Changes of Urinary Prostaglandins and Kallikrein
in the Course of Acute Renal Failure
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SEMARBETLORERRICBIIABRNO 7oA ¥ 75 Y (prostaglandins, PGs) B U» Y
74 OB52H2 BHT, ZRE»SEREHCELRER2E->T, RFDO PGS RUAY 7v 4 »2H
FELT., BIMEOAERMEEFLZHINBE 0L (B84, L24) 2XREL, 21 20BEA:
MBICH T, R PGE,, PGF2s, PGF2o EBRFABEY (PGF2o-main urinary metabolite, PGFz-
MUM), 6-keto-PGF1a, 8L U 1R+ 4> B, (thromboxane B,, TXB,) i&, X YA AL/ Ty
AT, XRAV 74 ik, F@tktripeptide £E 2 A7 ABEETHZE L. RELBEOETR
» 5 N2 PGE Bt &1t, SHREICIEETS o722, FIREBRI VI F=v 207 7 ALETL
THZ ML TER{L L. RPGEEBERSFZRATEL TEED % £ TH o7z, R PGF« DEEMER I,
ZRIACBETH - 7248, FIREMPCBECEELL 2, PGF. OMWE R, FIRFMBAICREBELRL,
IS TERIRA £ TET L7z, PGFa & PGE,OE{bDOREHIL, /87 A —2F — & UTERPD PGF2/PGE,
BRI LITE-oT—BHESLEE 5Tz, BB, PGF/PGELLIZFIREBIAIC -2 2L, ZOK
HAWZ PGE,IZx L PGF2o DAENEIEIIOHE Z o T2 B Z EMNRENIZ, TOE—27WHRTLT, RAV 7
LA CBEREEBEYEL, B0 PG L 0B ABENTRE S iz, —7F PGF-MUM, IR 6-keto-
PGFla U TXB, iz, EEARELBTED >R o7, DEOERIE, ZTR» SBR T 2EFNCERNO
BV IV vy—F=2vk PGs ROSERLREEEZ L o CRABKELT 2 L2 RBRLTW S,

Key words oliguric acute renal failure, resolution of oliguria, urinary
prostaglandins, PGF2./PGE, ratio, urinary kallikrein.

ANBETLE, [BIC—HRE 400 ml BITET
L, ZOBRRBEERPERT Z2HEETHY, X
OEBEVEID S 5, BRIt B, BREIOE
BARAENZH, ZZTHRELEFARKRT, Bl
% &7 THRENFERE & > TRAEEFR2ICH 72
BETHD. AEBET2OPIZ—ER, ZR2#b%
V) “nonoliguric” acute renal failure® & FRiEL %, B
BRRED D B8, KA T - I BRHUIIR TZER
2D, WHOIBOEAEE TR LFEN 2HEHD
BETHE, ZOBRICOWTIR, 1) BMFEL%
BREAROET, 2) REEROME, 3) &ikik
WAL D RME TD backleak, % EMBEIT SN T

339, vawrrYickhblo g BOREOR
THAEETREDO5|&s&CL-Th, AEETL20%
B 2 EBMBER 22 DWEL T2 b5
T, RREEBRBIET LA & 2 OREIERT
399 I DRERARIERE T OBF IR b Os
FhEZEz N, Vor—T7 Y4 Ty R,

PGs, HFFIER & L € 8% ¥ D vasoactive sub-
stance DEE & DER»ELMETENT &M, £
EENE—EORRIF EHEs TRy, FHEl
GIEEAZE, WD backleak % E b, £ N OAMETE
O—BOREEHIET 2 1BE 2L, 2oL Al
BHRLOBRIC DV TR, 2B THOANE RSN

Abbreviations : 9KR, prostaglandin E,-9-ketoreductase ; 9-OH-PGDH, 9-hydroxy-
prostaglandin dehydrogenase ; PG, prostaglandin; PGF2.-MUM, PGF2,-main urinary

metabolite ; TX, thromboxane.
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TOBHRTH 5.

—F, HFE, REBRLIINT 2 BRI ES L2
B, FOBFERELBREVID, AKIE NS R« MFE
Hrr0, AEETR2OFHEOLERICLD, 0%
HEEERLRE DETLTETWLE1328, —HF4EL 7
AHERSICHT 2 WIITFE EMEN R 2 H T Wi
VERTHY, LEOBOEZERO—RIZE->TWn13
yorEZoN3, BRUEBTR2ICREEOTEELENS
(BENTW2OT, HEH, DEHOKREL LR
AEsz ek, LOBRELHEELRELS 2T
B E, LELINETORMERL BT 25
ROFLEFEEOHRBICET L, EEHOREICHEYT
AR D TZ L1,

AFRTE, BOMTEEO RS EHRBEESH
BEEZON, IFEFEENTHWB PGs KU A Y 7 v
42T, BREBTL2OMRT» > BEHOEL
KERREWTEHEL:.

MRE & UHE

I ®

H&E Miller 5 DZREBRUBTT 2 OIHEY % 5
13 10ER (B84, LH24) T, BEEYWER
FENBEEOHE BN L AENTH S, wih
bFig.l EFRT L) BRRABERLOBHBYZEET
BRE -7, BEOERIT, F1950.8 F(22~72 F)
THol:, MIEENIE, T8 E (0~24 B) fifTFsh
7z,

LHREH 400 ml AT OREI2 ZREIE L, A
FLMERIIC DV Tid, BREIE ZhICETT 3 IR
R EE L0 CHEL - FIRBEETI, retro-
spective IR T, ZREAD» %412 100ml/BALU LR
EBINL SRICBIT T 2 LB BRI (2 ~ 3 H)
el EHEHAIR, 2V 7 F 2>« 20750
MEMIET B ME 2 L 7 F = EOET 2 biEH 3
W%, £oBEL LT,

BB, AFETHGIERSERE, B UL, &
ETEZOR 21 8T, THER9.6F 21~62F) T
bote, wIRY, LBELEESORESE ,
R2BUEMATASE 2 HBEETH - T2,

0. R|EDHEIRE C1R7E

ERBEORIRIE BHERIC & - 7208, BEBOERI,
BERALV—>  p 7 —F LT, 4ERZERL,
REFES, WEICHT 2 3T, —20CTHEERE L
A

. AxEH®

1. IR PGE,, F2a

[R5ml % B cBM%(L (pH 3.5) L 7=, BEREgc+

N (5mlX 2) THiH, R Jaffe D HHENCHE ST
TABAZLZQAT NI 5T 4 -2 PG(A+B),

PGE, PGF @ 3 #EIZ4F7:. PGE A EiiZ, & 5
Zusman QFEHEOWZ L > TT V% VLEL PGB 1K E
Hagi, 25 LTHEESNRT PGE,, PGFz. 1%, #i
£h [*H] PGE-RIA # v , [*H] PGF2.-RIA + v
b (Clinical Assays, Cambridge, Mass., USA) %5
WTISTA LT yeATHELE. QEOLTE
2B U TOREERE, PGE, T 47%, PGFu T 42%T
H -7z, intraassay O % By 4% # i PGE, T 6.9%,

PGF22 T 7.4%, interassay @ % 8 {% #% i3 PGE, T
9.8%, PGF2. T 7.4%TH -7, ZBREMITTRT

Onset of dluresi ! n=10
Y p<§.001

P<0.001 p<0,001

70001
6000 +

5000 A

(ml/day)

4000 1
3000 4

2000 A
1000 1
0

Urine volume

40 4
30+
20

104

0
1004  p<0.05 p<0,001 p<0.005
[ sy ¥ et ¥ e —
80 |
60 1
40 4 ‘
20+ |
0 |
Oliguric Diuretic |Recovery
phase phase phase

FEng (% of filtered)

!

(ml/min)

CCr

Fig.1. Changes of major clinical parameters
throughout the phases of acute renal failure:
upper panel-urine volume, middle panel-fraction-
al excretion of sodium, and lower panel-creati-
nine clearance. The thick line connecting solid
circles indicates changes in mean values, and the
thin lines indicate those of each case.
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ENETHELCTZEOE ZER L7,

2 . PGF2.-MUM D #I%E

PGF2.-MUM Bl & 5, 7a-dihydroxy-11-keto-
tetranorprostane-1, 16 dioic acid i, Ohki 5D7%
w22 fE o T, PGF2o-MUM $i [l & & PGF2e-
MUM-%5]-tyrosine methyl ester amide (/NEFZES G
RIFFATIRME) 28 L T{T - /2. intraassay & inter-
assay DEEMERIE, ZHhFN5.9%, 9.2% TH -7,

3. R 6-keto-PGF1e, TXB,DHEIE

FRth 6-keto-PGF14, TXB,iZ, Gillner % D HFEIC
E->THHL, &4 b v —H—r LT [®H] 6-keto-
PGF1e, [*H] TXB.(New England Nuclear, Boston,
USA),% L TH L G L 72$t4& (Immunalysis, Inc.,
Milton, USA) 2FWwT, YA AL/, T vt A TH
ELT,

4. RAV 7 vA4 YORIE

RAV 7 Vv4 rOEMER, FEl tripeptide £E T
%% S-2266 (Kabi Diagnostica, Stockholm, Sweden)
#F\v, Amundsen 5DHENC X o T, KEEHET
HEL T,

5. MEEROBFEER V7 v 7 F= v OHE

A= N7+ I 4TI,

6 . FETFEHUSHT

paired Student’s ¢-test K UHHBESMT 21T 72, #l
EfEIXFHE (M) £B#EFEZE (5.D) TEbL, p<
0.0 UTE2EEBEL L.

5 i

. 2HEFRLOREERICE T SRS A—
2 —0%E{t

Fig.1 FBZRT & 5 I{BR DEFIC & D H 2 BE
DNTDERD oW, SEOFHHLELELTE
HT2elRoWMTHD, REX, ZRIE231+£205
ml/8, FIRH 3012+1355ml/H, [E{EHA 2045679
ml/HE o7, FIRBEBRHORER 815352 ml/H
T, FIRMCTEESRLC, EEHTHRLCERLL
7z, Espinel®zf¥ > TEH L7z fractional excretion
of sodium (FEy.)id, Fig.1HERIZRT &3 i22flT
ZREC A ET, ZoBEMELUER L. —52
VFPF=v e 7Y T TR, Figl TRIZRT LD
i, ZRE1.1£1.1 ml/5, FIRBEAEA 3.422.9ml/
4, FUERHA 28.4+14.4ml/4y, [EYEHA56.5+21.7 ml/
SE, ZREFEY 0 E» - o, FIRMEE &8
Mg L & b IAEKREEL, AEBET2IHENE
EEZEER L, BERHCBWTE, 162K\,
MARERERIX 7~20meg/dl, MEZ V7 F=vid
0.7~1.2mg/dl Th -7z,

II. EBERLOEEBIRICH T 5RF PG oxdt
1. [R PGE,

IE# XS5BT 0 JR PGEBEME & 1% 2714150 ng/R
T, Fig. 2 O TRLLEETH - 7:. AEERLED
R PGE,BEMt &3, Fig. 2 W2RT X 5, ZERHA 25.9+
21.9ng/H, MR T72.7£73.90g/8, FIREH
178.5+75.0ng/H, EI{EHA 198.2+87.0ng/BTh-
fo. RUEBARL20EEE &b I, PGE Bt &3 g+
ZEEDAE LN, COBEE, JVTFIye sy
T3 YA r=0.603 TEDHME (p<0.001) %, 7
RE LI r=0.574 TEELXEOHEMN (p<0.001) %57
L7,

—7%, PGE, # RFDBEWCDWT &5 L, Fig.3
R & DI, ZERNC 1320 pg/ml & BEO A SN
1BUH %7258, o fEH X 52~151 pg/ml (E#
91.8pg/ml) THyH, £RAFBUTCEEHETEDY
ONHL, RELBIEZA SN o7, Fig 3 gt
RULESBERNBHETH D, 201297 pg/ml T
Holz,

2 . R PGF2e

B BED R PGF2e HEi 812 310+ 189 ng/H T, Fig.
4T TR, BEBTEBOR PGFu Bt E b,
TR IZERE L BER A SIS, FURBIHREIZ
BLic EE LA A S 7oA, PGE, LHHELLMEAT
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Fig.2. Changes in urinary PGE, excretion
throughout the phases of acute renal failure. The
shaded area indicates the mean * 1S. D. for
normal controls. The thick line connected solid
circles indicates changes in mean values; the
thin lines, those of each case.
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Fig.3. Changes in urinary PGE, concentration
throughout the phases of acute renal failure.
The shaded area indicates the mean + 1S. D. for
normal controls. The thick line connected solid
circles indicates changes in mean values; the
thin lines, those of each case.
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Fig.4. Changes in urinary PGFasexcretion
throughout the phases of acute renal failure.
The shaded area indicates the mean + 1S. D. for
normal controls, The thick line connected solid
circles indicates changes in mean values; the
thin lines, those of each case.

»H -7z (Fig. 4).

Zh %R PCF. BEIZDOWT 43 &, FIREREC
Bre—-72RTBENLSN, BERCETHE
E(p<0.09) 2@» > 7o, WEBEOERRIE 254157
pg/ml TH -7 (Fig.5).

PGs ORPFRICIEL T, REC & 2 BE»NNE
Lo T 529 2 2 T PGF. B 2 EL%
PGE, Lt L, BRREK L3 “RHF L offk:
B3 2 BT, WHE DL, BB PGF./PGE, ¥R
7z (Fig.6).

FR PGF24/PGE,thid, ZREICIZEENE (1.31%
0.66) OEWBHIZH -7z, FIRBHBIICIZALE:ER
L, ZREACE~ERELZ LR (p<0.02) @D 5,
FURRIIZ 13 TR 23 b - 2o S E sE &, A
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Fig.5. Changes in urinary PGF2. concentration
throughout the phases of acute renal failure.
The shaded area indicates the mean + 1S. D. for
normal controls. The thick line connected solid
circles indicates changes in mean values: the
thin lines, those of each case.
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Fig .6. Changes in the ratio of urinary PGF2./
PGE, throughout the phases of acute renal
failure. The shaded area indicates the mean +
1S.D. for normal controls. The thick line connect-
ed solid circles indicates changes in mean values ;
the thin lines, those of each case.

60 T
Onset of diuresis

40

20
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Fig.7. Changes in PGFz,-MUM concentration
throughout the phases of acute renal failure.
The shaded area indicates the mean + 1S. D. for
normal controls. The thick line connected solid
circles indicates changes in mean values; the
thin lines, those of each case.

2D T RTIEEMRLL,

PGF2.-MUM QO#BE i SEFITOARIES 1, Fig.
TIWTRTH, [RPGF. QBED X512, Honkgs
BAaohikhot, BOWMSFERRT, 16.327.9
ng/ml ZR L7,

3. IR 6-keto-PGF1x

SHEBER BT 4EFTOABIE S L8, Reh
BE - REOWThELTY, —E0ER»ZS
St o 7z, Fig. 813, IR 6-keto-PGF1« BEIZO W
TOWERTHB, EEFHORFTEE, 4331114 py/
ml TH o7z,

4. R TXB,

BB T LM TIHR 6-keto-PCGF1. 2SI & 112 4
EFIZ 2V TO AR TXB 0 I & iz d, Ry
-t O WTNICELTY, —EOMERIED
Nz oz, Fig. 9, RPBECOWLTRLBERE
H5, ERFORFIBEX, 155467 pg/ml THhHots,

. REET20ER/ARICETIIRIYILLY

nEAL

EEHORGYEMEIT 4.08+4.27 nkat/H, R
E 3 3.09+3.15 pkat/ml TH - 7. AHEEREETIE
IBITRA Y 7 v 4 »ORENSThON I, HhtEr
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Fig.8. Changes in urinary concentration of 6-keto-
PGF1. throughout the phases of acute renal
failure. The shaded area indicates the mean *
1S.D. for normal controls.The thick line connect-
ed solid circles indicates changes in mean values;
the thin lines, those of each case .
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SLTR—EERABED shixhr o7z, L LEBED
B DV T A S &, JR PGF2a/PGE, LLA B il % R
BHO BRI, BESASNBMERICH -7 Fig 10),

Z =

UEORERODESA#Z L5k, 1) AKEBTLD
EERET, IR PGEHMEOWIE T 2 EA1ED 5
hiz, OB, Z2v7F=v e 2V TS5y AER
REXrEBCHEET 3 ERICH -7, 2) Zhicwl,
PGF2 12 PGE, L AT L 2B E Tld % <, EHEDRE
BB e BN EB 2R U, Z ORBHMBIEE
13, PGF2. & PGE, DL % & 2 &, —EIRECEIET
&7, Bl 5, PGF2/PGE.fhld, FIRBBHHICE -2
#BEL, FIRBICHRL, BEHCEDERET2
eMEEaN, 3) RPAY v A CEECEL
T, IR PGF2a/PGE LD E — 7 120 R 51T 2 1FHA
CEENED &N, 4) —H, PGF.-MUM, R
D 6-keto-PGFie B L U TXB, Wi, L@EEL

1
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Fig. 9. Changes in urinary concentration of TXB,
throughout the phases of acute renal failure.
The shaded area indicates the mean + 1S. D. for
normal controls. The thick line connected solid
crcles indicates changes in mean values; the
thin lines, those of each case.
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FREESNIMEEF DM PGE, O EEEE N
HEEBETLORE TR wh T 22212, Fined®
* Oken®™ & DIRFICRTR E NS, ZOEHIZ, BOR
iz & DEEE D PGs AL L RME 1EE LS
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Fig.10. Changes in urinary concentration of
kallikrein throughout the phases of acute renal
failure. The shaded area indicates the mean +
1S. D. for normal controls. The thick line
connected solid circles indicates changes in mean
values; the thin lines, those of each case.
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LREEAEE R RET L7 Fu—F L LT, 1) PGsiE
HiMElc X 2 BEEEOEL, 2) EEBTEIINT S
PGs #ED%FE, 3) REETL2FOBHEBSRF O
PGs DfIE, %L TlELXORENZENTHS,

2w T, TALY VYR Y RXYYURED
PGs EEAMAEH 25 L, PGs OBHER T3 2 &E
EERACHE L HRSSHREsh w3, L
BROERAEORS L -T, 28Kz F<+—F
A3, 5 o MMELAES, FEREMEFELERE, BiAR
B n YT, ANEBTEOREASRESNLTVS,
UL, E¥AK PGs BEXHEFZ2HE5LTH, BH
BEREEIZ—RICFAL D SN \NID, T, FEDR
BUAHL-ARBT2OER TIX, PGELMEEA
BERIOR® PGE,OHE M EIL, oL AEHEL EOKE
MERLTW30T, BHEEREE I PGs 2 REK B
SRR S A~ L CTREBE Tl 55979,

2)ICBL, ARBTENT % PGE, &R 5®
PEBRAZS RS HBR TR, ABEHNREIRS
NTBYLT LRI FFEB o TRy,
—7% Held*i%, BIMW & 2 REROBEEFR£IHL,
PGs BEA M2 EUBEHEOKR TAOERBHELT
v, BR2CNT 5 FHRARMES N ERELT
v» %, Lifschitz 5013, PGL 2 BIMEBRE£D T v b
KRE5L, BRIRENBLNLILERSL TS,
D LD RBBDOER, PG ORSORECFERY
DEWIZ LB b D5 XIE PGE,UHN D PGs DB E %
RET 200 Liicy,

3) DAMEBETEROBHREBCRTO PGs 2 BEL
TeHEC I, BROMERRY 5T, REBEYE
BREFANTIToRWMETH D 0, ZheDBERLE
Wiy, Torres 5%, RRDZ Vo — VA
ER2E 7 VOERT, BB PGE.BERI L L2
FRELTWIER»®S, B PGEELEETH I OED
AEBREORE - #iFcBRT A EEETEL,
PGE, D _EF &, REE LI 5 BRMES 2 miT
BEOEBEFREEL L5 L T5RIGEELLTEEY
», LHEFRLTWS, —7, Benabe 542i%, A UL Y
Veu—ViZ X3 RROBEERLET VT, B
A TIESEER OB TXA,OEARETENED
eNfeZ L RHREL TS,

R, EHEMER2 L OB ICKT 5 PGE,O & EI
BosbhLuws, BEETEOBEERICHLT
PGs BEFRTA2OTR BV ERSNTWS, D
AMBET2IEL T PGs L OBELBENHEE S
NTVEY, FR—EOHFENERCEE-> Tk,
%, EROMEIREBETRXORBES FHOB RS
&, EL LTPGE,#MEIC LT 52, PGELSD

&

PGs iZB¥ 5 H58I3Z L <, EiZ PGs L AHET40
P EE L OBEEIC DL TRBRSRESATL,
v, ERO & AR ES, SE, EHaan
B2 BJ% PG BIERRE T2 1CE -7,

II. FReh PGs Bt & OFFHIC > W T

BERFIZDWT PGs t AMBEFR2 L 0B s*EE
T 200D BOT, FAFE TILERSF PGs #HlE+
2 Z iz L7z, Frolich 52 & 9 R D PGE,, Fs,
RECHFRT 2 Z EES Mz &N, BTO PGs 4
E2RTHEEL LT, R PGEIREESLITLIZE
LWHNTN3, L LEEIRER W L 258
HBELZ WD, BIZBIT 2 PGsELEDEEY LT
OEFUELERMETIER b b3, £, BoR
HHREB\Z B 1) 3 R PGE,HE &1, B2 O3
o, BEETIER N,

AT, R PGE.BEM & 12, ZIRIFCEL v
EELD, WL CHRERCEEHRTER T2
rhEgEa N, EEATIE, RO PGE, DHRit-EIzR
BICHgIL 2o, BESIREICHILGIT 5 L shTw
%20, BAUEBRLENRL LIAWRTY, Rd PGE,
PRitE L RE r OMIEELEOMHBENBE L, L
L, R PGEBE L T, [R& & OECHHFIE
FRiFEw oY, 2FEPEL TEREUTOESE
wTAEMIZH T

Beckman 5*%, 4 X TEINE% 30 77/ 50%(E
T &+, R PGE i2E 13 B8R0 PGE BE L 1312~
BLTC2ME LR LY, RELBEOE TR
% ERh PGE HHEERIC D W TIXFRE LA s ik
o7z Z L BHREL T3, PGE ORPAOHR,
BEB 2 MR TR BB EBELZBF LA ST
2900, FEO & D BHE, REOBEOHTIER
2B % PGE,DIRRE % TERE W MR 3 2 AlREME 5
3, BANETR£0L 3K, REOELSKRELR
SwEL T, BHEEXD Y, BEOHMPEAND PGS
ORIER LV ERCRML S 20 TEEZLHEELS
na.

AT TEEIZ AV 12FR PGFe & PGE, & DA,
W& O R E e RTiEEL LToAaLs T, B
BreusREXrCIHETEMELD 24, REXLD
KEDAUBRLICEB T 2 PGs Bifeo EfICRED
ADEEWEER2E52 2 LBbh 3,

8, R PGFe-MUM , 6-keto- PGF1a, TXB; !
DVTIE, BTOEEL LOBEICKBLY 20, &
BRIBROMESH 508, BTV,

. Rep PGFe. DEALILDOWT

PGF. BEDEKIZOW T, 77 F VB2
PGH, % #& T endoperoxide reductase iz & D £ %
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nb EERBEDES, BT PGE,» 5 PGE,-9-keto-
reductase (OKR) 12 X > T PGF W F# & h 3
shunt” BEODFEENH SN TVE, —F, BHNT
it PGFae i 9-hydroxy-PG dehydrogenase (9-OH-
PGDH) & » T#iz PGE I bZrah 3, Bicik
gKR*~ k£ #12 9-OH-PGDH*®*O D W& »BEFEEL, T
hoDIEME, cosubstrate & L T E% NADH Xid
NADPH, 84 U NADP+*XiZ NAD*DEFERIZLD
BEH2LENTWLED, DFh, BATIE, PGE &
PGF E BT LA D L I B IRERTE
#T5DT, RHFPCF. OEfIZDWTIE, LED
“shunt” BEEDERLNLE LR D,

Weber 5501, REROERTERERICH~REARE
SBIECEO KRIEELE L, ThERBRL TR
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Changes of Urinary Prostaglandins and Kallikrein in the Course of Acute Renal Failure
Naoshige Funaki, Department of Internal Medicine (II), School of Medicine, Kanazawa Univer-
sity, Kanazawa 920 — J. Juzen Med. Soc., 94, 908 —920 (1985)

Key words: acute renal failure, resolution of oliguria, urinary prostaglandins, PGF,a/PGE,
ratio, urinary kallikrein
Abstract

To examine the role of prostaglandins (PGs) and the kallikrein system in the recovery from
acute renal failure (ARF), serial changes in urinary PGs and kallikrein were determined from
the onset of ARF until the recovery. Ten patients (8 males and 2 females) studied had acute
tubular necrosis of the vasomotor type. To establish a normal control range, 21 healthy subjects
(14 males and 7 females) were studied. Urinary PGE,, PGF,q, the PGF,q-main urinary me-
tabolite (PGF,-MUM), 6-keto-PGF,q and thromboxaneB, (TXB,) were measured by radio-
immunoassay. Urinary kallikrein was assayed by measuring hydrolytic activity using a chro-
mogenic tripeptide substrate. Total urinary PGE, excretion in a day was low in the oliguric
phase and gradually restored to normal, which was well parallel with the increase in creatinine
clearance in the course. Urinary PGE, concentrations, however, remained low throughout the
course. Total urinary PGF,q excretion in a day was low in the oliguric phase, but it was acutely
normalized during the diuretic phase. Urinary PGF, concentration showed the highest value at
the onset of diuresis, and decreased to the normal range in the course. A distinction between the
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changes in PGF,« and PGE, was clearly demonstrated when the ratio of urinary PGF,¢/PGE,
was taken as a parameter; a ratio was peaked at the onset of diuresis, indicating a relative increage
in PGF, o production at this time. Prior to this peak, urinary kallikrein concentrations showed
the highest value, suggesting a close relation with renal prostaglandin metabolism. On the other
hand, changes in PGF,o-MUM, 6-keto-PGF;q and TXB, were not significant. These results
indicate that there may be an interlocking acute alteration of renal kallikrein-prostaglanding
system occurring immediately before the resolution of oliguria.




