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& R (gastroesophageal reflux disease, GERD) /&
TeE T IR A AW RN T B ARk, w5 K
TR A R DL, RIEE R ML RIS . GERD &
I A WL IR — B R s, LA I 5 1B 58 19 R a5 31 10%~
20%, 77 P R 2 5%, 7R E A R R FAE LT
Ay, Cs R ™ BRI AT AR TG R B 0 B AR 2 .
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T RS R . AR R 2555 . GERDRIR A —
AMRBZRENE RS, Hirga KRR RHGERD
AIAE AR PR R, R RZEIG B, ARTEIAEE. DR
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I RBHE T R ILGERD I R A AP AE IR AEE, RGN XA 35 R
- GERD {2 LU R SR WA & 1, SRR T — S8 AM 1 S0 K
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WIWFR K INGERD S Z RSk A 2 A E R AR A A, i
RIFHLGIE FTAIR, 2SOt % fE R L o 20—k
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(IL-IRND :+ IL-1B2 — R B aT R VAN MUK+, 477E 3 M4
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Kim 2@ #1508 ik PCR-RFLP i RILBERAME (5 % (EE) i
I \L-1BR Ao IR AL RN AR BE M S % (NERD) i
FWERE N IL-1B-511 TT FERALRI T 4 FL I CC JEF A
Rl C Sy FEDI7E E R IL-1pR A BRI 5 H 5
(&5 SRR B IL-1B-511 TT JERIBFN T 547 3 K% CC %A
TR C S B DR R A S e £ 28 0 XU 3 4. Cheng 250
IS4 R BoR IL-1B-31 CC FE[RIBIAI C Sy 3L TT 3K
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Queiroz 25BN 45 B s R PE B R B P IL-IRN
22 FERT LI 2E0e Sk oY 45 1 7R IL-IRN 22 3R
AL LL BRI A R B R RS N TR 70%. ik
25 IR IL-1RN 2 %547 JE R ] /2 GERD IR R % .
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1. BREBEAE (MMP) : MMP SRR Al @
JHO A0 S RH e JEC R R - R A, AR e 4 AR 22 ) A 212
Grks, SEMRIEEH . Cheung 2RI F7R A I £ 2 R
g BB ANE 3 6 IR MMP1 1G/2G. MMP3 6A/5A. MMP12
-82A/G. MMP12 1082A/G F:[H7#, &I MMP1, MMP3 LA
Z MY GERD IR A EAHIE (P=0.002, P=0.04) ; 7
4 )1 GERD W54, MMPL 2G 25472 K F1 2G/2G #&
DRI 20 o 74 B e () XU B 7 o TR SR8 TR MIMP LR S 5
EF R A, i 33 GERD EE S IMEN R A .

2. E-AE A ESRER AR B4 s i R
LA Ca? g A AR AN LRI B MY, AR 2R 450
e ME AR P A L AR . Y B4 R EE I RIA T IF
% S A O R i e A=A N P N et o= = e
YE IS5 M350 GERD %L . HWIFT K I GERD & F 41
JIE B PR NS B4 A v R L E e Bl R
E-#5 %R 1 SAE A GERD KA FE T 1R W brid

3. FEAKHT (EGF) : EGF & 54t fsrik, W
FUUF S LR B i H EGF 3R ik i B 5 & & s IR 1 R
ARG WHSERIN EGF 2N Z A T +61 f7 i A-G Btk ik
A5, GERD #i35 H AG FEH ., GG 3 [RIR LL i e e 20 vy
(P=0.02) ; GG kB 58 B kA= 2A4H5¢ (OR9.71,
95% CI1=3.8~25.0) ; [AIWS I EGF 7K I 2t B 4l
AR I R S W] 2T, B EGF i Res it R
FERF B R e, B— MR R . 280 EGF §:3K
T RN DT B D e BRI, ok R 7 ) B ) 5 30Uk 2E GERD.
YL GG £ M AL GERD. & IENAR N E, EGF HENZ
SPEFTRE L GERD &35 &) B i IR IH L 2 —

4. BIEH KRR (GSTs) : GSTP1 /& GSTs Sk h ek
A CRgrfgmB AR, A F e fifk 11913, GSTPL ERHE KIS ET
5 (Ilel05—Val) FI4hE T 6 (Alal14—Val) fEfEZAME, W5
FHAAE T2 105 7 mi (K ISR 7 416188 S AR % T e

FIOHE IR R GSTPY JEN AL, RILR Gtk i KAl
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GSTP1 RAMILF K E R L EH | T4 B4l (32.11% vs.
20.66%) . ZAEIMEE Y [FFE & Bl GERD % GSTPL 548
TUIE DRI L) W S = g B s AF Barrett &8 P LL B AT
RHEE % & NERD. kg R47R8 GSTPL FEFZ &MY
GERD ¥ A AH <, #E0 GSTP1 JE R £ At & GERD (1) 5 /&%
MZE. GSTPL VENEEM—Fh GST WA, J&T 1 HIQUHHE,
AEfAG P9 PR s AR AT H SR B T E P S 2 B H RS
RS KA HE A4St o oA GSTPL Bg& 1 & 5
SR LT AR IR SR ) R e, AR R O R s — IR A
R ZRFIRE ) TR, I B 7 A B Bk R 13 h )
33 GERD &9 )RS3

5. Gk TG (ABAT) - Jirholt 2501258 i %t 36 5%
BEMHATHITOR I, ABAT W& T I HRAZ T IR 2415 GERD )
RABOIMK (P=0.027) ; F—DhPsLi RIEH ABAT
IR AL R NA S SRR A k>, B
ABAT W HIZ M B E FHELNL, & GERD KAEMBURIER .
RANUEIT R T ABAT ZF#fR v-2 5 TR (GABA) 128
— ML, 05 ABAT S B4 5l Sk A GABA R T
iR GABA N SISl , EH HEEmEE FTRHAL,
A RIR M PTR TS BE D REsk s, 154 330 GERD K4 .

6. Il BRI E ol 5 (COL3AL) : Asling 25T%t 36 4
FHERAT AR GUEB M K IT T 2 5 440 441 COL3AL 7£
% BE GERD &%+ &7 - S Hf7, COL3AL 5)L# GERD. JEA
GERD (k48 BAH5E (P=0.003, P=0.022) , a5
5Pk AR N B U 0 s U3 i 5878 8 COL3AL A
— 7 1 B AR B R AR O, R S R i,
T3 77 HI 5 524 B R R A WA, B I GERD R A2 KUK o
LT R LALE 1k 38 0 5 €A S 5Kk M R R B AR T
T R, RS2 35 GERD (W4 . BRIt £ 44 AL K R
I G 1880, =k GERD 4 9% AU 39 0.
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G HEFMP3 WHAL (GNB3) : G EMA Mo By y =k
F k., Ferb BIE AT T GNB3 4t G 25 114 5 52 (A 3E i 1 4 12
LSy ) R LYY E i DR LN = 0 I N A = i N S K
W] GNB3 C825T A % A M iy 1 R S At 1y Jee e e o 4,
GERD B#HH IEH IR AR, RIATLR GNB3 HH (1 EH
A RPN R I R S UK, T T BRI AR 2, SRR
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1.1L-8: IL-8 XK ML T CXCLS8, & —Fhsma i it
KOG 7o 1L-8 2N 2 2P T--251 o s T-A Tl kA=
AR, 5 L8 FIEWIINAHSE . —IRAY N 20 1] TG £ 4 B i
16 Bl € 48 . 31 4] Barrett &4 20 £ e AUE A 0 21 i &
BT 108 BT RGTER BRI, AT i A
(1 AT ZH I 1L-8 mRNA £iE B 8 T & ik o
MR, AP e Iim R IL-8 mRNA RikF . Yoshida
A TOLL T 1L-8 S AR A7 A5 T 4% 50 GERD (R4 (1) £ 4 B i
(fu4% NERD) , FikFHm a4l i L RIS &% R K

AR FEE 0 DA K B A RIS PN v L A B R R R A, 1L-8 e
KFILERIG . SAHPRKIN GERD H3F i F M AEAE
NF-«B 30T, NF-kB W 25 A7 45 435 1L-8 4 1 1 41 i
B, R0 1L-8 FhilERIA RLAE GERD & AEI IR H B i,
NF-«B 1 it 5 GERD JJwHLiil .

2. WIS Ak 2 (PAR-2) : PARs & —/NMBI Y G &
MBI RS, b PAR-2 & H AR (G S I K40 ik
JBER FIGE AN . PAR-2 [ 0 A T H i h . AR B e LR A
N, BRETREAN GHRE, 5 AR A SO
FIli) E T PAR-2. BFUAIL PAR-2 SARAL TR I
o, B A IR I 1 A O s O
Kandulski 2555 55 GERD H#% Bk PAR-2 HEPRI 1) ik
LWT 7~10 %, 5 IL-8 RIAMALULE L B IEAHRK.
KPR e 11 B8-PAR2 @12 I BE/E GERD Jfibliilz —, 51
FHORET A8 RO A JERE SV o

i HAth

736 Z T SAE S 9250 R 50 GERD KAL) 73 1AL
e FHAEKEF-a (TCGF-a) HREAKREFZA (EGF-R)
SiaJE, RBCEE LA, A E RS S R R
5. Fujiwara S GESTRIAE RO B RO BB, 95
JEAEE REAL 2 TGF-o0fil EGF-R 1) mRNA ik 2
TIEH EE AL P RL & e & IR MG /S,
Wikkib TGF-ofil EGF-R 1) mRNA ik i % PRk, 451K W
TGF-ofll EGF-R 7L A i S it PE B0 4 R RS I

Yamaguchi 25K B €A AR p R BB HE SE N F-a
(TNF-o0) A 7553 P R i i 4L -1 (CINC-1) Rl
WOFRZ) TR (ROS) At A IE I, M T B & 4E
Ko TNF-odEK 2 4507 T-308 745 G-A Tk &4, 5
TNF-o s BT INAR OC o EAE SRVRIE €8 R 88 5 IR R IR
IR AL TNF-0i-308 7 ni S D 22 A PEAE P AL )T 2 25 1
3= [35]

7N DR

GERD & —FhZ B 51 M LM Ez) ks tucm,
WK Z . RRHLEIS . BEAE 2> T BT I, AR
Il GERD KA S AHIRIE 1 22 25 WA 5%, FERAENLHRIAN R A .
MMP. EGF %5JER 2 &1 5 GERD. £ i i) A& KUK A
K, PETRFEDR 2 AL A B8 R R SO A J 2 e 1) A ke
FIEM . RS GERD [H AAAEM R RARRIL I, $oR It
R e R KURS H I o A DG DRI W i 2 v T B IR 10
HEIFED o AESHPIRER R LA SSIE R 22 35, R AETAT
NREPEE— B WFITUESE 2%, FED 2 MR R I AT Xt GERD
FRB AR A E M E .
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