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2517 % (ulcerative colitis, UC) fl % % B %5 (Crohn's disease,
CD) B # i H & /& & 18 JF Chyperbaric oxygen treatment,
HBOT) B 7 —@ 2 R HR A B\ A R,

IBD 11 & 3 HL 1 ¥ B 38t 4% 2 S | B o 57 i P B2 IR 3%
fizs 1B B A B AR SF £ U7 . O 3B ) K % Chyperbaric oxygen,
HBO)YE 1BD &7 H k45 8 /R T« & R 38 0 i 26 1Ry 748 1 4
a3 B R 4 i A SV A L MGE DL UL RE ) L (LK
YR E H A A 5 AR SRR L A2 HE 20 A R A R I 2R 4L TR
J o B 8 5 1 52 TR) P 0 S DR A K B
WA A 0L T R A O T U B U R K i i ) S
TEFR B H ST i g B AR L (R E 350 0 A s AR 0 B M B B iRk
Fr W A0 ) 20 MG B S 5 4 B e PR AR i b R B
45 fi 5 O KORE M 7 AT oA g I F A IBD 19 &
AR R ER BREEREM LTI mAY A H 4R A
A SCH L HBOT X IBD 19 858 98 15 78 T D 3 5 25808 I 4R ¢
T HBOT ¥ IBD {647 HL i BIF 52 v (0087 9 i
1 HBO WYX IEA

L6 LR AN RF 5T 7 . HBO AR B H T 3 K Pt R EH -
Atug V2 WF 58 K& B, HBO By Bt 4 1E A 7] 45 b 98 K #5 A
P

IBD A5 1 7 18 F 5% 57 e ) R 95 5 IR L 4 55 3 1 1
i 36 20 2R A i T A b U g R g e B O L B W A
L5 bk E 20 48 0B o R T AR IE A BT T L A AE SR IR S e
S BG5S B R B O e R R BT L 2 A R
B 5 S SE IR AT ST 4 R R, HBO REAS FEAIR T1L-18.11-6 . 1L-
8. iR BR SE K F o CTNF-) | B 8 12 K 577, 7 i 1L-10 /K
SEET RS S AR T . TL-18.11-6 0 TL-8 #fJ& & 2 iy 42 48
FUOT, TNF-o REE R 4 K715 555 0835 7 A8 0% 42 3
e 200 i 58 AR A TL-1R. T8 45 440 it DY) 1~ 35 3 14 L 2 4 4%
5t F kB(nuclear factor kappa B, NF-«B) i#F— 751k . I+ 15
ST E A T K T 5 IBD BB R AE S Bh ¥ R
ST, BRI, TR AW BT A AR T TNF-o B850 B i
R T M T IBD I K IR T 7T IR 35 3035 B Y I IR AE AR
AR TE T AL B 18 B A A0 S R s Rk A . T
REAETA T EML ML R E SRS SRR FRE B SAH
WA —EEATY, IL-10 R4l . i B/ T W
TR0 B AR O 9k T PR R Y T4 3 A i K P T
10 TGF-B LA IE Thl11/Th2 2 [&] /) i B . 76 — & B B ik 5]
iHBI7 IBD M H MO,

2 HBO 3F IBD &4k K # A9 1E

ZHMRIEN TS5 T IBD /80w L 35 3h3 1BD B4
Ji 38 2 B Y — 48 AL A (nitric oxide, NO) 26 35 B3, 1] 41 i 48
ALY AL i (superoxide dismutase, SOD) % 4 AR & i i B
H1 LT I, 3 B0 B IR o P 0 L B IR R R e Az R .
FRM, % HBO 4 # i KB NO Fl NO & B HE 7K - B K
SOD A i H BK o 42 1k B . ek S0 1k & B8 19 2E B 3 mt L B Bl
HBO e R i 2 b A% Bl 1 20 28 4000 7 5 AR B2 L el 4% A R 435
R4 HBO fE 5| #2 35 P 4 (reactive oxygen species, ROS) f) 1
s AF 2450 Al P A 1S i A ROS 14 3 o R B s BRI RT s
AR 78 HBO 2o 8 vh 32 0 34 i 2% 28 B 18] . 5 A 3 HL Ik
B AU AL D) AB B W B R B ST BT T A DL 3R S X HBO 2 8 IS
M
3 HBO I EFFMERSE

5 Pk 90T W] 3 B0V 7K b B DA I TP A SEURE ) T R L T
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T S0 3 15 3 R IR I 2 SR 5 R GR AE E R M S L AT IR
5 2 B % M A PR . B AR BF ST AE IBD 526 /)N BB TR R
IBD G52 B 14 B0 7 O [ A B2 A e 4L, 2 TBD 9 i
HP I — TUAS ] 2200 4 5 i PR e AR T A g AR Y B R R
PR 0 44 2 1A Ty R85 S M o I L R AE L 5 M i
I J I 45 497 %% U0 A OG5 5 5 i 4015 5 ] -1 Chypoxdia inducible
factor-1, HIF-1) A4 5, 3 8l R 0 206 S B #07G NF-«B,
MR TNF-o S RMEH FE RS RB. S H5RERN. £
A LI 5 I R B 9T & B, HBOT AT Ja 42 0 728 3 il 4 24K
iS22 e o 3t 3 e B B SR AT ) HTE-1 09 A Bk 8
IBD #8351 5 o i
4 HBO X & i {4 Th Bt &) 2 0

ORI R Sl Y A B R AL A =
Wiz i 1 Cadenosine triphosphate, ATP) , 2k 21 g A4 51 42 fit g & .
Beltran 2529 F 2010 4F & R T IBD B 35 119 41 J& 1 40 %8 40
i L 22 B 2ok A T fE 25 L . Tborra 255 (Y BF 9T E SE T %
R, A AT BOLORL IR BE 1 A PR A 7 A K ROS 41, 5
R 200 I S8 R S A A B8 3 378 1 B A o) iR L O R R 1Y
BT O G N F R D AR E G TR i — 2D B A e R -C OB
WA T . OFSE R B B 43 25 W A0 B T R R AT 9B AR AR
B 1A SIS0 58 245 1 o 155 2 by SO (AR S JIK B A 4 T SN 1 I
{37, 3 9 AE AR FIBOT Xof ol 4 19 ke 36 4 1] 222 6 %€ I, fiE
75 E I A A (R T R A1) 200 B R T L4 E RR e A EE AL L
— 3% IBD B H BUS AA Rk — B 5.
5 HBO Xt IBD B& THMIGTHHEBER

T2l (stem cells, SO & — & B A B & & il 68 1 19 28
AE AN ML L 7 — 2 S50 T AT o3 AL i 22 b Dy RE 40 S L 18 52 21 R4
i IBD BIIR YT TFRE T — 4% 0 5T i 38 6 % 18] 58 05 T 40 IS (mes-
enchymal stem cell, MSC) ## A T IBD & J7 it A 3% 0 F 5% #4
FZ—o W5 R B, MSC 1R 97 RE % 100 ) 58 M B B L 38 35 e 38
ek IE E R FE2ER . Lazebnik 285% & B, i H] MSC A 47
F R 43 IBD B (24 80 Y0 7 G 38 10 il 70l 457 FHY U8 28 ool o L
FAF IGO0 N AT A) 4k R5 I K 22 A%, W B AT D s AR 3 [ 46
AN S AN EEZ ZI IR YT R L I R R 2 BE R .

WoE & W, HBOT fE i {2 SC A4 K 431k . IBD i # Bk
4 SC & HBOT 97 . 7 &t F 8 B SC 3/ 972 i ¥ HBOT
" fig5 SCifyT IBD U IRIAE T, H o iy BAR B o A i i —
5T HBO Y897 J5 A7 75 Z AR R o K AT A3k A 3 347 SC
HAF Y 3 2ok T B A g mE e

IBD 9 & AL 55 255 52 2% - H AT OFSEALR BR T ILASE 5
T %, B A T LT A R E— PR R . A SCRL HBO XY
IBD 1 5 2 98 15 /E F 8 BB 0, 2538 T 3 AF 76 1% S0 00 B i
HBO a] 845 R AE K B A B e R R &2 2
WASTE IBD AT P R BB EAE . K LW 2P iR 97
SR E B IBD B H L HBOT, n] B3 2 2 19 s IR IE IR L 48
A3 e . HBO AT Re s il B 42005 & I 4ob R D ie 2= AL .
0 M JE T, FLE A T A M B YR 9T N A T IBD HoA )T R Y
A s BRI AN — 2P 0.
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