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A Study on Male Hypogonadism
Report II : Testicular Tissue

Akira Mor:

Fyom the Depaytment of Dermato-Urology, Osaka Medical College
(Director : Prof. J. Ishigami)

In the 1st division of report I related the results of our researches about the semin-
al vesiculograms on male hypogonadisms and proposed a new morphological classification

of the seminal vesicles.

In this section, the histological pictures of the testicular tissues on male hypogona-
disms have been drawn and we have classified as in Table 1, but this classification is
throughly theoretical and so camplicate to apply to the usual clinical treatments that

we have modified it as Group A, B and C,

Classification A B C
Testicular Seminiferous . i
tissue tubule disturbance normal disturbance
Ipterstitial normal disturbance disturbance
tissue

Group A corresponds to the case of azospermia and oligospermia which induce male

sterility, but the androgenic activity and sexual disire are perfectly normal.

The cases of this group almost occur after the puberty, and are assumingly the same

types as Dr. Heller’s hypergonadotropic hypogonadism.

Group B corresponds to the conditions with normal F S H excretion lacking only in

L H excretion and is considered as the partial gonadotropic failure, for instance, fertile
eunuchs (McCullagh),
Group C corresponds to more than half of the cases of male hypogonadisms.
The author has had experiences of 32 cases in which the patients complained sterility

and sexual disturbances, as Tabale 3 shows,
Group C is the first in number (75.0%), Group A the second (18.8%;) and Group B the

last (3.1%).

From the above mentioned experiences, the testicular histology of other various

djseases of sexual disturbances are as follows by our classification.
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Group A

ray etc).

Del Castillo’s syndrome, Impotence, Male climacteric, Delayed
puberty, Various casualty after puberty (Atomic bombing, X

Group B

Fertile eunuchs, Impotence, Male climacteric

Group C

Cryptorchism, Eunuchoidism, Idiopathic eunuchoidism,
Klinefelter’s syndrome, Dystrophia adiposogenitalis,
Impotence, Male climacteric, Turner’s Syndrome, various
casualty after puberty

I # El

FILE 1 B 3 T BT IR TIEIC 3
O EEROEOHERICOE, Xi¥McE
x DBEEY R I, T OHBAEENE/BEF
PERRREER D ERG . WEE A BATRIC 5 2 2 &R
%, FERC B IR EeATHEC 10 5 BEEIR
DR REIPFAEEERR L. FRCEWT
W BFEIREEE AR 3T, Biopsy k&
ZEBAMBGOREE B IRV, TORBEEN
SPBBECOWTETOEEYHEA b i, 2
~3DEmRAEMLENEES,

Z3ETHR BEHRBTHREEEOHRY
b DT, TOMERRER BT IEIREIESRHA
FEORERBLHIAT 2 LICLARL AN LY
55D THHT LRSEER IR L,

ENAARTERERCHEMED 2 EEn D
Y, BIERTEAHZE»DS FSH OXEIC X
DETREERY, BFr ICSH (LH) o%
BETrB Erre > DHWE BA TW5H0
T, BTEBREEERED K 20 5N —FTEK
—EHRIC L DETINR TS O LBRE—F
ERELBRTWS., o CBTFHROMIERE
ConTh, ARG 38EERLE DS
W, R OWRTL % 5T R N L2 I 38
FITHFERE, EHOMBFEENEL PR
BWETH5FERO2 2R LE S, ERASW
ZORREBOHERICH, SBEHERHRLE
DoEER TR ORI EHEERES:0
fREA L He, RO NSMEER, H(LEEaR
EL—EROMEL L F, Nelson, Heller, How
ard 2D £ OF¥ERIC I OTERBIN, ¥
o & OFEIC X 5 BT MRS T 0 535
DREARBINT WS, Lh L/ES R m
T O ERASUWME ORI IE 3 R,

MED L A BERRCISAT 31ckk
FEMTHOEMYA LSV #arbD,
B AT RS ERBHEI LA RY, &
BAsk v BEEOLHEOH TRERL2DL
SEAEE B LR WS B L o0& 5.
#F5, ZA0EBREENELEPEERET S
Ha=it, Hotchikiss, Charny &k x0T
VEFOLREHRD Biopsy ki b GakiEE
L, 0Bz OFEER Albert £ic X 0iBRER
3 h, i Biopsy Itk 324 HKOBRE
R AEENEIEE L O b L AR ke
v OREREYDE LS, FEFL0REREK
DEEAME > BB LED LML, Lol
Albert ZOSIEIHRIC D WNT BT HIE »THEY
T, ThEBEBRRCGHAT 3 CEERY LOK
BH5,

I THRAZHEBERCE T, BFHEREEE
KFRIE D AR B Y B ICRE LA 5 HkO—
Bie LT, Biopsy X 323 OB REREAN
A R OB 1 Bk~ 7 R Xt ar X 57
HERIZE(L R BERL, < O O&EA BT R
b, BERAREO WTRASWENCERL
e DENCET BRI A M A fEmLBrT L
o fe,

I #hofalmesrnsEsk

BFERSIERTE 0SBtk LTHRoWEY, &
fEFHR LT v ORER P O TEOELEY E L
Ak LRI OFED2 S5 Heller & Nelson (1948)
K IoTlednde, BbRpEEig s = vHHER
DEERO BRI VEIERSRIR &~ A = v 2 OFUSInRC X
> CHJE%Y hypergonadotropic
& hypogonadotropic hypogonadism I ABI L7
LT, APEEAS BIERE G USH ShTwe
5. FAROFELLL O Howard, Albright, Selye

hypogonadism
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e X o TR b Cn s 2Mihd EFEo  Heller
& Nelson DFFE R OBERL Licd O &1k FuH
W

Zhucx LEAD Biopsy 1€ X BHH TZREHIER
BAHgr L, ChXvEREHEEA L Lch D
iz Sniffen, Howard & Simmons (1951) D45
755, AIbREEENBIE S % Bl 56560
VB BB LR, 1.0 RInE 7D
29 Leydig YIS REDIWS O, 2. BWECHE
LM e b % L3k Leydig HfE0 BFETIER
BEEOETHL O, 3. EXOMSEE2ETsd 0,
D 3ODBERG LIich DTHB. RT Albert
et al (1953) % Biopsy OFFRIC J>TEAZIEM
R ABAI L, ChCRE, RS,
HAFT B2 B L BB TR ERE A RE D A o B R
Boleot., FRic X528 1%  (differentiated
Leydig’s cells absent or atrophic) i3 Leydig #fl
JaoEfE4 M > Li- hypopituitarism KBEL, 8
2% (differentiated Ledig’s cells present) %
primary testis failure WEL, B Leydig #H
FOBEERFHEE L5, 5 3% (lesion in both
interstitial and tubular tissue) TiX anorchia
0% hyporchia X4 L, 55 4% (mixture of
two or more diseases occuring in the same
testis) IXE—EXAK 2 oM EoEBETE LT
BIEESRER LT\ 5. Albert 3% O MMEITR W
T, Heller & Nelson ZoxE}r LTHALEVERR
LB EROE A OREKTERM L, Biopsy K#EE
BB OF SRR LT B 0%, REOSIRRC
DWTHE A OEEAEHI T B, Albert &I
X BAEERORRE, T ORERR Lo TREICE
AIRTBHDOTZ ZTIIEBT 5.

o < BHTEEE MO RO 2 00
R RTS8 DR , IEREIERKUBER v

& VIMEREZEATHNDEDTHBHH, & O
BELIRTTEE S 3 5 O & IHDTE < ORI s #HT
PRI—kR T, ¥hToBETsEtoBRErLE
b D, —RICEIEOH T HEBERRIEEECR
BT, BbTHERERC 1o TEEIh s, H
Bt ofter R K|/ IFETHZ bR T
5. BAAEAREI L LESE O XEREsE, oo
BRI O LETENIII A TR L, A OBREY RE
BLLVNRDZ L RNEOHMEELES = L ixk
HOBEET, TOIEIEERE, ATHLBRENC
B\ OB E IR 5 S B S huis
W &S RIS K O ABER Lo THE IR TW5.
Lo LEHCERT 5B« 0BROBEEIIRI e X
DTUROWER B XN 0l ZWm T, BR
BOFEBHSEFECHRbh A<, Tk BT
BXh, WNoWkEisaek s B TEER LSRG
EREOBRLRBWAIEELZ XS, EEAORTIX
STHBEEINBET, g OBEHREEST
— BT B OB S E AT R D 2 DB X e
PHHH, HEMIEOKERIS OB a L ¥ T ASIEE
B L E 2 T I, Z OB — R R BRI R
i<, BEHIEsB-C LR RT3
A5, ARG, TEEMR, FURER Sorg WIS
B, BRFERT oo EO D L ¢, ML
IR T L —Rei i<, B bh Az
LiHhhiB5, HIcEND biopsy i X B HEBTAER
BOFTE & U CIEBEER B RD 3 o0 a0 Ex b
3. Bl BE 0L B ERI N5 D, 2.H
RS SEF IS S h 5 ©, 3. g ROHEE
iGN ECEBINLEETH S, BAIII»BERX
» BT R REERREC U 5 BHAESHR L FE 1 R
i< A, B, CO3IBIABIL, B hx18DHH
e MBI LT,

#£ 1

Various histological pictures of testicular tissues on male hypogonadisms

Group A. normal interstitial tissue and lesion in seminiferous tubule

A-1 spermatogenesis disturbance

A-2 germcell arrest

A-3 germcell aplasy

A4 undifferentiated seminiferous tubule
A-5 sclerosing tubular degeneration
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Group B. normal seminiferous tubule and lesion in interstitial tissue

B-1 abnormal Leydig’s cells present

B-2 normal Leydig’s cells increased

B-3 normal Leydig’s cells decreased or absent
B-4 sclerosing interstitial degeneration

Group C. lesion in both tubular and interstitial tissue

C-1 spermatogenesis disturbace and lesion in interstitial tissue

Cc-2 germcell arrest and lesion in interstitiai tissue

C-3 germcell aplasy and lesion in interstitial tissue

cH4 sclerosing seminiferous tubule and lesion in interstitial tissue

C-5 undifferentiated both tubular and interstitial tissue

C-6 sclerosing seminiferous tubule and abnormal Leydig’s cells present
c-7 sclerosing seminiferous tubule and normal Leydig’s cells increased
C-8 sclerosing both tubular and interstitial degeneration

C-9 absence of testis or castration

WER T ORI EIBEHE ORI TDH L T
BRI ERETHOT, o 5RO 4
ENTh ek BTRE L Bhh 58« O#FTR L&
ET 5. TBTFHRBESIEREEC T, 2o
TR, T O MR R O A e
PRI NN LRDIMRTH S, S5 HLAH
(YEEERIIC Heller & Nelson®hypergonadotropic
hypogonadism, Albert et al ¢ primary testis
failure @ 1 8 {—EH 2 RfEX h, BEiZpartial
gonadotropic failure, A% ICSH (LH) o4&
DI B 320 LSRRI R S hic B L, ¥
T2CHTILC— 9 XL BIERMcH 55, C
—1~C—8x hyper 3iX hypogonadotropic @
BENDLIRD, Thbi3 T DY R B {32
HIE Y 2 Lo TR TIRE LIS B L D L2 5,

RUED LREOFFERI IS, [ DR GH
BB E CRAMECZ L, BB RIS Lk X
Rids. £ CHARRYML-ZE, %207t
< ZhE BB L, BB EOBIMGFTE DR 4%
ZOMNAPITRUBRET 22 L & Lie,

AT HERERR X IER B0 L0 & 3 h S I R
EXBEDLIRD SO, BHEIBEEIEScH B H]
EM%K?@%%bﬁéo,cﬂmﬁﬁmw,ﬁmﬁ
PIERELTFTED, Lo 3Hch YNV

g2 BTHERERERRIEC KT
SN R O5E

SR R 5 -
L I

HE M8 &

E ¥ | R =z r £

o " &

~= | E %

DGk Leydig HRIOMAY SRR
EEBOZL LR D, BHEOTRE L IR ERHE
IROREES, B germcell aplasy, germcell arr-
est, spermatogenesis disturbance Z#FRL T\
5.
LI LT BT IERSREATRREC 3\ T AT —
TERNOEITRE L $HosET 5 AT OEE &
TYH, ¥RBANEK}S Androgen K¢ Estr-
ogen, BTIIEIER DDA b ELh A 80
THEIEORINT 10T, * OBAMMGERD B4 OBRE
HELERET 53 0Th by, =y ERcRsT
ST LREH Y Dbt b,

I =8 %%
BIRER BRIz 3 6 RSB RIEEA & 565 HifF L
CEIMER . oBoREEEEEA X » SAH
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B /NBE R N 2 CEH S R BIRE &/ NEY Tl
IhEBL, UREEEOLRE Sy Y~ PR LDEE
&% % o7, FisE Biopsy needle % F\C
OEMERTRBHEEA HVNOBRE, * EEED ik
TS EE LU OGOLRMELR, HE
HEERR b5 1-0ES LR AERTRI o
fo. BB OBEREAL L, B 77 v
IBERERIN, ~< b Xy VY A FVEL
fa, TV vRELHEURE L.

V % #i

AR RER SR o CRIEE £ O D MRS
BERE® R LTI LIcBE oW, EikoAks
L O CEHEREERE LR ch s, 4F50RF
BHERIC O\ TR L, o h b DFERDF 4 % EK
2 DREZ I BB ORI LD, B
A DEE I ZTeofn. RISHEERXRSRCoWTo
EEIBCE 1 B iRE L.

1. EOEEO, 297%F, BHE.

IR A B iEE T 5 FeEny. BEERE LT
6 ERTRRICREE S Z L b 5 L EIRALSBUHEE R
FRLTWEV. A2 MR ORFTIIERT, ¥
TR b RET oy, B (2 v F-atk, B
TRBEOHBIIAT2 v F~ AR X 5) BFeiy
Teu.

S (Fig. 1 35D

EHSIEEOEREYE L, REREOIEELZD
BhA. BRI SR FhA, L Sertoli ff
Hozmbicb, B 1Ece 79 vyEERTZER
BaiHBc, BolEmEEcd REZHD 5.
Leydig #fasd, BRERCERTHS.

% cH#E (C—4)

2. kOO, 317F, BHE.

FEES 7 ERRBT 5 FeE . BRRARR
CIREOAT B R ST . BEEEE 2 LT 7 EERINRIC R
B35 b BIRALROREERIEL TR, AL
ANEMERr TR < PEEEED IE¥ Ch 5. KRPRST
3D TORERD B DR TH 5.

ARG (Fig. 2)

MED 1 3B covor 7V b2 5 MIEH
FIEEch 5. BT IEFEIGSEY RO 5H,
5 2 RESEHIED X 0 BT~ D53 Ts
YERB X, FFEEEOEBEIROERYRD 5.

SE AR (A—1)

3. HBOHBO, 28%F, HHE.

B 4 i L TREFRE . B X v 53
gy 5 e B TEORE Y 5 - R 5. ek
FERIER TH 2042 ERAIE It /e, Bk
EPAETELORCENTD S, BRPET2IHE
L.

EHAARR (Fig. 3)

HE RO RS e OB LS Ro By 21
S5, HEMIZEEINCEET 5. EEEEISEST
BRI, 1HSECBD CPBOBEMIELTb 5
DA THEEHIZE T OS5 ZUERII2RBWb I\ .

¥ CH (C—8)

4. HOEO, 30F, BHE.

EIBEE 5 I LCFRE . ERARIEY
Thb. HELEROEBEIERTH DN, HaEE
FEr TR 1 A ARES UC 1 BT LELEE T
5. REABTERDIR.

284 (Fig. 4.5)

BRI 2R B CEaRR  13ice 7Y vibe®
&, FHEMIBCRRZ Ly, S cRER oS
JEEA 3D, B odsEsdn e BHbhT Sertoli
AL B b, BRI D RIS 2RERE
Uiy, EfEiuiaie (germcell aplasy) oOEMIT
b5,

S8 CH (C—3)

5. BRO®O, 4F, S,

B 1SEREBT 5 3 FoE R, BRARY
IEHTH 5. AR ENBHSRORFTIRETH BN
WHZEIRR M TH S, BERCER T3 0k
HEERICH RER R, BRPBTEZRDT.

EIFUERRE (Fig. 6)

ISR B T 1 SR E a2 b 5%, MK
I ITEARE, B4 IEE TH 5. BHEE—Rc
BC, BERIELTOoSEBRIRB» bR T, BTER
BBl IR T 5.

¥ CH (C—2)

6. WOFO, 417F, BUB.

BEIER10F R LCF2E V. FRABNCIES
b 5. NBLEBH, BELTOMMSRORFTIERT
5. BEE: LTHIHRETIRGCEREZ LD
h. MEERER. BRTFETERDR.

B s (Fig. 7)

EREI DT RE L Rd IS, 1 E B L
BEin ey R, BE cCRERRECEEOREYR
W, BRI ATL D SR ERD BN, BRI
FToOFEHERIRTWA. RL LFCEFRIE~ o
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HEURE BT 5L AR BB LND. SRCEHE D
BEOBL RSB ESROBRE ORISR T.

SE CH (A—1)

7. FOfE, 437F, BHE.

FEER0EAIRIET 5 b FoE . FRAR
IEEThS. N ENEHRORETIRET, B>
MEETE I b Raid oy s, BEAERE L L CHR MO
FEPTE T55, ZHRE ECBEEEY jIT
B, BRPED CTOROBTFELRDS.

EFUHE (Fig. 8)

R I TRE, B4 EXE AT, BlE
3 B IS EEC, B> Sertoli fifad 78k, ..
RUBT I hBHHAS. FTE8 spermatogene-
sis disturbance DIRAETH 5.

S AR (A—1)

8. ROEO23F. BB

FEISES 4 Bl LTFRER. AR EFBERER T
»a5H, BRRWERRCBERCEEST, AR
B/ MEIER O AR 27D 54, R X
DEREI LSy . MEER R EEN LW B . B
FREFERDT. AAEHLOBERESHINT L e
Biopsy & Z 0l

ZhiE% (Fig. 9)

BERERHT, BE-> 15y 7V v RS
bha, FHEEEEIEEL, B RS TR
TFaA ¥ Sertoli tubule DIFFE L, FAHIEIZI R
BTN B DB TEBRIZSARTD by .
TR E DR HERERETH 5.

| cHE (C—4)

9. ®BOHO, 34F, FIE.

3l L CEBRES VA, BRI AR
PR FEEATE Lic. AR R BRI ot
TSRO 2B BB S, BED EHIRRT

(FE3H 3cm) Ho5Eels XS24, BEORYE
BED LN, BRI MEIERCEE v,
TEEIFRANID 5 AR HE0 BRIE L&
5. FEEEEECRE AR

AR (Fig. 10)

BIERHifce 79 v{b&/RL, MEEOEEN O
WFLERD, 13T 7 7 2 <Hig, BEBIROER
HRDD. KB INER LIBT3 03T
EEOBLEERERE T, BT FRA L BD LR
QAN

&8 CH (C—8)

AP TE OBMERE AL v e LTy 5

* U V20 BRI, 5 ERTF80AEH L, Eie
0¥ 7 vF ey 1000 LU, 182 ERUBHERLE
v (FAab¥evFH 250 mg) H20H 1[H, 64H
HliEsR s LER L. LRI 2 2 &l
BREIH4EEA (B 7 cm ZHEEK 12 cm)
CETCHTL, BoRELBELESHELHE LK
¥, MEARAIREL 7o b T OREBRS BEC AR, Ll
BRI TFIRTRD . EXAERE BB
LFRA L ALK, IR ROSERE OB LR R

L, &Rz Bbbhin.

10. HORO, 48%F, BHE.

BAERT X b A RERSEE T, FEBERA]
F oMb REE o LRI HEER L. B
Fin B L. SR AR ER cARMRoRE
b BIFCHSHBIAERD oy, BETHEIBS0KE
PRELEOM4RED 51T T3,

Ehfafg (Fig. 11)

S B e  EREHEE D B TS B0k
VREFRTD 5. HEE SR LM bR bk
WAL, R RS TS, ER 1 BED LT
LR BESD VBB LI EBHEET.

¥ BHE (B—3)

11. EO#O, 29F, BHE.

TR 4 I LCERETFRE R, ERARM
EHTH5. HELIFTEINGE I TR, B
PREFUEENEH TH 5. BEIMAEFRILS b 0%
2L, MRS/ HEERTH 5.
RS B T ETRT. BERhED TP ROBT
BIRD B DK,

SEAAERS (Fig. 12)

FEME 1t} B ISR O REFH RD CIE Ol T
b h 7 b DEATRD B BN, EHEoMRLE TS
5. [HEMEORREN it ion s, fEEHo
1Ebe e 7 9 b RO BRI AR b 5.

S8 CB (C—1)

12. ®OKOO, 42F, BHS.

BRI U CREFRETT. BRI
Zd oirioy. AR LEERERCREL EERPR
THMMBEIUIRR/NTH 5. PREBIE RS-,
FERART 2 38 i\,

SIS (Fig. 13, 14)

S 5 SRR —EE X h, SRR
SHIfEL PRI ComIz D < BFh DRT
bo. APUILE 1 EREH 7Y £ = =~ 300 LU.
1B 2[EF28%, 72 ey FH 250 mg 4520H
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1EEFS A, 3HAKKESTREL, #EFubE1
» A CECENEGYR L. BilacaefkcsgmL
Trich, BELILVEEML, HMECRERFED
FxApL e, ~RCHCE AKKIBOBE ZHT
b5, ¥l Leydig MilanEE " BD LS.
L Lis iR PRS2 b e .
o¥ CHE (Cc—1)

13. KOO, 17F, KiE.

WI1ER L p %5 R <ERA FARA Lk
fo. BEOBL HEIO FIRECET T b okt
V. SRR BTG < I C B o% T BiEbR R
7" BEOREIELSBDONTRECEET I RET
NEORRER B4, T A/ MBI TR b
BTHMRTH B, Bh 17KS {Eid 7.36 mg/dl CIE
AT, AN LcEREE (gynecomastia) MU*
BB R 226 Klinefelter’s syndrome (&7
20 Bbhs.

EXMGE (Fig. 15, 16)

B /D e REE AT U LGy
Y. BRI DRED L EE L5 T T
ORETFHIENERb bR, METIIEY Leydig
fargingsrR L, Foilao R L AREh 256
RERERERA/NRE OMIEASEMER LT 5.

SE CcB®(C—6 C—7)

14. kOIFO, 33F, BHE.

RIS 5 e L OREF# 8 ev. BHE: ¥l
<Eimd BARERII . WHEBERILC/MEIRR
AT BofB EL Mk ch 5. MERC ek
V. BR TR

B (Fig. 17)

BHEIE L UMNTEEOEHSLE L, EERY
B, BHiaaras b HD Sertoli il
b et MR Leydig #Elasieoo8gil
L, % OMBIciaEExY B0 A Ho b FET 5.

A% CH (C—4)

15. XOEQ, 367F, BEE.

FESSI0E LTRETF Y8, BHET CEER
{Er b BARMERR. AR EEFOKRERT
LEoARHEROFRED BIFTH 5D, MERCRET
oo, BRI T R TRD .

2/8m8%% (Fig. 18)

S RER N E LSRR Z 2. BENE
7o b OBUZERD D B AR RHEIALL T~ DB
Xh, 35 UTE< 1 B Bo BT iiax 285
BEThD. BRI IERT, Leydis HlgoBIL

OTAREIC D BHnarsy .

¥ AB (A—5)

B 15@ D bic i 4 O PR ERERTRIEIC S\ TS
BROBPRL B Iy, FOEIERCO T Ekosrs
RIS Ldt., Rt OREFBFEN = FTTIUT
E3omEERLeS.

®3 HOEMADE

1. Azospermia C (C-4)

2. Azospermia C (C-8)

3. Azospermia C (C-3)

4. Azospermia C (C-2)

5. Azospermia A (A-1)

6. Azospermia C (C-1)

7. Azospermia C (C-4)

8, Azospermia A (A-5)

9. Oligospermia A (A-1)

10. Oligospermia A (A-1)
11. Oligospermia C (C-D
12, Oligospermia C (C-1)
13. Oligospermia C (C1D)
14, Oligospermia C (C-1)
15, Necrospermia C (C-4)
16, Aspermia A (A1)
17. Aspermia normal
18. Eunuchoidism C (C-8)
19. Eunuchoidism C (C-4)
20. Eunuchoidism C (C-2)
21. Impotence A (A-1)
22. Impotence B (B-3)
23. Impotence C (C-8)
24, Cryptorchism C (C-4)
25. Cryptorchism C (C-7>
26. Cryptorchism C (C-3)
27. Hyporchia C (C-2)
28. Hyporchia C (C-8)
29. Infantilism C (C-4)
30. Klinefelter’s (C-6)
syndrome C (C-7)

31. Dystrophia adiposogenitalis C (C-3)
32. Atomic bombing casualty C (C-8)

V #BERUVER

AR R L 2 BT IR A T O 1
<, BAMGOBREEMIREL B T R LREN
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EFEHER L e,

ITBTHBIES ETHRBATHY,
gﬁ@mﬁamweymmﬁwkﬁhfm5c
LREET, FESENEC X2 TfThhTn
5T L bBEHEER W, RLELRLEX DN
S BLT RERN Blr e O ST
2, EhAAErORUEROEBERC WIS
{ OTFEN b B b b b4 His SRR
DHEAHBIN T, BILBEExrerR
Leydig #ian bW N5 & =D REBRRE
—F LT\ 525, HFBIL DRI B ik
&L= % Estradiol o4WHigI 2T
RBE—c Sertoli A TH H5LFEXD
T\ 525, Maddock & Nelson ##5% Co-
urvosier u. Labhart, Wenz o ch %
Leydig MilATH% L EBTHEOLW &L,
C OB T 5 BHR O s e v SRR
RICHIET 5 L OFRIC O W T IRFE <« O RN
IR TW5 R, BEETHRACE W THED
B S IEE IR Tn 28R KR v
E=vRBErLe R LRI /ERL, ¥
7o BRI BRRE A & U 73 SR E e
ERTHH0LBRINTWS, BlEkrr=er
nE3> b lBiEREREFERE LD, =
WA IR Lo 5 BB s re SR
(androgenic activity) »FETH %55, Sim-
pson & Evans *OfOBFIC L OTHEED
ot  EEMCEEMICRE Lo E Y
523 L OBETRARERR2SFTS
cEpmbRTws, i rericon
TREDOHERERINIGEECEERSOAMERED
HaEx ERCED, B BT TEERES
LOSF ¥+ ue ekt LEEIee A+
BT b T g, BLEET 3 kBiED
MB 7 ETC R N — T EER—Z2HTRO 3 F
HEERACL 2L DEigEHEoT L BRNET
5.

fEoTBTHROMIERACEB LT, 0
FiR & B RS N FEHOMMBIRESEFT RO
ot 0¥ ¥« DKRGE > THbR S b
T, Flx EEEED RS EE TR LT
FREZ e o THEbh, MEMBOEEE LTS

Mk e DERZ E LTEDLRS.

(B L2 % BRI O RS AV EE R Bl e 2%
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Group A.

normal interstitial tissue and lesion in seminiferous tubule

Del Castillo’s syndrome, Impotence, Male climacteric, Delayed puberty, Various
casualty after puberty (Atomic bombing, X ray etc),

Group B.

} normal seminiferous tubule and lesion in interstitial tissue

Fertile eunuchs (McCullagh), Impotence, Male climacteric,

Group C.
|

lesion in both tubular and Interstitial tissue

Cryptorchism, Eunuchoidism, Idiopathic eunuchoidism, Klinefelter’s syndrome,
Dystrophia adiposogenitalis, Turner’s syndrome, Impotence, Mal® climacteric,

Various casualty after puberty,
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aged 29 Aze permia, Cla
Group C (C 4)

Fig, 1.

Fx 2. . Ohgosperm1a Classxf ‘
Group A (A- 1)

Fig, 3. aged 48 Azospermla Classxf
Group C (C-8)

aged oU, Azospermla‘ Classif,
Group C (C-3)

Fig: 5 same Fig, 4. high magnification,
the tubule consists of Sertoli’s cells
alone, bemg absence of germcells

7
aged 44 Azospermxa Classit,
Group C (C-2)

agekd 41, Azdsperia, élgssif.
Group A (A 1)




H— BT HSRERARE o TgE 699

o

. % > o .
aged 23, Cryptorch1sm Class1f Fig. 13. aged 42, Azospermia ;(before th
Group C (C-4)

treatment) Cla551f Grou C (C-1)

A 7 o
Fig. 14, 12th case, after treatments by
male sexual hormones and gonadotropic
hormones
a PR -

2 4 G % 4
Fig. 10, aged 34, Eunuchoidism, Classif.
Group C (C 8)
.

F1g 11 aged 48 Irnpotence Classif.
‘ - GroupB(B3

Flg 15, aged l/ Klmefelter s syndrome
Cla551f Group C (C+. C-7)
- o

C4 ;
aged 29, Ol1gosperm1a Classxf
"Group C (C1)

| 3&’ P
Fx‘g 10 same Fxg 15, hlgh magnification,
abnormal Leydlg s cells present and

normal Leydig’s cells increased.
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Fig. 17. aged 33, Azospermia. Classif. Fig. 18, aged 36, Azospermia, Classif
Group C (C4) Group A (A-5)

ERYTHROCN
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