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HYPOGONADOTROPIC HYPOGONADISM TREATED
WITH HCG MONOTHERAPY : REPORT OF 3 CASES

Hideki Mukouvama, Tadashi Hatano, Yoshihide Ocawa, Hiroichi SHIMABUKURO,
Kenichi Yamakawa, Fumio Nasuiro, Hirokazu Touvama, Tomonori Mivazaro,
Kimio Sucava and Yuzo Kovama
From the Department of Urology, University of the Ryukyus School of Medicine

We report 3 cases of hypogonadotropic hypogonadism and the effects of human chorionic
gonadotropin (HCG) monotherapy on plasma testosterone levels, which were related to clinical results.
The patients were males 29, 21 and 14 years old. Each received 5,000 units of HCG subcutaneously or
intramuscularly twice or three times a week for 16 to 40 months. Genital effects, including an increase
in testicular volume were seen in all patients after 2 or 3 months. The increase in plasma testosterone
level after HCG therapy was significantly correlated with the genital effects similarly to other
treatments. Moreover, spermatozoa appeared in one case.

(Acta Urol. Jpn. 45: 195-198, 1999)
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¥ human menopausal gonadotropin (Ll T HMG)
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Case 1

BE 9%, BM

EFF o BREFE

BEARE REE  fFLBELL

BWRE 19 T EAEENNEZH SN, growth
hormone (L\F GH) #ERA S, 245K £ TUHEH
TL72. 19944 4 AR HE L TCURI RS2
7.

WEHEIRAE . H& 161.5cm, KE 57.0kg, &%
BANRERE, BELRL, DD, FHEIETE DN,
BHRIZEBTFTho72. OBHRBETE, F:1.2

cem®, £ :1.0cm?

W Z NS WME : luteinizing hormone (L T
LH) 0.5IU/L LF (1.8~5.2), follicle-stimulating
hormone (JLF FSH) 1.2 IU/L (2.9~8.2), ¥ & k
A7 1 ¥ 5.0ng/dl LAF (250 ~ 1,110), prolactin
(WLF PRL) 9.4 ng/ml (1.5~9.7).

Case 2

BE 2%, B

EF  ZRMEH ORI

BRAERE « A% 1 o A OERHFM.

FIRIE - FECFER L

HUREE ¢ 1250, BHEFIRBERE IO UEERLAT, B
L O SR BEIEREAT S, LA GH #iE 4 £ RMEIT
SNz, 19954 5 A RO KA THResik 2 %
ZL7

VZWHEERR : K 159.5cm, A& 65kg, &
EZANHYH, BELL, SEB I UHEERIIZ,» -
7o, WBHBESE, £ :1.7cm® A :0.9cm’.

WMERERE  BEFRZ L.

MZ BN W2  LH 0.6 IU/L LR, FSH 1.6
IU/L LF. ¥ A MXF 0¥ 8.9ng/dl LL'F. PRL
2.7 ng/ml.

Case 3

BH 4%, BH
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Fig. 1. Serum testosterone response in pituit-
ary testicular insufﬁciency patients to
HCG therapy (Case 1: -, Case
2:—A—, Case 3: - @).
o
g
<
L
E
2
=}
>
o]
=
=}
]
3
=
*
A
Month

Fig. 2. Effect of HCG therapy on the volume
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of the testes in patients (Case 2 right:
—O—, lefi: —A—, Case 3 right:
@ lefts o),
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luteinizing hormone releasing

38 19994

hormon (MLF LH-RH) &#77 2 b (LH-RH 100 ug
BiE) 2BV, Mo LH O&5H OZEFE{E2%.0.05
mIU/ml, & KMETH 5305 % 1EAT 1.14mIU/ml T
Y, HMF FSH 0581 OEHEMEHT 0.28 mIU/ml
BAMETHH05HNET S 1.84 mIU/ml TEMET
# o7:. & 512 thyrotropin-releasing hormone FERIZ
BT, PRL B & U thyroid stimulating hormone (2
T TSH) O Ui id PRL O ZEHEMEDT 6.2 ng/ml, B
#% 12 ng/ml, TSH (3% BEE7S 2.82 uU/ml, BT
11.27 4U/ml & EEHBUE %R L7z, MR CHEE MRI
TREFRE (, REFRETHIER 46XY THD
BEAEOLh o7, 19985 | A, WIRSFHHIFHEE -
AR LREN &2 5.
?)J SESE TR - #E 164.2cm, K& 56kg, M
EHE, BEERIHY, BELZL, PEBIUHHE
fﬁ%%ﬁli&f)’o 7. MBERBERE, A :0.25m’,

£ :0.27 cm®
VLA : BEATR 2L
¥ & B N 4 il *ﬁﬁ LH 0.05IU/L LLF. FSH

0.281U/L, ¥ A h X271~ 5.0ng/dl 2L F. ACTH
32 pg/ml (9~52).

N =B -

DESERIE b2 & iRE % A/ HCG BFF R
BERB L. HCG OG5 AEIZA2 ~3BITF F
ro¥y (I ¥ r®5000U) OFEEIT- 7.
1 7 A% oI 7 X b X7 0 »{Eid case 1 ¥ 687 ng/
dl, case 2 %% 1,060 ng/dl, case 3 #% 307 ng/dl & K&
IEE RO ImOBMEERBEBREASELZHL, &5
EiRif7e. FORKR, BEITOFT A PRATO R
BIFRE L TEEELR > T3 (Fig. 1). ZOHHE
h, BEISEFMEL 27 BBICEDLN. 7423
o4 A BEHIIEEDLY 2RO BERAEIIOWVT
b case 2 I L CHMIZH, £ 1.8cm® & 0.8cm®
Tho7/zb DD 124 A%ICIEE 11.6cm’, £ 6.9
em®, case 3 IZBILTHMEBEE, 4 0.3cm®, % 0.3
em® Th 72 b DHF16% BHICIIH 2.3em’, £ 1.1
cm® KR E RO/ (Fig. 2). NEWOBEF R T
1%, case 2 TIXIEHEBIEIX, BRI (BEAAN
D+ TERERDOTELT, BELLRL, BELH
Scm Tholz, TRANEERMGE2 7 A B CHRAIEE
DT, WRREUBEORRESRD bz Fi-3ikE
BLUHHEEE case ] TIIXWEBEI Y 1EIZ 1.5
ml DFEFBE DD % §HE 3RO L2y, BT ER
FTHo -2 EE0OT AR L DT B OEHE
(1.6~2.4ml) T 10°/ml BEROOLND L) Il%o
7z, case 2 BL W case 3 BWRBRETIIHERE L

RERAS 2 Do 72H%, case 2 1347 B H, case 3 i1l
#RABICRESICHETYEDL LD, W%
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TEAEDANEIT LT GH BEIBERITS R
Tw57S, GH BERTHOGRMREERETSE
DBREOBMASTEENS. YHTLFRBELRRL
TBY, case ], 2 FNIZHETAH. T/ case 3
12, LH-RH B RERIZB VT LH, FSH & 12K
ETEH-HPERETIAZ {, M2 T TRH RKE&
IZBWTH TSH, PRL &b ICFEHERIE#R LD
TTERERIRFLEEZ, RERELMHIIED TN
BWieDEITF F N ¥y HEEEENE X SN

SER & b BAE HCG #IEIC L D EKREOWE
220, NARMIICLBEORLEILN 72, BIFLER
#BTHBY, SIIEBTREORBE L > TV HIKE
THhA. HCG FEOEBTHREREOMHRE, A
SOWMBIZ L B EWNBHIBEPHIE & MER R T
HHN, TEBID) LEFEDTE 2h 572 3EBIAS
ARG 1 ETHBURRE LD, 2EFMITIAIAT
BT REOHRENTD LN TV AHY

COEBIZH LTI Okada 5 % #M& & LT,
HCG HMG BtHBEOHREN 2SN TEY, BT
RIERFETWAY  ZHiE HCG 3B b2 LH 1E
BArAL, BEOHEEMBIZERAL, 7Fesr o
S ERET B0 LY, HMG i3¥ & LT FSH
EEEA L, BEOEMEIER LEBT O T RHE
S50 THAH DF hHNFWFENIZS HCG D
ATEIMEBORBEB IR FREOHMIL %D
IR FRITHIDOD, FOMPETFE TR
¥, BEIROUENADOFIR, BIEH L L THMESE
EREREEIC X 5 R R ERBEEN L mEF ST
57)

L L, SHEEBIE iAo ERICERT S &R
DRABEH Iy Ty 7 ADWEFRDTED,
A CHAE HMG 3B ICH LT RBRERNTH
D, ZBEPORHOBRENLETHHFAEETIIES
BEAAEVWIE LD, BFHIBWTIZ HCG B4R
FELBITLTBY, BEORRTIEI—DDWERET
HHLEZTVAE, 1275L, BFORRLDOT, »
SBEOFLENHNE HMG OHFHIREF LT 5.
HMG o#5E:81 L LT, HCG HMG #FA%EE
TORBBUIEFIREHRS $ TOHBAFH2.191
0.87F THAHNTY, QEFLFERIIEI TS, 12
7L, case 2 E3IIDOWVWTRAABLUREOHE
YEHL, HELTHALOHREEEZ TS,

BEFEDERTH A, EIF Mo rHEE
BIENSEZ 5N A case 3 124 L T3 EH i LH-
RH 2 X AiEE A EA & b L Tidv 5%, LH-RH

111

EEYEAEREAE Y, BEFEPERICR 5T
LEH. —H, BiLREZEOEREIZHVH5N S LH-
RH agonist id KEFH%*$5 &, #IiZLH, FSH %
WRLTLE S - 0RERICIEE LTV
372 HCG OHE5EIZOWVWTTH 55, HCG iX
Leydig MBE % 4I# L, ARMET X M 270 > ZH0
XgprIELYY, MEBFRRTOOEHME
WEIZLOBRFTHIENTELDBDEEZ TS,

& B

HCG HEMEEmIT PO/ T F b o € oS
BETED SERZRERLA-DT, ZOZWBLUH
EHiEEEDIZHREL.
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