femoe o=y
v #REIRE
A Reviews A

o« Do DO

EMBEARBE 2022%F F£12% $3H 332-343
ISSN 2095-2341

Current Biotechnology

/.

ESKMESEERKEMEFTARER—NYLR

IE, B#, XA E
AU Tk K2 S A A, Jbat 100124

u

P £F

Lk, RIBIFE, #HE

B OE: A2007FXARATHARGKF MM FRERGUR, XN ENFERBE LRI, FAKRTAEER
AREHETEHERTHF RO Z AT EA EFA0E R, 9 B EHAESEX F MR R ARG a7 ER .
UEXTEAKRKEALEEANAE L ZHNEEFBUANE, AAINFEAKREAELE T KT HEERANAK
BWEMHIL A EF ARG NP HRFNRFPERURS A EHE R, AT AT EAKkKEA
EEBANEARRE THAANRER THREKUARERATRARRATEL, U A A2 TEBFT LR — T NER
%{:E%O

KB A EAEEB AL EF BN W

DOI:10.19586/j.2095-2341.2022.0028

FESES R114 XEAPRAEAD : A

Biomedical Research Progress of Hydrogen-rich Water and Hydrogen-rich
Saline: Animal Experiment

WANG Meng , YI Yang , SUN Mengting , LIU Zijia , JIANG Xue , MA Chen , SONG Yifei , XIE Fei”
Faculty of Environment and Life, Betjing University of Technology , Beijing 100124, China

Abstract: Since the discovery that hydrogen inhalation could effectively protect against cerebral ischemia-reperfusion injury in
2007, the biological effects of hydrogen have been discovered successively. Hydrogen-rich water or hydrogen-rich saline as the
main hydrogen intervention method, which has been widely used in preclinical medicine and clinical research and has been prov-
en to have preventive and therapeutic effects on a variety of diseases. In the past, most of the studies on hydrogen-rich water or
hydrogen-rich saline were aimed to introduction of its medical effects. This paper introduced the changes of hydrogen concentra-
tion in the body after the intervention of hydrogen-rich water or hydrogen-rich saline, their effects on normal physiological func-
tions, and the protective effects on diseases and the impact on gut microbiota. We also focused on the hydrogen concentration of
hydrogen-rich water or hydrogen-rich saline, the time point of intervention, the duration of intervention, and the dose of each in-

tervention in different animal experiment, which amied to provide theoretical basis for the basic research of hydrogen molecules.
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S AR B K (R 294 0.8 mmol - L) i T
A J7E A A RN R 5 i
M. BARERET B Sk S S4: K s
WL AR ERNGE LI M ANTE R X —
SEFRIE AR T SRS RIE RN H . AR
TR E A W E SUKSE SRR K W s S 5
WFIE EATERIR | 7848 1S 4500 14 [ e o 05 56 1
SIS R I SR T T A ] A
KA R AT W50, AR T 1R Sk el
VE S B A A B KT UG R Py Sk A AR
Bl A IE AR PR K i R SR, B
Ay T WF5E SR IS R

1 ESKNEELEERATFHEERNE
IKETER

CA R CRAAR A T, 414
M)Ak A A AE 22 57 . Liu S50 SR A A
WA FEA R 7 AT AT UG KRS 414
SR EAA B KR P, 1 IR B UK ol e i
WA EL K (5.0 mge L) 5 min Ji , IV F1 4% 41
ZVCELFE I B IR O E RE JBEAR /N LA
IR ) r %) S B TR B WA, T Dk S o A
7K 1 min 5 S RIAFIEE, AL, O RE K
S MEUE /0N A B v & A (5300 pg L)
s B A A R K DO A S
15 (>300 pge L), M Dk v 5w A BEER K 5
A AL PR T RIS AR (S35 pg L)

2 BEEKTEXEREEINGEREATIER

AR SRR B Ko R RLE 2
PRIIRE RN GEAT 1 R R B, O B 20K
(0.6 mmol - L) 641~ (43K H H H IR E 20K 1Kk,
BT h) |, BRI R LA o R 2 G b
s, H AT DL SRR L 1M v b 9 PRIR (uric acid,
UA) . 5 JIH [ 5 (total cholesterol , TC) | /5 % i I8 &
F1 I8 [ B (high-density lipoprotein-cholesterol
HDL-C) 1% %5 B g 25 11 i [ B (low-density lipo-
protein-cholesterol , LDL-C) | K & & iR % & i (as-
partate amino transferase, AST) . BB ¥ 2 (total
bile acid, TBA) LA KU JIE L RE 16 b [ 045 FLIR I =

fiff (lactate dehydrogenase, LD) | JJLH& #4 i ( creatine
kinase , CK) . L& 184 fif# [7] T (creatine kinase iso-
enzymes, CKMB) L) Je o35 35 T 18R it =1 (a-hy-
droxybutyrate dehydrogenase, HBDH) |, {HAEF
R, 3K 28 MG R AR K i A2 AL TR [ S
A7 SE R S Y AR AT T P I E) A R B
WREKTIREORTE S 0K T 6~ H fE L,
S IR B T RATRAE T 1004 4 H S 35 T A 2
AWKV 10 722 AR AT A SRR I ] S B s
DIRedabR K T M REARAE & EUK T30 1R 3

3 BESKESEE KT ERB R
PIEH

31 KRR

3.1.1 #& JkJ% (diabetes mellitus, DM) 4 PR S
— it AR, AL T & RS,
BHURN ARG 4w BUE 1, 2 fE
LR . T &5 X PR s 1 5800 it 9 A
%, 1 Kamimura 28" 18 £ % 2 Y8 IR %% (type 2
diabetes mellitus, T2DM ) f B 5% 7 & B8R, 45 T2DM
/NERE H AR E UK (0.8 mmol - L) 34N H AT g
531101117 AN 7 5 B T e 1= N S A o
B EUK AR VR AT e R i e R 2ok A s AR
T R A WE AN i 107 R ) s I AR DR Y . DA |
R 25 AR | B EK R PR B FOF RREA —
E M ERAPAE T, IR & SR BB T R R
) —FA RO e BRI 4 R RO & 2K
S PR AT e — B i A

312 mER#ARER AR USRS ZREOR Y
ARG, i B UAE AR R B AE RS TENR 17
JHF AETEDRS 4 6 W 45 o Zong 457U RIFSY HE ST S R
TR BB R 2 R, A I g DR T S A A
B A KGRl 53 08 1.0.2.5.5.0 mL-kg ™) ,
FREE 4 JA) AT LA 25 A AR a2 vl ey S JEL [0 e R I 2%
JE B 2K 1 JIEL T KT [ Bt v v % R 2 T IR
[ 7K P, 78 IRH & UK AT e s AR IR B 5
AN AR S AT Bl T o AR PR s 1k
B 5 (non-alcoholic fatty liver disease, NAFLD) J&
8 A PR ARG W it ) o I PR 2R A0, IR 25
WL A Z R PR 25 DR Y IR R 7 R AR, A 45 A 7 R
SRR Y I SRR TR B A ARG IR D TR A
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kB RN W7 5, LA B AR AR 4% 2 I 25 1 (very low
density lipoprotein, VLDL) ¥ 2 2% F1 73 WA D) g 2% 1]
o Kawai 438 i3 8 20 AR AR B = IR 215 =
(1) NAFLD /) USSR 52 2 B, 11 IR 00K (0.35~
0.45 mg-1.™") 8 Ji i 4 35 2 M Mg W5 RLITF ¢, FLT7 2k
G A% H B AR AL, -5 HZ AR AT BB S i e A
IK TSR T LA R R AT aot S A A 1 L 0
1% Z {K o (peroxisome proliferators-activated recep-
tor alpha, PPARa) FiE 7K P F: ). Lin 5538
ST LT 1 R D5 A/ USSR 2 B, 1
1.2 mL & &K (0.5 mg L™, B K 3WK)ESE 13,
Xif /0N BN 1 2 S e i LB 5 A DR AR T
FER IR RN & FUK AT 3 ] LRSS I
THNBIREFEF R M KA ARSI BE H
=T R DL TP A - 8 v LA R TR Jo 8 ARUR 58
P A PR 8 (] RO R SRR AR TN
K AT A H IREFE S, TR T e
18 SR A B A Tl A IO oA 4T it R i 4
A UG Y TR, O 4R %0 AT RE i i 1 S Tk
B A R BRI R A1 ] ok 983 PR AE TR F- (tumor ne-
crosis factor, TNF) a Fll ;44 2 (interleukin, I1.) -6,
755 TL-10 F1TL-22 , M 0 4R P R IR A7
AN ORI o DA ERRFEAS SRR | B KO
NEACEZ LA —E AR ER], I EUKA 2
RIS TR AR S i — R AT 80T 1% o

3.1.3 A HE £ £ (goutyarthritis) I KUPE G
A T A A ER A e A 2L R A I PR
P v o 1 e, 2R T 5 | AR DR TR ER 45 W ITUARAE G 17 3 |
T T2 G 2, e A OGS 1 5 L ) Rl 2 41
P IR RIE RSN o 25305 T IR R L
s TR A R T S O B BR DG 4 A S A M XU DG 4y
RREERL, B R A S 20K 2 MR 28, &
EV SR IHIPNESS LS S Gl NS SN
R 2 i [) 24900 A8 20 O R[] P I T TNF-c
IL-B SN KPR TR R B, 4278 B |
K AT B3 o R APRIE PE AEKOT SRl 2 A S g o LA
TR EE RS S K AT A RO R AU TS
RRRRIE N, H I E 2K A R TR K
PESCTT RIA BT

32 WERGKR

3.2.1 & Ao M x5 P (cerebral ischemic stroke,
CIS) e ifi A IR 2 v 2y 3 1t 0 fk (391 8 ik
FIHE DK ) P i P 2 i A A 2 5 20 iR 4 21

IRFERY SR, HBA R BUk AR ST R
YRR AL 2 H Y B E AR N B AR A
AR A E PR — o IR R IR SRR i 3
PH-JHE T 0T 490 SRR I i A o BB R A A
L[ ot 2 BT A0 L R O Mgt I R 1
#1405 (ischemia-reperfusion injury, IR) . Ji " &
ST IR Rl P i O 5 1 i e 1 S ARY , h SHLAE P
TETF U B F-REVE 6 h 5 T SR AN s S A BREER /K AT
DA 35 4 R P 8 ST A L BRI R T e
TE 5 R A AR AE K1~ IR it 4801 LA K A o T2k
TR o L EBFSEAE R R T S
ZKOXF e L A A T A AR TR TR

3.2.2 B A S f b % (hypoxic-ischemic enceph-
alopathy , HIE) 40 St 1l P4 i A2 ph i 2H 2 Bt 4
R 005 ) i PR 2 BRI R A TR A AR i
B ABGE A= L it Sl it P s i UL o R AR LBk
SR I P i o BT A LR AR R N S A A
9 v i R A BORT A= L BB 2 B0 S8 A S R ik
DL RS AR 2 R G AR R
& WU 5K g S5 hR S 5 S 25 o 2 SR o
Cai 5 RS 1A K BB SR BR M AL, 75 AT
IR LA R A5 8 h 27 R BUIE I 14 (5 mL-kg ™)
TR SRR IS 24 h e R, & SR BER
JK AT 25 /0 A A AT T AR, 580 28 T B AT L
1), [ g o o 22 T RE B A AT AR L DR 4 i
VB AT B 3 3 B AT S A VK P R 28 JRAE S
PESEERY . LA AR R AR | & S A B K
X e S IR o A M A VR TR IR T AR

323 ¥ MW B T A= i f (subarachnoid hemor-
rhage, SAH) ik [ JIE IS J# H3 1l 435 H /35 I 2l JDOeg
I L5 R TG 25 D) 2R | P G S 8 2 T 1 28
A AL I AR L U A R IR BT f 5 | ) — o
Il K25 G fF . Hong %/ 37 SAH K FUBE AL AfF 5%
R, WIS SRS 8 h 251 K SRR I 1 940
e SRR K (5 mL-kg') , 24 h 5 ) 8 & /b
SAH J& 5401 i 453 0 2 B i 22 oo PR T, JT A
22 IR 0y A2, ELAE I Z AR PT RE 2 aE i Aky/
GSK3B 5l s/ 1. LA IR 4 1R, &
AR KT SAH A FERIRITVER

3.2.4 245 M PR S A5 45 (traumatic brain injury,
TBL) 51 U451 45 0 48 oh 2% 098 RS
RS HE Ny &2 WASETE GO E it T =
FOE I BOK A A AR AL BE Az 0, 2
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G N 3 A 45 2 DL NRESE T T E AR R Y
FEFEA . Hou 55 HE 7 W il i 453 473 K Bl
BRI, IS 28 7 d B R4 T K U I
T 5 A S BER UK (5 mL-kg ), AT i 2 2R iR
TBI 52 AN DI RE T K, O 4 th g AR B K
A BB o A A A T 1 DL R AR E BDNF A5 1 %8
fish AT BEPE A S X TBIAY LRI HE T Dohi 45 2%
FH A T Bz o4 o ok S /0N B TBI S BY BIF 5
B, WHEREHT 24 h T 4h A B O S SUK 5 2
WF 78 45 9, Al 5 /N BUTBI 51 % 09 i 7K fi 335 %% 24
50% , H. A 5¢ 4= BHL o5 2044 5 12 Ak Tau 25 1119 %
5, T B KO TBL A AR 378 1 AT BE 2 i i
I L5 B D RE AR DG AR L AN 22 RAE I T
RSB . LA EARGESS SRR, RS Al
PHER K 5% 1R & S KX TBIA EAE TG E R o
3.2.5 144 % 9% (Parkinson's disease, PD) {4
ARI A — T UL T AR 2 RGBT VRS
R BRAE A PR 22 LR RE P 28 TR A T 1R AR AN
6 oy /IMATE 1 [R) I HH B SOIRAAR X 22 T2 g 128 I3
i 2 5 LT R 0 5 26 A A4 A= A Bl i R
b EERIMOE R PERRER LR B SRR S
PP B 14 18 SRR ARG D8R A | BEART T
H S AR A AR B ShE R . H AR R
P27 90 AR B Fu 55T ST 1Y 6- R R 22 0l IR
fig £ (6-hydroxydopamine hydrobromide, 6-OHDA )
75 R PD BRI S K B, AT 7 d SO
3 d UG TR AT E Z0K (0.4 mmol - L) B & 4
BJG 28 d, PRIFTEUIR AR AR P 22 12 i AE P 28 T
S W L B 1 I e K T RESE Z2 PD i e
H A UM R 2% Fu S8 53 ST 1 2 Ak 1-
F 3498 31,2, 3, 6- DU A ML BE (1-methyl-4-phe-
nyl-1, 2, 3, 6-tetrahydropyridine , MPTP) 5 3 ) /)5
BRLPD A Y, #E 20tk MPTP A58 i ARG 7 d JF
IR HESE 1T il s UK, PR 22 L i RE Al 28 T4t 2 Ik
D2y 50% , [t e BRAK e S 6 7K (0.08 mg - L)Y
R L v v B B UK (1.5 mg- L) HEAR 5 7648
MPTP 5 5 i HER i 7 d FF B 2 224K F & 20K
B R ERR 28 d, M52 U B RE Al 2 o 2k [l A
SRR, DL B EERER B K
XF PD A TTE RN AE T AHH R 35 vk 2 R4 VR
AL s P TRADT I

3.2.6 T R 3% %5 % % (Alzheimer's disease, AD)
BT 70 2 1 BRI A B A N UL ff 22 0B AT R

U, S i i DL R, HC BHUARE 1 S R ik B2 2
RN DX H IR S Ve My e AR BE DTN L 2T 2F
Yr A2 g HE A 20 L OR 223 Y6 AR M R R 28 DT Bk
&Ko I RFFIE 2R IR Ba 28 Bk AN [ 2 B 1342
JIE S TR E RME IR JTREAR AT R G R A
Tl TR SRR . Gu %R HI SAMPS
PR & A/ BRI 9 e 1L, 3% 282 30 d H RO
& A 7K (0.55~0.65 mmol+ L) Al i 3 2% i I\ M1 )
BE TR, It 2 0 ) 22 A T B0 R LR K
SERREAG, [FIB i & B 2O & 20K 18 il Je T
Pt i 2k B s b R4 R SR AD B £
Al e 5 HPUEARE A G, DL s a5 R 1R
N, B SR AD HA B TERIRI TR

3.2.7 A ARJE (depression)  HPARAE J& —Ff & UL
RS PR , E BRI IE 45 N7 S (% R
W AR SE sh= E M AT E SR KR R
AMESFREAR IR B 4 B ZANANIE AT
AAREK AT . 5 PR K2 Zhang 55 5T
12 4 7 AT 4 I R R 3 (chronic unpredictable
mild stress, CUMS) 7]\ SR I AR FRUBF 552 & B, /1N
S R AR 30 mL & 27K (0.8 mg- L"), i 4L 4 J&]
A B I A R I, kA A RN S AT A Y
A AR AT RE S & A KT S 4E B I AR A K
B G DL MR SRR & S K T RETE
2200 BRI 7 T VR AE T 2K

328 —HAAH(CO)FHE  COHHERE TR
BRIGEAN 56 B () P ) PR E R AT g, P
FEHLHLE CO 5 IMLLE F %G ) A 5 208
1 35 A 77 5 200 ~ 300 1% , Pk CO % 5 5 141
EAREREE S AR &N RN A S (BN AR -
ARRETT i LU= E . CO R EExt 4 By
LGN R BEPEAE T, UG Rk Bz J53 1) 5% e
B A E Y B TR R Sun F Y TR A
A= BLER K CO Hh g 3R R R Mg & B, €O g
KB T35 60 h 73 6 YOS IR T 56 1R A s A 2R
K (10 mL-kg )X pH DI Re A W& U EH L%
YERTT g5 & S A BRE K T A AL R 2 REAE
R BIWERKFEDE R R Wang 2K
B, K CO a5 2 th BRI iz )2 Fn i i
TR | LA IR /D SO 24 L R 4 L A
RAE P - 38 7K F- T 5 B B B 2 1 (myelin
basic protein, MBP) &35 T B 4547 0 , I I 1 540
e AR HER K (6 mL-kg, R 17R)3 dJ5 il ik
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F E AR, DL BRI R W A A B K
I 3 A o] e B A T Y A A R 4R CO TR EERY
BRI ER

3.3 L MERGERR

3.3.1 3Bk # A A2 4L (atherosclerosis, AS) sl fik
SRR R AL RO LS R 8 AR DL AR — B | 8
AR B AR BT S 22, 22w AR IUAE L il b
BRI | e 1B 2 2% IAE e & R AT L st A% S A
ROk, RAE Al 2 R ARTEA RS R RKALH
FIEVE KA p AU S RO SRS o e R B 2
e T AR K2 Ras B sk #2330k
o) R S b T I R TRE R B Ik o A A A i
T E AR IR T5% LA AT 2 A S0 L O L
FEBE R H EE R PEAERY, 2008 4F H A BEF}
K2 Ohsawa Z5 % F Apok IR Bl Bk 3 ik o B Al
/ISR BURIT S 5 B SR SR AR AL A i K (R
4.3 mL)4 ] Al 535 i /b 32 Bl Dk ok A A A A5 05
FEAREIZAE HI T BE 2 3 i UK BT A 5
M. i — PRI E SUKRU S Kok R AL Y
YEFMLEE, Z2 111 B 24 BE Song 55 2Bl J5 HE4T T — &
SITRAWIFE , e B R 5 B i 2 1 (oxidized
low-density lipoprotein, Ox-LDL) 7E &l ik 75 # fifi £k,
KA R e R AR E AR ], Ox-LDL Al i 5 1f 48
PN B2 20 L 3 T 14 B B SR A SR AR Tl 2
fA-1(1ectin-like oxidized LDL receptor-1, LOX-1 S
AN B A T RE R I, HER ] ApoE B R B /s
RS RUAI 9% & 3, 2 2 8 W) 3 oK N s U S 1 A
SAEBER K (BRIR 5 mL-kg ™', B K 1K) o] @ a4
il LOX-1 14234 1l NF-wB 3 4 1 80 ok 5 11 3 ik
s REREALIE . DA BRI S SRR R W EUKEL
A TR KON Bl bk o A A AL BAT T E R IR T
TER.

3.3.2 & fJE (hypertension) 5 I H & 45 LUK
U6 20 50 Bk o s CHSc 4 e R/ as &7 5k e ) 388 e Ry 32 %
¥ AE (U5 45 TR 2140 mmHg, 4F 3K JE >90 mmHg,
1 mmHg=0.133 kPa) , AJ 470 iR 25488 B Y2
REBIAS TR0 T A I RER B AE o 9 2 i R
UNIOR R I P Sl (1K e s B A PR
Zhang %5 ITSE TR B R SR I M S AR N
FUEFIERIK (6 mL- kg™ )% F &M e i A K R it
AR VR A 5E R , 45 R R NG i v 5 e U2k R
KJE 3 H ES KL RS N T REU] B G , |
SRICA b e i Fe AR L AEL S 0 S S 2 e A 381 1

W TR R U R KO B R P R I K R
A& T RE AR FH AT RE S HAHT A PR IE (R
LRI T 1 LA K 5 — 4 AL A (NO) R T A
Ko WAh, Takeuchi S5 IS5 T Ak FH & S K X
ik A v fii w8 2 M I K BR (spontaneously
hypertensive stroke-pron rats, SHRSP) #1 £ Jj g 1
S o TS B, ROH R EUK (5 mg- L) 16 J& A]
275 243 SHRSP R BB # 22 DI RE , [ I B AR AR
B 5N b L A REAE A Y KA AR
Al RE S & S KIS A A i BRI S MMP-9
5 P AT DR I I 5 it 5 2 DA G o A B AIFE
SERSER BT SUKEUR SR B R K TE W R
LA RN, AELRT i I 75 R 4 O A AT TS A 1) T
B FiG 1

3.3.3 &S ULAE 58 (acute myocardial infarction,
AMD) - 2RO WURESE 2 48 S IR 3l Ik 2 it
BRI ER AT RO URSE . h R T 24 R 2L
Fe AR W J5 P, PRR IR RS R T 3 25 ) A
RE 58 Gl , PIAT INLTE O UG PR 1 e S A7
O, AT AR R RS ) s
o 17 T E I 2 U R R A e A D LR TS
S S A I 2 IR 7 2 O RIS Y 0 2 T B
{EL P T 2 R BT A 45403 0 Zhang 55
WFFE T 5 VA BER KON B v O JUL gl I -7 12
RS2 W), HCAE S R 3 Dk e T ek S 798 1 T 5
min J§ & S A E A AR BRER K (10 mL-kg™) AT
035 G figk e PR O R RO LA B L L
RESE AR S 9ai /b, [ O JIE DD REAS 3] i 25 A%
ZAE 5 U R K A BT R AE SO 2 DIAH G o
IAh , Feng 550 AIF 5T 1 FAA RIS sk & & 4
A B ER K AL B R B SO LR E Y £ 4 4
Mo TER RGO IUESE R RTHEAT 3 A iz
B IR A I I T S 0 R S A BEER K (10 mL-kg ™)
THUAR AT R0 M B WS4 R ET 5K DI RE L 2T B 1k
OS5, 1A 5 & A A BT K Y 4a A
VEHTLA Rt 1o V8] 35 LR A4 £ 1 3R IR RAB 520 LR
KLRDIBEA G0 LA EOFSE S SRR, Sl HE
KX AL U AEAT P AR R T R T 7 A T

34 BRARZERRE

3.4.1 %M P M & % (chronic obstructie pul-
monary disease, COPD) & 1 BH 2 14 Jifi 45 g 1] Bk
% BEL i B3¢ it BEL € , & — o AR S 1 I A2 Ry
IR A BEL ZE PR , 30k b it 52 BRAN 58 4] 3t
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H R HEATHERR  H A 5 Il ) 7 M A 55 45 A
FANRECA TR 5 RAE SN A . BEE I
G, FEU DI REZ W TR, ML H WG s 2
PRI B B S A I L o Ning 0V T8
S PRER 7K P04 B X W AR (cigarette smoking, CS)
SFEHY COPD K BRI A B, CS HT 30 min i
FEGT (10 mL-kg™) 100 FI RS S0 AR BRER /K AT (i 25 40 1)
CS Y AE FH R = 7 WA OE B Rz B, BAR
FEI N AN 20 52BN AR R PR A0 i
A BEITE RS 2 A mucSac (93 #ak DL S GE
b BB S T AR TR RE S A AR B K
(T SRR LB EGFR (4 R AL R Nef2 1) 36
KRG Ko Liu S0 T R BRA A0 25 2
8 JE e , I v i A S A BEER /K (10 mL-kg™)
4 J& % COPD 1Y 5% Wi B, K B i) il <03 FH. g 9
JIN IR DA K2 1 s oA g W A</ P g it 3
() LU B XA P4 v, TR 2540 0 W Wb i e, ELAZ A
FHAT e 5 & S A B K 4T E AL P AAE B A
Ko PLEHFFEAT RS & A4 BER KX COPD
A TEAE R T FIYa TR

3.4.2 A% %% (bronchial asthma) X/ E B
Wit A2 — o 2 2 T ) 8 1 A I i , 3 LN R A
WK e B IV WG PRI, 8 A SR SRR R B R A
2 P EOCAUE L ZESEE S, 54 2] GE A I IH
MET S S A2 o Xiao 45 HE T PG 25 1 (ovalbu-
min, OVA) 75 3 i 2% i /)N B A 5% ¢ 90, I I
PSR AN E A A B AR K (10 mL-kg™)60 d Ji , XK
7 Tt P O AR A P AN A P K- 2
G, TR BRI VR B8R e RO R T B, 58 ST kS 2
F mucSac SR E AN PR AR I (vas-
cular endothelial growth factor, VEGF) 15 F i , 1%
YERIAT e S & SR K BT R AEE A 56 LA
R AR | W A A B KON SR A
WERAITAEI

35 REMERR

351 SEHHER Ji(allergic rhinitis, AR) 854
S A& BIVAZ BE R S AR, S 5 JHS R B 1% 742 oy 1A 535 ,
Yo fE FR G032 B 25 S P 1 BRSO S A8
REAR o I RAE R HL 22, JHE v i M 3 R 0ROy B
P B IR S T A, A A A U S T B S T
MMRAE 215 i 1H R R I A5 [R5 K2 s )
U B2 Bt Zhao 45 £ 57 X% BF 11 2& 11 (ovalbumin,
OVA) BUBHY o BUvE 8 R K BRI Y R B, 48

i 14 d M8 I E SR AT E A #ER K (10 mL-kg™)
TG 5 s P 0 5 40 A R K (FF K 20 L, K 1
UOAEFE, OVA T 1 AR AEDR U0 550 Ji 438 5 4 T
WA B 2 G A A A PR K RAE
B4 I T P8 %2 22 BR 2K F E (international general
electric company, Igk) | 1L-4 Fl [L-13 ik /K4
Ko B FE— DT R, A A B K AT
EE Ao 410 1) g TR 4 L P 48 2 0955 A T 410 ) ok
AR AE VR K AFEXT AR PRI ER . DL EBFSY
SRR W AU B KX AR A A IR YT
P

3.5.2 & MR X (acute pancreatitis, AP) 21
B R 58 S IR i PR T £ P k) 1 B T AP T T 5 |
OB o TR IR AF AE AR M | 5 I B 1L SR A8 S5 1
DL IR R R K G MK | R
AR TR s A7 LA DR P 0 s il 5 2 T s 1 DL o
2010 4F 55 25 K2 Chen 55 R IE T 5 A 4 7
FRAKXS AP R RAPE  , Jlad 2 57. LR RIS 1Y
AP K BUBRIBFGE & B, 45 25 )5 15 min 8 5 T 56016
Fies A HEER 7K (6 mL-kg™) AT SE o 4006 1L V5 U2 by
L3 e BB N=ING Rl e v v il IR E 3TN =g DT =R A1)
LUK MRS AP B AR ZE AT RE S &
A EERBUEAL PO T ] NF-«B 3 P 5L
DA R AR E R 96 200 R A O o IR A DXL R B
Ren 5577580 12 AP /)N U AL SRS, w4 #i R
JK 34 T 5 3 X NLRP3 58 i /IMA T AL 1) 410 1 o &
FEXT AP I ORAPHE T 5 [ i i R 20 30 38 ik i
U 3 SR AL R AR B ER K R 4 00 ol 2.4
8 mL-kg™) W] B 2 2 M Q001 B AP, A HI AT
B o SR K BT AAAE I OG0 DL
AR & S A B KX AP A TE IR YT
e

3.53 F B X (periodontitis) 7 Ji R —Fp E 2L
H R BE A A 25 Jmy B R 3R 5 1S 0 2 e S e 2L
P VESE AR K T35 2 ANHENIZW I & kN
o 200 B RRE AR A A AL b s i, 4an SR 2F
BRI ARAT BN AT, JEAE AT iy B ) R IZ 9 1K
B I8 i JBE | 28 Rl & J S 2 F 48 . Kasuyama
SEIESE TR SRR AR A, HoR T 22k
BEFLIE ISR U R RSB TE R B, A O
VRLFIES UK 4 JA )tk 25 1) 2 R A A ot g, 32
FEI S I J] i 72 v ) 22 A 1 200 L T RO
20 B A A A [ P i e SO o ] 4 B
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P AT e 5 B AR A R ) AR AL 8O 56 . Ekuni
SERORIESE T E SO I 48 KRR Bl kR A B AL
I 1 S, H [ R FH 2 2 88 L 1 e o7 R B R
R, A g | AR 20K 4 J5 RT3 4
il 2 J& 9 75 1 K B 3l kI B AR i A I AT
g 5w KB I3 1 Ox-LDL 7K F-Fi 3 30 ik 4
AR v S s R R AT S N O
T Ji 98 K A T 9 S B Sl DK oA R A AL A TR A ) T3
B FiG T/ o

3.54 A2 LM% 8 (obstructive jaundice, 0J) 1
BEL PR B 2 I N B AR AE S 265 i . A
BB ZE o R AN eGP IEAE DRLIE T IR AR
e, G AR S ARG RS , A i, 25 5 AL 3R T
e T 5 | B, HG I DR 2 A Ik €0 8 L fik R
PE PSS IRLT R T R IR LT R 52 B Al
JIEL T P 3 45 o L S5 ST B S5 4L IR
B OJ BRI A I, AR S 1 d FF AR 122 10 d
A T S A N e S AR B AR 7K (5,10 mL-kg ™) ] i
H M O) R AT A I W] BB 20K Y
PUAIE PUEAL LA AT ERK1/2 1553 B A 3 ) A
Ko VA EWFRESE RN 6 SUKR O 20 T4t
DA AR PR ]

355 MRFEE (sepsis) JHe 5 R S — b e 5|
Y LLA B RAE S F R G AR, 2
BURGMEIR T 24 B DI BERR AR L5 GRS, R G
i R Y EEBE N 2 — , BRI TS A R B IR
Jifi o Li 55 R HE W45 FL 2 LR (cecal ligation
and puncture, CLP) # 37 K BRI B 5 B4 B AF 5% &
B ARG 0,618 h I V56 40 0 s S A B 2R
7K (5 mL-kg™) FFAE AR T 24 h WEE e EEAE 7 B 161
Py Al, a5 R R, W A A K AL AT i 2
il e B A5 10 AH OC I 48 AR A4S TN B 4 8 (alanine
transaminase , ALT) . JLEF (creatinine , Cr) A1 fiL /K
A (blood urea nitrogen, BUN) A8 Ft /= i 1 48 49
(partial pressure of oxygen , PaO, ) A FAIG , 7] Bsf fifi A1
B R4 47 A S el R BR 7 AR T R R L T
MZAE F AT Be 5 e AU R AKX 9 AR
0 L U T AR RN AT G o Zhou S BFSE T
T AR R KON TR R E 71 A 1 B 451 3 14 DR A7 1
AL RRESR ] CLP R UM R RE A U5 K 3, 12
FEARAT 10 min I8 M T 5 000 A i S04 BER K (2.5
10.0 mL-kg™) , 48 h Ji AT {8 3 28 fifk e 359 51 1 Y
NG A 475 DA R0 ) B B A, [) I A 7 S B ) )

ROV, I S KO IR B AE 5 A A M A 4 7 £
PR S R A G o B T R 5 A
PHEHISE , B S A B KOG e REAE 5 | 1 it 461 473
WA R R ER . LA LIRSS SRR, &
UK R BEAE T 200 2% B 054 W A R T FNA
JTYEM .
3.6 BhE
3.6.1 T ENKIMIBAALEGIHER  HAl
O KESY St s 2, IR & Sk sl s
T A B A BRER K AT 15 B bR %) % A TS X e
SRR AL BRI HIVER, A0 Zhao 5 B T
B A AR TN ik iR b B R A A T, R T °Co
P 5 4 15 1) SR P S0 /) B oAk 2L 9 A R
IR IR, L B HESTRT S min I8 B 5 B A0 B AR /K
A b S B R AT IS 30 JE A /N BRAE 5 % [ sl
SEE B R LR A R R IR E S B
A K B BT AR A G o R T R oAk 297
A, & EUKIR AT TR G & . Kawai 465k H
STAM™ /)N BRI 5T % B, A H K & 2K 8 J4]
A BRI R

B T 9 B s ke A= A KOG e A K
A WEEIRIVERT A0 Yang 257 5 5r N T8 N R
M BB RS A AR A, Y iR 4 ) 42 3~4 mm ),
VEE 5 AR R R A K AL B 24 d, R IR T R A R A
TR T £ A 38 K 32 3 o 2l i E R T e S &
K3l 1 ROS/NLRP3/caspase-1/GSDMD i%& 12 i 3
MR T A G UL EWFR S5 R R B A AR R
KB SRS IR A K A TR A I T RNA YT
YEM .
3.6.2 T EANKLEMIBAALT FRIREER T
3 AE % I I 200 L 14 ) A, -t 2 F R S5 51 P 1A 4
T AU ARG o B LA O N RSO A4 R
JRA T O IRE R SRS TR L= %
Mei 25 “IFSE TR AU BEER K O Sk SO0 5 |
B B2 R R BOVE FH o KRR ©Co Jey il Hie, 15 5 iy
5 min I8 S FE SN E S AEHERK (10 mL-kg") &
B OTT 5 R Bz ok 9% 1 7 EE R P A B ) S R A )
A 2 246 52 B S N, R 5 S0 AR I U e
135 B EZ M. Zhou L HE T & SUK XK
J7 5 RS 1Y) B JRAB A0 ) A 9V L R U ik 22
Jry S S O IS R R AT R A K (2 mg LT WSS
ARFE3 YR (1 mL-¥K™) 4 J8 5, 50 B2 (GE IR K ik
AL, & S KA L K BRURZ A& 52 B ] ) 48 44
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LIPSO RO, B 2K B PRI A AT g
SHEACFIPTIRAE RN A K

IUEF 2 E A R Ay b d w IR — Tl 24547
FEVE ACE R P I g R e | Sk 2
PERE R 2 A o B R A B R AN R
N, AR, B SRS R A B #E A R
SRR VE T . H AR KBROK 2% Kitamura 453
1 ARG IR CT WIS S VRS 7 d N R B
JE AL X 55 e 8 52 700 Wk BE R VP AG /N Bk B ok 3 1
A, BFFEEE R AR R SN HT 7 d I 46 % 22
7R A R AR FOK AT 2 R e N R R
R SO (R W v N L A (O N e N I
IR A5 5 [ 22 AT B 2ok it S8 P A
R BAR I 285 W 1 38 R A S A W R T SR DA
B E L RE, [FIAEUE S5 1 AR AR RN & S0K AT b 35 2%
fRIEA S B B 0. AR e 2 — R/ TR
[ Jof e 24, 2 0 1) 3R B A K - 32 A& (epidermal
growth factor receptor, EGFR) (1) i 2 2 35 i 417 5
A, T Bt ] TR 97 EGFR 5878 A i 11 3k
7N i A 9 (non-small cell lung cancer, NSCLC) 1)
— 2R 25y, ARl T AEAE 1] B il 5 Cinterstitial
lung disease, ILD) YA B S 0 17 BR i) 112 24 997
Mo AWTFERM], 07 IR IR R e 2 &
SVEM AT o Terasaki 7 BIF5Y A B, MR T S
ZER IR AR e Ja Lk 14 d K A BRI
B EUK T G AR 2SN AR e S B 5 4
[F] FRF AN 2 W) 755 A5 JE R gg RO L %A T AT g
HEARMBT AL AP RIERON A . P EWFRSS
SRR T s A PR K B0 B & KT e
AT YA BSOS AT AR G0 22 VR [R) i) 5 A
S TR T 28
3.7 KRR
3.7.1  4F M & K (atopic dermatitis, AD)  FF I
P B A o — i Lok P R SO R R 0 1
SR M HREVE BRI | i RER I 192 M S
FE TIPS WA ) R AR A R
A B A R R A TN e . WE SR ], R 24k
AD S R R 055 Th2 R X 45 ¢, Thi etk
W R JPAR O 5 Th S BERLEA K . Tgnacio 55
SR PR 2 A8 157 575 5 ) NC/Nga /N U AD A5 RS fF
FER I, AR [ I 3 22 TR T %7K (0.5 mg- L")
25 d A S REAR LI o Th  Th2 %5 5 AD & %5 %
PIAR 5 B 29 K+ R 3K K- o Yoon % 2% H

2,4- T FLGORTE S0 NC/Nga /)N B AD BERIAF ST
K, B EK (1.5 mg- L) 12 J8 ] g & 2%
fife AD FE I ACRE R, [R] B i 37 +p Be 420 fk TG 1
R I Th2 408 K+ 1L-5 . TNF-o  1L-6 55
i R PR Fil [gE 7K F- 2 2 T I, $20R & 20K ] fig
T P E AT T G E RN R R AEXT AD (R4
YER . DL BRI EE RAEIR , & K% AD A i e
ORI RN (A E S

372 b BEESRG SRR EEIE
ANBETEA 5 11 o R R A R R B il
R R B RS A A S5 B IR A0 Y
HZ—. dba Tl K2 Zhao 25 5% BL )1 A
ANFIEAEIFSE R, it I B R RATHES A 3 h it
N7 BRI P RE VT 10 min 8 ¥ E SR
R A AR AR 7K (10 mL-kg™) % Bt i P9 13 5 13RS
() B A 05 A AR P DR AP A F2 23R 3y T
S R R R R 2R L A i 3 A L AR
FAT i85 QAP SE AL FIPT SR RE RN A7 ¢ 5 [al st
R P — 2R 5% & B, SR FH e R 48 Tk #3LAD
i e S A A A BER UK (10 mL-kg ™) A AR B 1 Py
[ FH Tk — 2 i ol i P S5 ) B R B
RZAE H AT BE S 40 A 08 T 4 AR A
K DL AR A BRSO B R i
VEEO A R IR E R AR AR AR
A WEAE R A

373 BN ERBHBE R R N
(ultraviolet, UV) ' 5 & W6 45 , U H 252 ;AN
A2k (ultraviolet radiation B, UVB) 1 & B 5 )5, 12
Jok 5y 77 LT B, 38 R 3 TR Ak, A R iR
I o Ignacio £SO SZ ) UVB BB 5F SKH-1 6 & /N B,
J& , AR Z K45/ BRIRYE 60 min, B2 BRA51 40
WP R R, & UK IR G B2 R 4515 21 5
G, P A PR A IO AN A 4 B (R )
10 2P R N 0 (A 7 R W R A R 5 O Y S
F 5% 45 LR, B S K AT 8 1 B A AL T RAE AL
IO R FEXT UV B 4 5 1 1R R0 45 B DR AP VR
374 Rt TERGIEERIILRN, BUA 10
141200 3 1 22 Fhos AR BALR IR Ay g | &2
L BTi fR U I <Y U L LI 51 SN2 X
R AR R TR R 43 I8 B R i s 42 )2 5 1, e s s 11
J) Bl ) A 5 403 1) Bz JER 2R 4 A mT AL 55 AR B i 3 el
W, A Wi o Guo 557 dE S K R
B 1 A5 BB 9%k B, be 3 e o7 BI IR RS I 4
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(10 mL-kg )W FNE S FEER K, Z 5 ARG 12 hiE
SR SR HFFE 48 h, ] ) R IR
Be i I B 40 1 E L PR T AT RS AR B
AL PUI TR RAE RN AT 5. DL EWFFE 4R
PEOR B A BER KOG BE e s e i L A4 1
JRA WEAE N TR EH

375 Fmtewd KRGO mEe ek
(R Bh A AR L o B A A N O S 0 AL Y
KHER R . Qi S5 DUAMENE LuA% RN BIFFE XS 42, 1T
i TR S SR B kA G i sg e, 45 Rk
PRAF KR 3 B A K (400 mL- Y Al i 2 iz Jik
B @A s A5 Rz Ak D8R R E RN, A2
S0 0 A A G R P R A i D i A
AfE) o L A5 R e R A /0N B4 )2 R ) v A5
R PPAS T R TR K A AR SR KON B kA 1 A
HHIREM . WFFE KRB, B K AL F AL R LRIk 3
WE A A 7K (0.7~0.8 mmol + L7 0] I 2 45 4
15 10 A A 1] (11.16+0.69 d vs. 14.00+0.58 d,
P<0.001) , FEAIRAR 2 28 i D1~ Fi S it S AR K,
FEAMEI AR T o SR ARSI 20 B ASS AU A 5 & 3
BRI IR L AL R Nef-2/HO- 1 IR SR A Ak
N VA BRI 45 RN, DR 20K I8 e 4
B R R R B U R K AT i R A B A
RO HE R A 1 G

4 BESKAIESEER AN HEREFHN
)

AR E R KB EZRG Y, Y
70% 119 Ji7 18 B RE T LAAR U0 X nT R A
SRBUESZ N I 1 WA ) B E A AN AR
FE 2 R R EE R [ A D i AT R )
FEAEY SE R R KR AR 13 LA IEN
AFAE— SRR AR D A, FE 2L
PR TR 7 H ot o R FR R JR P . | SR el s
FAEFRER K AT DL ik SeFE A A R A, 2
XL R AR PR A G, DT 8 3k 6 3R 1) 4 5T
FEY (AN 4R CH, FTH,S) o Zhengf’v@f[&:uﬁ%ﬁﬂ
RERUBE ST 2 B0, B TR B 28 15 G iR B v B 1
TR v 1) 77 R o TR RN T R 38 i B 3 B ALK ] B
JLAE P 1D R AT Sl 2 AR T K T 12 (ko
& S K 25 d, 5K 10 mL-kg™) 7= H 58 B FIBTL R

o ST 4 B T SRR R [P i R R A TR K
TR o Song 45 SR F A SR M B R 4175 1) 18
PEHZ PR 26 /N A AL A B, A FR AR (2
BT LR, RS RO 8 ) A K
(0.8 mmol - L"), W] 536 45 s S A AR, 1 35 40 i 36
% BR B (Enterococcus faecalis) | 7= <, J& & #2 TR
(Clostridium perfringens) Fl Jifg 55 #4 ¥T & (Bacteroi-
des fragili) 'A< o SR E ZUK T WA, B0
UK T IRAT REXT 938 T AFTC . %5700 o Xiao 55
K F A U /N BB 5T B SR RO AN B
750 & B, H R RO R %K (0.8 mmol L) 5 d
] i v A TR R /)N B TG AR A o, O el
i S REA /N L Bz S B, B i 1 A 7
TWZFELW . L EOTFRE RS K s 20K T
PRI 6 18 A 9 9 g TR AR S T e LA
CHLSE MR TR \H,S 45 ) 7K -2k S 4% 60 95 9 1) £
FHER

5 RE

GACAMMIRE B EKEUE S A
IKAEFCEPE B 4 RGN 0 ML R G g
I PR GBI RAE TR R Bz ks A5
T A W AE R T FYa T AR, A B K el
SRR KT B R BE T ER L AR
HISCEEARZEIR TR AR R R A BRI PRI
R et e, RO Al TR 2 B
BN AR AR LT M A DL AR . DFF
X AN [R) AR 05 , 0 ol FH 390 e AN T) T B R
FEAE2E S, B T &S50 w800 i e b
QX ] — BB , AN [A] i &S FA AR A] A5
A RES = A AR RCR, , 4l Ohsawa %5256 T &
TR e LA i 2 Y S v R I, E P T
R R A AR08 ) 1 2 DR AP VR FH T AE S i B O 4R
W N T W R AP VR . DRR SR 53 i i
PR T T B ]S AT PR AT X A Bl

ARMIERN . @I TR AT AE S
T AT O, A7 B 28— M T U R 3K
A5 B S P97 2880, T A 4 D) T TR K (]
A SR ARCR . IS E AT B A5
o R AT Bl T2 I RIS A ] B 7 L el v
A DATE 8 % A= 2 A8 A 1 sl 24 W Sk SR AL
PR E AR, @BRARC LSRN TREZA
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