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B (H' +K*)-ATPase 55 1 B i BRT X RN -
ERE  BREAR A KEE As

ChEBEREHPELR, L)

BWE AXLHEZHRARBERELSTRBE +K)H-ATP,,, WX RET I . K
RAXENARFXRAER LR GRS THERE N TR LA T 5O R
FRAE +K)-ATP,,, & AR 204 ABAER ARG K XM <2umol, X
AR BHRBHEH + K)-ATP,,, &% )R 2 RF 304, LA RE P RaG & AN
XA ARG TR HE + K)-ATPased§ I H A A 25 1R

X, FHE ZHFHEAE, H'+K*)-ATPase, XA, Bk

B SRR HLERE MAERZ — HRANERE R, ZE4BREL5NERGERME
B, HHMMAASENHRARTESTRIBRFAT X, L+LER HTFEHREESE
i\ Rk — 34y ATPase-— B R5IX (H* + K*)-ATPase £ BBy i sp 8.0 1EH,
ANEZARFRIER, HLRERRSEMEMHE + K*)-ATPase fh R RERAHE W 2 #
BRAN—-NToERN K EH, HECHAERKEBEME +K*)-ATPase ffy%— # ) i )
Omeprazole j Ty b VRS 1 1% 254, FFEKRMIER LBBRFHETHR ™, BE, 3
Barhik, EEMEAXXTEOHEEDOFRSE. RMNERIEARARIERZHY, LA
{Hi5eM (Indometacin) HIERERAMEH PR ®1, WMAXMPME Y, FIE 1883 4 Be-
aumontjgh {4 #t B i Tid KB B S R R BREM R0, %E, XM T L5
i e A T SRR Ak FOM R M MR . RITPXFHEREERROBORTFR—8
W HY + K,)-ATPase f) X RHAT T WL, W h— e BT RETH—REEN S
HEYLBIR B T —FheT BRI R R

¥ R 5 F &

— RHBRERRENSE

BT 20 5 R Stk B R kR R R BAE R R, S RE LR
BORBEBERS, "I/t RRE-ERER, AR, FR. ARG, BHRTREE K
ABERRILZ, REKEEARER. RITAAIREE B R IEM Y M3 5%

* LLHEGNAEARMFEELSHD.
55 A M. 1988-07-01, 5B )1 ¥. 1989-06-27
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=. TR ARMXRE

SGEEAFHRTEURBBHZEALBTHRG —FHEAHN, CREARERE
HhRAE—ERB, REHARITET EMFHERRE, EEIREEBRENTEY,
RERLERD. REBIREFELEE. Hl, DRLBEERST, ERHANPESFHET
#Fe, Mn, Mo, Zn, Cu%s, sHIFE 4L L“H 143K FE” (Crude Riboflavin Preparation)
RRAEMERREREBRLSCBMIBIKATREAETEET KR FEH,

=, FRXBRFHZEAHNY

H180—2205E EH . BEEE. MMM WistarFho K G B, BN H=4, #4+R, 2
PETALSREGTERAKFTER, BFERENSKkEX:

¥—HAKARERER—RHES InLAaBEEK, EHERM L,

B AKEHRAAXERES 1mL A8k, FLRFBEES 1mL JREE D S5mg/mL )
W RWER, MR/ EMTERARHSEEMBRERE, MRIARERE
4,

BSHAARMARGRES ImLiREEA Img/mLEy Z BERhIRAD ARG R 478 &b K B

)50 ANHAAFEHEY) , R EFELRES InL JREEH Smg/mL fHiERFHEE, X

R LA 8 AR E T S T R R R, RARRELWEREA, LEEHEK
TS,

k& AR F— kit R12/MESE, oRRHE&AAXARMNE, S4H1040E
HR, REETEHYEESLHRNAS FHESANE (H* + KH)-ATPae [KBHR,
Hode & 4l ia B (H* + K*)-ATPase fjLLiE £ R,

m, xERBH" +K)-ATPase[REH MK &L I2

FOCKOCLAT #47, BB KA REMBEALAHE 2 RIPT50mLA Rk 4 (113mmol /L
HEENE, 37mmol/LiEgE, 0,2m mol/L EDTA, 50m mol/L Tris-HCI, pH7 4), A5 K[ LT
A7%20 JE, ZEHBLUBREZSMAMARESHBERR™, FHAMHMA T H +K)-
ATPase JREA i BIFHWE—FPFE 37T M0N0 WA EZBEERMK LT EE BL 28
(100000g x 45min), WM T 37% 5 LK T EAA{LREE (H* + K*)-ATPase g4
r, BRIFESBHPTHRESRE, EAFRME +K*)-ATPase i§ Jj 2 H

A, KEEMEE M + K)-ATP,,, ;EHAE

KRR IfA, 40m mol/L Tris-E&%g, 180m mol/Lj# ¥, 2m mol/L MgCl,, 1m mol/L&
43, 2mg/mL Oligomycin, 2 5m mol/L ATP, 14m mol/L KCIl(&14m mol/L4 {& AE&L),
7K RERR R T ALB % CRR(6]ME, MEEE K Lowry gk 1V,

BMNHT =R, BRAN=Z4HHHAEFTRHEH RS LRI KBS, HH
Hifn A AT S St b,
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% R

—. Mt BRI R T R B T

KHT 24 /NEE, ERABHAERAEIERR, X
£k, Hakiear, FFE 1g NaHCOGEF 100mLk
d, AR, BFRS00mghyiE R 5 (Indometacin)
AREMBGT EPDBAL LEBS, TEHITH
PELWE, HREREHDSmg/mL, FAHEED
H e BB LI Rk ImL, Fk BRAKAR
BT EA (i AN A ImLig 885k K) , R)5
EHEMER 12/, RAWKIE RS Y, UL, F;g .I d&iﬁﬁgri;énﬁof'(-iﬁstric“M;nco-sa
!‘Er&l"l%ﬁ!’]‘iﬂ‘, Eﬁiﬁkﬂiﬁl’ﬂ%ﬁﬁ, %%‘: lH: between Normal Rat Stomach(Right)
MR LS XDADHEHIK LR MR (0o the Ret Stomabh afier Indome-
o Mg GaFig 18R), BREEHA100%,

T—Bsh. (WFig.1)

—. Tablel, Table2 £ f T EE¥ X M4, WEA., ARREMUAMH KRB M +
K*)-ATPase Lt if AR BIE DAILE, SRXBMERDRVRBHRER A o H* +K')-
ATPase fyLbiE h R KRBT IEH AR RAL H* + K*)-ATPase ByLbif i CEHMAERA B
28%), MiH, WEHM" +K*)-ATPase Qi HTHRHBESKILEN THREBELE— &,
mARMNEAAEMBEMAHKARBRRAS H* + K*)-ATPase pylbiEMETE HE & R
REEHMNBARAY (H* + K*)-ATPase fyif 7k F Lk, XEATRAKARES 25 A
BROLEEE-BRHRAE, TUARZ B AP (LR W AEEA SR IR R (H +
K*)-ATPase {& Hiy THE, BRIE _EH AL 2] BE D (Fig 2517R).

=, Wb, ATH-SEIRERAEESBREL M + K*)-ATPase & ) K K TR

Table 1 Comparison of the specific acti\lrity of (H*+K*) -ATPase

Group 1 Group 2 Group 3
Experiment - T -
Spec. Act. % Spec. Act. % Spec. Act. %
1 9,62 100 1,37 14 7.80 82
2 5,20 100 2,10 40 5,60 107
. 3 1,38 100 0.41 30 1,45 106

Groupi; Control

Group2: Model group of acute gastric mucosal lesion

Group3, 4Crude riboflavin pPreparation” Protecting group

The specific aclivily is defined as umol ATP hydrolyzed/mg.h.and Lhe activity
of the control group is taken as 100%
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Table 2 Comparison of the Total Activities of (H*+K*) -ATPase

Group 1 Group 2 QGroup 3
Experiment :
Tot. Act. % Tot. Act. % Tot. Act, . %
1 19,24 100 2.74 14 15.8 82
2 24,96 100 8,65 35 26,21 105
3 414 100 1.44 35 4.35 105

groupl, 2 and 3 refer to the legend of table 1
The total activity of the control group is taken 'as 100%

., 100
.‘.'f:
£
-
¥ :
=
= Hr
ke e
B T T v e
3 \ ChE A balomytacm
- iigzl Gaari coof.Rt'St;niac'with Fig.3 In vitro,the Inhibitory Effect of
«Crude Riboflavin Preparation” Protection Indometacin on the Activity of Gastric
before Indometacin Injection, (H*+K*) -~ ATPase. After Incubatling

various Concentration of Indometacin

with Gastric Mucosal Membrane of Rats

in 20°C 10 Minutes, the Activities of

(H*+K*) -ATP,,. Were Measured.The

Activity of (H*+K*) -ATPase in the

Absence of Indometacin was Taken as
s 100% '

R, RINTER AL T A BNE T ARMGERHREMERHASE R (H* +K*)-ATPase
HaTE R (L Fig.3), &RRM, TEREHMERMIRET (<2umol), (H* +K*)-ATPase
1% h 2 3 B A0 It .

it ®
DA 1 ST A A SR W 04 R 0 T LA P RS R (HY + K*)-ATPase i ) Tk, JHBH IH R
¥ 2% BE S It AR AN F (Fig . 3), JFrCAMEMICATH 246 A 1% B & K B R A BT RS 8 /R

Bkt KERERE EHERYWRFR M + KO-ATPase i& H FHMRRARER 1Y £ ¥
ViBtE g R, [hTablel 5Table2ffy #5 R WIS A M SR M 4L (H* + K*)-ATPase| i
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HTRMRELE L EREDTHREE B, XBHIREAEE % 40 +K*)-ATPase il
FBERREARRE, WRER, HRAHEIBAREH M +K)-ATPase Lt & HHFHER
Ry TR RE, fRh TR, XA RN R EEEMT H + K*)-ATPase ¢ i J #
RTB AHX— BT R B R R M s s BRI AR A R TR — P R
BEhE R BH YR - TSR RS ERAT R, 3 THEBS bR ERRILEG LR
AR, [E. AR, >TFESHACEMEEETI. ‘
H—EBRENERRTFETEAMN, TLUEHR R MY B3 +K*)-ATPase B’J 1 il
feFukss, BEEEMH® + K*)-ATPase JF hifdy, HEHA I FR K (Tablel, Table2),
HEHREFEHBEE R S WRB Fig 2, Fig 3), X LITFREMREX H +KH)-
ATPase HRIPIEMH, BEMERGER, ES5SHMBAE" + K*)-ATPase iy LR AR
HRERMGHEILEEAFE, IR A REHRTERER RASRIT RO ERER
FTFE—FHRE. {E%&ﬁ{l]Hﬁmiﬂ?fﬁ%ﬁﬁﬂﬂf&?ﬁﬁﬁ*ﬁﬂﬁﬁ&ﬂﬁﬂi.—tﬂiﬁﬁb‘#ﬂ 5%

(H* + K*)-ATPase FH -+ HBUX R
B uwey, ENGAREZENEMHRSAN R AR/ THED ERLLBN,

2 % XMW
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Study on the Relation Beiween Gas_tric (H* +K*)-ATPase and

Acute Gastric Mucosal Lésion

Zuo, Feng-rong Wu, Tong-le Li, Sheng-guang
Chen, Cai-qin Lin, Zhi-huan
(Institute of Biophysics Academia Sinica, Beijing)

Abstract A preliminary investigation on the relation between the acute gastric mu-
cosal lesion and the activity of gastric mucosal (H* + K*)~ATPase is presented in this
paper, The experimental results showed that when the acute gastric mucosal lesion
of rats induced by indometacin appeared the activity of acid transporting (H* + K*)-
ATPase was inactivated  In vitro, even in low concentration of indometacin< 2umol
the decrease of gastric mucosal (H* + K")—ATP-ase activety was significantly In vivo,
the drug “crude riboflavin preparation” could exert its efffct by protecting -the

gastric mucosal (H* + K*)-ATPase from the inhibition caused by indometacin,

Key words, Gastric mucous membrane, Acute gastric mucosal lesion, (H*+K*)

-ATPase, Indomectacin, Crude riboflavin preparatioa
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