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RENOVASCULAR HYPERTENSION WITH NEGATIVE
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REPORT OFF A CASE
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A case of renovascular hypertension initially diagnosed after injury was reported.

The patient was a 52-year-old man who fell down from the second flocr and suffered from multiple
bone fractures and gross hematuria. Hypertension (180/100 mmHg) and left non-visualizing kidney
were found several weeks later, and referred to our hospital 5 months after trauma with chief complaints
of headache and sleeplessness. Peripheral plasma renin activity was high (3.72 ng/ml/hr), and the
renal vein renin ratio was 3.97 (left/right).

Severe stenotic lesion of the left renal artery was shown on renal angiogram. Angiotensin I
Analogue test, however, did not show any decrease pattern of blood pressure as had been expected,
even after furosemide load. Left nephrectomy was performed and the patient became normotensive.

We reviewed 16 cases of hypertension of renal origin in which Angiotensin IT Analogue Lest was
performed in our department. This case was the only case of renovascular hypertension with negative
response even in the state of activated renin-angiotensin-aldosterone system.
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BUFRIRE @ 1979452 H 8 H, kBl 2 BE X Disvs, /o
e, ARG, &1 1 GZSIET, =682 HEN
ARMIMIR % X 72U, 10H#HEfT LIz IVP T/ e
RER 2R UTC. 2 ARESMERRRG (160~180 mmHg/
90 ~ 100 mmHg) 5 A G, A, #RE
B, 8 AMEANCK AlE=a > b —vREEE25.

Ky = ik B (3.72 ng/ml/hr) @72, B
P MRS A S4B 238, ok, B LARTE M
RigfINIIC L3 E o1

ABERBUE | AR SERE, RERERA, (MF ()
190/110 (mmHg), (#5) 180/105 (mmHg) HEfE 0 E A
»h, EHMEKRS (—), P (—).

1L - Hob. 16.2g/dl, RBC 480 x 104/ml,
WBC 6700/ml, PLT 23.6 < 104/ml

myEA s T.P. 6.7g/dl, » v 75=> 1.2mg/
dl, BUN 15mg/dl, JRf& 7.3 mg/dl, GOT 49 mU/
ml, T.Bili. 0.5 mg/dl, 2L Z2F5 v —,v 242 mg/dl,
ALP 90 mU/ml, Ca 9.1 mg/dl, Na* 143.0 mEq/L,
K+ 4.5 mEq/L, Cl- 103.0 mEq/L

PRETR : A (—), B (—), WHERESL, VMA
sEfE (—), 170HCS 4.8 mg/day, 17KS 39 mg/day,
Na* 102.6 mEq/day, K* 55.3 mEq/day, CI- 124.0

mEq/day
DR, B Xp : L
Z DAt

PSP: 32% (15571i)
MREF R - HIR A HimeE (+) KW

EIR AR (+) K. W.IIT°
By g 9mTe-DMSA uptake (75) 23%
(h) 0%

X T

IVP T3, FAEHRER, HRICREMERALY
¥, BT, ABBIRYESEAE & LB 0%
war s L5 (Fig. 1).

BHIR L = o

FA#MR - 3.00 ng/ml/hr

FA#IRT  2.24 ng/ml/hr
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Fig. 1. Left selective renal arteriogram.

IR 2.52 ng/ml/hr

ek - 10.00 ng/ml/hr

ey =i (F4) 3.97
iy = iEd
4.20 ng/ml/hr

Lasix 40 mg #1:,
1 NI 4377 19.50 ng/ml/hr

AITA 72+ (Fig. 2)

MEALE s & OF Lasix 80mg 3 HHAMICE 5. i
BRIMATERORDALE S & FTE 2 — o 2R L, AILA =
2 M idpatt.

VL OFERD & FEEERRO RS BERDS iz
W, TTICHIMBERER TH Y, ABHIRL = L imE
EDEEOIZY, FERHERRIN % fifT L7z,
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B PHALAR & BBUR ORI 3 ¥ TH b, IR
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—EEEALL T,

FERREE AT R

BEIIREEZ, HBEOD IR DS B TR P A O p
g RR L (Fig. 3), —J7 BEEITR, bk
R, Wz s i (Fig. 4).
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Fig. 2. Blood pressure during AITA test (preoperative).

Fig. 3. Microscopic finding of left renal artery Fig. 4. Microscopic finding of the extinpated
(Elastic Van Gieson stain X 100). kindney. Fibrous scar formation in
the right half and arteriosclerotic

changes in the left half.
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Fig. 5. Alteration of the blood pressure during hospitalization.
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Fig. 6. Blood pressure during AITA test (postoperative).
EL, 44 F#%$, 126/70mmHg LTEHTHS. ¥ MR G 2R U,
W, ARZE02HERD HBRERI LER2HALYD (2) AILA 7= hEfT1651 DR
to. WisHEF LT AILA 52 M, BES2—0% MPETE, T I6HO BMEEENE & 50
AU, EEEORGIC—ELTHA (Fig. 6). 3, KBy = EEREERES e S EEs
Ry = g, Z28Es 0.41 ng/mlfhr, Lasix ZoWT AILA 7 X h 2 JfFL TS, COFEE,

40mg iv. 1 FESTALA T4 0.45ng/ml/hr 23U % AlITA 7 2 MTRT 2 RIGE, ABRFEHRD 500 SQ



Table 1. Patient data and results of treatment.
WRIATDAT R b M EZEAk ey
Eom R % R PRA ORI Boom WEALA
Lasix &1~ Lasix B IRERAI TR R FAb
1 47 3 pinE Uy S 8.0 B BEHIR, —RRFEEA 206/130 — 210/130
2 52 B BEiRE 4.0 B E TR
BEAE, —RERER 240/130 — 240/120
3 23 B B ER 3.0 5 E BEHR, —fREEX 130/ 85— 120/ 80
4 7 5 AfIVUR 11.8 5 K BB R T B 180/120 —> 176/132
5 30 5 ZZVUR 27 HF K B E S Q 14225 190130 — 160/120
6 54 % A ENE 0.69 "2 E — e e FE 150/ 86 —> 144/ 80
7 62 T SRR EE AL 1 B PR B 22 410 ML fe E S Q 14225 190/100 — 180/ 80
8 35 5 = @ % 0.7 H5E — e E A 170/ 90 — 140/100
B RAEE .

9 36 5 R R 4 3.0 2 E SEREREIE — R A 196/115 — 150/ 96
10 29 5 RRRRE e 360 B K B 15 180/ 98 — 130/ 80
11 37 5B R L Bk 440 —BHHTE B E =] 220/130 — 120/ 62

12 36 ) AEEA, AEKEE 3.30 H K & =B 180/110 — 130/ 80 HoOE
13 15 8 HE K 400 —B@¥HT % IE SQ 14225 160/100 — 130/ 80

14 51 5 OEREEB B R 3.62 " E B IE g 190/100 — 120/ 80 B OF
15 56 8B R TEAL B R b A 3.65 B S Q 14225 206/130 — 140/ 90

BRI .
AIEH 52 5 e b ) 4.2 A F 5 K B 180/100 — 120/ 80 2 FE
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142259 OEALRECL 5 REMY = L EEDSR %2
T2 NBOBREDROMITE, BROMETHT &
{, EDMHEERAEDB L EHTES (Table 1). L
1205, AILA 72 g C b OEBRICHBNT,
FIRNPRILE D FHNC 072 BHh%E H-> Tz s
B, WO ENCBNTIE, Yy 2 X ARIKE S
AITA 72 FOBREFTSDILTOEN.

—7, Fig. 7 wRdT ok, PRA v~xv e AITA
BEHD IFRAEZEICS,  EORE2A &), PRA
5.0 DIBTIE, 3iIFeklic AITA BEOpiR2 5
(Fig. 7). {BMBTF AIIA 52 Fad%»R L7z PRA
1.0 U EDOFERITNULT 7 a2 4 F 3 ARSI
& AERMFRRALE 21778 -T2, AITA 72}
PEBET L Fig. 7 BMAD, PRA 3 EAL, U
e TS BN F—F—F 1 > RiTd - T2E
TREETEDLBHORGERLI.
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Fig. 7. Relationship between the control level
of plasma renin activity and change of
diastolic blood pressure during infusion
AlIA. The data of this case are showed
with arrows.

Fig. 8 |3, BEIR 1.5 23pW0iT, EEZEOEE
THEUTHTIN, v=u25, 5.0 DEDRDOTE,
L= HERZEOF T BRI ALLA 72 MR
HBUTNA.
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R: responders to saralasin
NR: nonresponders to saralasin
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o1 Lateralizing Nonlateralizing
renal vein renin renal vein renin
ratio ratio
e After Furosemide
Fig. 8. Relationship between peripheral plasma
renin activity (PRA, log scale), presence
or absence of lateralizating renal vein
renin ratio and response to AITA
infusion. The data of this case are
showed with arrows.
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Table 1 R T& L, PRA TRLOER LEE%
REBV. FT2, ZOMOMKECEIREICBNT
LEIUL, HOfEREREIAEDEP -T2, 5HD
MEE LT, BECEFEOHECHREOHETER,
HE 2 E ey d 4 WIS iEE, BB OB =Ry
FILCH T A HE, HA 0L, FoRL2 7505710
BEDH I A BE DR EPNEIZEBL LN
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—73, BIEESMTEZCBTS AITA 52§
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IERLBEL2TR ST, SRLEBRCREZRUIE
Bk, —Bcid A5, Thomas 2 DA & DD
WEDDH 591, Lrl, CNbDELIZF MY 7 A
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TFTH1HLIIDTH Y, KEFOT EL+4r
RIVEEICIT s 572 AILA 7 2+ OFEE AR
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BMEEEmMFIC BT, AITA Fx pi@io
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AILA @ agonistic 7T/, MM 7o oF 51
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U, AEFZ EEO WIS TS HEERETH
5.

Tre7z AIIA 5 2 F Q¥ E D B 0 IE, false
negative HER 2N T 2 7owic, Fig. 7 OFEERS
OB EILEYBRETHA L EWEALLL, FT,
TN DPOBELZINTVE®. LdL, £
Ry cRigE & UTC, “adequate sodium depletion™ %
BN 5 DIREEETH 510,

x5, Fig. 8 WRT T &EFMIML =255, 5.0
HEDIDTE Y =V EFEOHEERL L AIIA
FRAMCEBUTWAT L LY, BY=UEkeidEs
BMEEENEECISL TR, AILA 72 MBEDE
BUC & BRIREMIC L 2O ERSHESKHETH
3.

UL, AITA 72 M3 DX 572, W D2h0
BIEEAMEINTVSDS, SQ 14225 REDOESNsE
FIOBIFE X FiliRaE s T B U T 8 IRERREE /s
b, ZNoOBEGERD B ET, AITA 52 M4

FTETEERRELIZLZTHSS.

1o, BHEESMEORMERI, vor—7
UHFvL—FIRATFR VRUAN, Suoxg s
SUF 2 RA VI LA —F = U ROBHBTR,
HBHWVE, ZOMO WFEPEMCESLTNETE
B, AIIA 52 MTHd 2 AEHIORIED b IR T
x%.

V. f& B

52REMICA ST, AMERHERBICER S ICEM
BwsHEmET, AITA 72 MTKGE 3T BREGRZL)
BR UG ZHE LT

HHRT, UFHTT AILA 52 b 2HEfTUT2168]
WONWTETOEZRRINATL.

8, ARONBREIEEET2ICHLTIRELL.

X 3

1) Kono, T., Ikeda, F., Oseko, F., Shimbo, S.,
Imura, H., Endo, J. and Nanno, M.: Biological
activities of various angiotensin analogues in
man. Proceedings of the 6th Asia and Oceania
Congress of Endocrinology (Singapore), 1 : 324,
1978.

2) Brunner, H. R., Garras, H., Laragh, J. H, and
Keenan, R.: Angiotensin-1I blockage in man
by SAR/-ALA/-Angiotensin-II for understanding
and treatment of high blood pressure. Lancet,
2 : 1045, 1973.

3) Keenan, R. E.: Test for role of angiotensin in
hypertension. New Engl. J. Med., 291 : 258,
1974.

4) Streeten, D. H. P., Anderson, G. H. and Dalakos
T. G.: Angiotensin Blockade: Its clinical sig-

Am. J. Med., 60 : 817, 1976.

5) Streeten, D. H.P., Anderson, G.H., Freiberg,
J. M. and Dalakos, T. G.: Use of an angiotensin

nificance.

II antagonist (saralasin) in the recognition of
“‘angiotensinogenic” hypertension. New Engl.
J. Med., 292 : 657, 1975.

6) WMEF B:rvryirryy I HBEEOERKRG
H, kovEL LR, 26: 751, 1978.

7) WERER A v =2 EERE, AR, 387
591, 1976.

8) W% M - HBESCEL - RIESCE - FERAE - SRk
GRS D v AT v I BMBREEE 7



1528 WRIEE 26%
vy vy IEREL B A g%, 11: 3613,
1978.

9) Thomas, R. D, Ball, S. G., Lee, M. R.: Failure

10)

11)

of saralasin to predict a response to surgery in
renovascular hypertension.  Lancet, 2 : 724,
1977.

Eugene, B., Trainin, Vinod, R. Lala, G. Gomez
-Leon and Theodore, W. AvRuskin: Negative
saralasin response in correctable renovascular
hypertension. J. Pediatrics, 9 : 460, 1978.
Case, D. B., Wallace, J. M., Keim, H. J., Sealey,
J. E., Laragh, J. H.: Usefulness and limitations
of saralasin, a partial competitive agonist of

angiotensin II, for evaluating the renin and

12%

12)

13)

19804F

sodium factors in hypertensive patients.. Am.
J. Med., 60 : 825, 1976.

Kono, T., Oseko, F., Ikeda, F., Nanno, M. and
Endo, J.: Biological activity of high dose of
DES-ASP/-ILEU/-Angiotensin IT in man. Acta,
Endocr., 86 : 151, 1977.

Ogihara, T., Hata, T., Mikami, H., Nakamura,
M., Maruyama, A., Mandai, T. and Kumahara,
Y.: Sodium depletion and blood pressure
response to l-sarcosine, 8-isoleucine angiotensin
IT in hypertension. Clin. Pharmacol. Ther.,
23 : 566, 1978.

(19804 6 H25A 34



