h= vk
slzge] dhfef 8 FRE v|A]A] WES BeFrl & Aol 2443 &
sad Als abs gah} B s eyl FHahBilitec” 200007 & 3E]
2 gde} #] 4 Hales F A= 22 flilen) ©F A we 2gle) 3
wH HfF SHe] 2] waton) H A7 B ©HEE 3 AR 2ale
Blghd sl=ds] o] E H9E F2 gon faE HE gk o2 3
gl, F weiglal B2 qyde] ey os Foy FHsEE A2 BlEc
#lAx Hf 2] HE Ny FE o] AR dellles N A
weps] qliael o)|gt HANTransient lower esophageal sphincter
relaxations: TLESR), 4= €% sE=uele} T2 sfyaty BE oelx
slg gebze] e gledz) BEEch® YU o Ans olraFe ade
2 & B9, obE, Hgh 7], AE#A T3 zR]dbsle] Fe| gty
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2 AT gzt A4 ch2Teld nigkd A= g 5y d=lE hEG £
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Al d A oighd Alsds] fEES 3452 2 AT v Rasigdied
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£ Aol K opylori PEE vighd s=ds) g8z} Bde] gack A
priori Az A4 45 Lez)e] Aol cidld= g 97 F27) 2o
L ool mEgt HEe g delfolclh A pylori o] A=¢e] ofubelz)
W& Fsh= dFHo| di=d o] FlHoR= 4 pylori7} AL 2HE
idted 4t 2eElE Pas]F|AG ghd dE5E] B3 vehdbe $&4d # Al
2%t #lat B PL"Fro g dugic), ol B oplori Pz} A=d i)
Dgadef ol Fufe] AT = 4 pvlori PEE HER fde) glals W
aite] ahadmisladzhe AbgtpAzl gled), #4Als H9F A= gysde)
&8 TAS|Ac) & AFHE N prlori TEE vl A =@z BaEy
o] galon el vlgtg s=@ 2827 Mo AT Pl sfof= F
27} Radich oz A7 AxE FUg of MYz o2 SU #F4=E o
F dge] o EU 2217 U FHede]l o flaE HE 2t o
sl vif Thet Helde] F 2F 33 9 Ry ezl o5 o
2l 4% S5 58 2F maEy @ 2o A4y A7r] AddElojof o] £
Aol cAY B glE E& Fog ggic]

oW Hz falFells claFahe g vlgkd A =de] glgealy)l g
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ehel ©EF2] # Jl 9F % glal= wislslse] M wde)z) o 4 gl
Blghd sls=ds] fadef HckE dgs &) EYE AAc) mlely 2 o
TEZ 252 dfe= FEI gt Mol Yriyeg lidle ©@F o
Fol Fay ol oY 2ol ¢ i Hase f39 clx2Fe vsled el
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_15_



©E AR ] oy 2ol g B Halas Ay 9 fB2lTels el

A AEds] REESS Y ol2E3) vlasl, elgkg A sde] dale elyl
©HE AFe] Aus delly Y oF Tefld vl slsde] gz PEg
FHYAE Yoler #lFle # R Halas Ay 9 2229e] f2aEz)
A7 PAE P2 1633 E cl2T e g Y47 S HES|T AR g3k o
A AAS wla B olEe) 2 E38 dack

1, # 2 H3ss i 82l evlabg Ax=de] fEas 552 4, 93]
e} Hlamdle FAEHe Ae|#}t gyl

2, LA Sfdel 29 vighd A=ds] dx= 3BAEE ool 22 LA
class A= 2 7%(6%)2} 3, 2%(53%), LA class Bi= 2, 3w(5%0)2} 1, 7=(27),
2|5 LA class Ci= 0s2) 0,065(1%) 8 vlghd slsgds] 35 My ijo|7)
gl

3, ool vjghd Aled fEs] glHglalRe ghHer Saojs] =), F
Ao} FTEe] = AY a2 A= 43 MELel7} = FfH )
Her ol = 60M o)A, @2l Jeln §FHe] gl A-fwch
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Abgtract

Prevalence of erosive esophagitis in

patients with subtotal gastrectomy: Case-controi study

Ki Tae Suk

Department of Medicine

The Graduate School, Yonsei University

(Directed by Professor Hyun Soo Kim)

Background: Enterogastric bile reflux has been implicated as a
definite causative factor for the development of postoperative bile
reflux gastritis. However, little ié known about the role of bile reflux
into the stomach in gastro-esophageal reflux disease in patients with
subtotal gastrectomy. Interestingly, recent reports pointed a strong
association between bile reflux and Barrett's esophagus. In this study,
we tried to prove whether the bile reflux gastritis does increase the
development of erosive esophagitis, a prerequisite for Barrett's
esophagus, in patients who underwent subtotal gastrectomy. Methods:
Ffom Jan. 1997 to Dec. 2001, 222 patients with previous subtotal
gaétrectomy (Case; mean age = 56.3 years, mean f/u duration after

- gastrectomy = 41.2 months) underwent 419 consecutive endoscopic
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procedures. The presence of erosive esophagitis and the grade of
esophagitis based on the LA classification were determined by
endoscopy, retrospectively. To compare the incidence of erosive
esophagitis in normal population, we also reviewed the endoscopic
findings in .1633 age and sex—matched healthy controls who had
visited to our hospital for routine check-up without significant
gastrointestinal symptoms (control; mean age = 55.0 years). Results:
The primary diseases for gastric surgery were gastric cancer in 209
(94.1%) and peptic ulcer disease in 13 (59%) patients. Billroth type 1
and II gastrectomy were performed in 21 (9.5%) and 201 (90.5%)
patients, respectively. The prevalence of erosive esophagitis were 5%
(LA A; 27%, LA B; 23%) in gastrectomized patients and 4.9% (LA
A; 32%, LA B; 1.7%, LA C; 0.0%) in healthy controls and there were
no significant differences in the prevalence and the degree of
esophagitis between groups. Moreover, the prevalence of erosive
esophagitis was not different according to the duration after gastric
surgery (<48 months vs. 48> months, p>0.05) or type of surgery.
Conclusion: These results suggest that subtotal gastrectomy may not

be a risk factor for developing the erosive reflux disease.

Key words: erosive esophagitis, bile reflux, subtotal gastrectomy
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