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1. M g

DAL AF FA A g8 FHA AEeElAe A
Fhol b4 g 4 glod, ol E b Held £
g JEEA ART dFE Foh ol E WA A
e AF e slgd gud s wdd ¢ g
=, dede] A¥ALR AW =wEY FH2E2 %
42 322 44, 44 % M4 Aol o ¥
48 4= g ol AR AHL d4H T4, o
2 3% g Z2EAAEY 340 A& Addelt
A2 wgE gadd g6l et W e BF
32gEEs 230 sHsdAdst obee AFEEZEY
Fdd A PLEE FATLA A 28
e 2% F F 47

A DAAFAF ol Hated] AGE2E 1
FFE Y o] 84 AFIEEA AT kel A4
A G5 FANTEES FAAAFTERE
o) g A3kl aAstd Bastges, H3trA] A4
AFFEE A bEFAE B AT F

e dFRnE o, aieal Agde A

FAFAYH G Hetea At AR Rie
#reh

ole] AztEL A FAFoE A A 204
A M3t TREY $5E Adstux thyro-
tropin releasing hormone(TRH), luteinizing horm-
one releasing hormone(LHRH) 4 qlsle] yg=
Abe] o)Er B2 Y& 448t thyroid stimula-
ting hormone(TSH), prolactin(PRL), luteinizing

* B =7 A2 % 19824 109 #1343 o gl shara)
sl s A4 TEeled g,
¥ Z:83% 18 218

hormone(LH), follicle stimulating hormone{(FSH),
growth hormone(GH) ¥ cortisol & #5359 ¥
38 E23ttd 27 g 2 BAE Joisld
B aEkE vlelrl,

I. AEciy 3 e

L MEid

1981 12936 19829 9 AR FFeo 594
8 23924 A A g8 FeR Ml 3
2} 2085 FANEE 109¢ e s

AR o 3g9) At 3 E A AL g4 &
Ask Fold ¥ AR Zad A44 £330
% A AAATA Tl Asgt. o F AL
JFYARAol AF TE2E Wi 2T w3
AEE e Aol gl FXE AR St A4
BoFo velk 204114 594 el 2 HF 32,9419
o, BFabsl 116, o =br} 9efolgiti(Table 1).

AN ZEFL AY, oldhd 24 g AA4Y LA
ol 4 WAY ¢ fE AUAFEA 254004 334 4¢]
8 2 8F e o=t 2 Ao R syt

AAAZ2Fe BUN L 6mg/dlel4 20mg/dl 24
S 18.1+8.7mg/dl o1 ¢] & »), creatinine - 0.5 mg
/A1l A 1.6mg/dl 24 3F 1.140.3mg/dle] gl =l
Creatinine clearance rate 3 28ml/min ¢4} 135ml
/min 24 3F 106.8+13. 7 ml/min o] g v}, = AE=t
9 §3 BUNL 485mg/dleld 167mg/dl2A
S 91,.8+30.1mg/dl e]gd 2=, creatinine-& 4.8
mg/dla| A4 27, 1mg/dl 24 =37 10.2-+4.9 mg/dl ¢}
sl e}, Creatinine clearance rate = 1 ml/min o] 3}
A 20ml/minelgy o=, HMF 4 545 2ml/min ¢}gl
3L, 85%(17/20)8) #kx}e]l A 5 ml/minelstg 4=
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o] 9l o} (Table 2).

2. %

ZEE A A% AYL A4 1243004 F
HF A AT 30Eel4 44 4R o}
& 24 846 JlAzl A& ke yYYL A
i, 4] 59 Hoechst A} A]E2] Relefact® TRH 200
#g, Relefact® LHRH 100pg % regular insulin-&
AF kg 0.1~0.3591 8 FA o) FHFA% £ A
= AAGRZANE FAEA 308 8 60%d A
ARY & AGdgel. AT 29 AL2aA 34
# F 3,000 rpm o4} fA-Ee] st g} 20°C o) 5]
+xA 932 E3g% TSH, PRL, LH, FSH,
GH, & Cortisol ¢] 5% &334},

Qlute] % Al A4 Fasls] $Eg
A AYgE4 2t ded F4F 308 =E 60
Fo] F Ayt PlAa e 50%el8t B 40 mg/dl o]
gy ASE A delel At HAaq
100l A = 30854 fga) 7t A4 ko] Asls
=, g dEd Fodd A g9 4
35%(7/20041 A &= 308, 65%(13/20) 413 60

o}

a4

oo 32 P S e w2

do o A fu

Bl Z1A12] 4] 50%0] 5} == 40 mg/dlo]stE i)
dct, AAEF 3ddlA ¢¢, §F, g Aygd
L2 Qg FAE Bgod AAE FAY PEE o
gzt

HF ZEE FE EHL wA"dE2Yy L o)y
glg .oy, TSH = Abbott A}e] 125] HTSH RIA kit
2, PRL & Travenol 412 Gamma-Dab ] prolactin
RIA kit 2, LH % FSH & Cambridge Medical Dia-
gnostics ¢} ] LH 8! FSH RIA kit 2, GH-& Serono
Diagnostics ¢] 5] hGH kit®, 2]z Cortisol &

Travenol A12] Gamma Coat 1251 cortisol RIA kit &

Table 1. Age and Sex Distribution of Patients

Age Male Female  Total
20~29 8 2 10
30~39 2 4 &
40~49 0 2 2
50~59 1 1 2

Total 11 9 20

Table 2. Serum BUN, Creatinine Levels and Creatinine Clearance Rates in Normal Controls and Chronie

Renal Failure Patients

Normal control

Chronic renal failure

Range Mean+SD Range Mean-8D
BUN mg/dl 6~20 13.143.7 48.5-~167.0 91. 8+30. 1
Creatinine  mg/dl 0.5-1.6 1,140.3 4,8-27.1 10.2-+4.9
Cer* ml/min 83~135 106.8-+13.7 1~20 4.5+5.2

* Creatinine clearance rate: below 5 ml/min in 17(85%) of 20 patients.

Table 3. Criteria for Normal Serum Level of Hormone and Response to Combined Stimulation

Hormone Basal level ]It//ffz;x;n;} ﬁ:,ﬂ?ﬁii 1\1{?:;/“1;1 ﬁ?;?,%sf*
TSH 1.5~7.4 U /ml 2 5 pU/ml 10 17 U /ml
Prolactin 2.1~26 ng/ml 2 10 ng/ml 10 36 ng/ml
LH 7.6~26 mIU/ml 3 16 mIU/ml 8 62 mIU/ml
FSH 1.0~12 m1U/ml 2 6 mIU/ml 12 11 mIU/ml
GH 0.1~3.5ng/ml 2 6 ng/ml 13 ng/ml
Cortisol 4.8~23 pg/ml 2 7 pg/ml 33 pg/ml

According to the value of normal contrel and refernce 7~15,

* Ratio of maximum increase to basal value

** Difference of maximum increase to basal valuve
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Table 6. D'stribution of Basal Hormone Levels and Response to Combined Stimulation in Patients with

Chronic Renal Failure

Basal level Response to

stimulation TSH PRL LH FSH GH Cortisol
High exaggerated 0 0 0 0 3 0
normal 0 6 4 0 5 5
blunted 0 0 0 0 0 1
Normal exaggerated 0 2 1 0 6 0
normal g 5 5 4 2 3
blunted 7 5 1 12 0 7
Low exaggerated ] 0 0 0 0 0
normal 0 0 2 0 0 0
blunted 4 1] 3 0 0 2
Total 20 18 16 16 16 13

TSH: thyroid stimulating hormone
FSH: follicle stimulating hormone
GH : growth hormone

A7 276l Agstgsh
ulAd Al 2] Fo] FEE 2 #x}e creatinine clea-

rance rate & ]2 Cer 3ml/min/l, 73m2o} s+ &

group [, Cer 3~10 ml/min/1.73m*& group I, Cer,

}ﬁml/min/ljs m2o] A& group [E FHAF L EF
ghi o, group I & 124,
T 34 givt.

24 ¢ LR 448 A4dzEd] 443 &
W A9 BT 2B o™, AR
#4844 B4skdet. &R A A7
BEEFEE ARG AFF A EE Hgd 2

group I ¥ 54, group

& 2R EHad A8 AR R #EAE

g2 owmetgeh. F Ay 43R0 B8
A e lhighy, R Ads oA E 751*&~—;r"(n0rma1)
ol el ol k5 AetF(low) e R spgich Bt
Fe] BE e EYRT LR Bl 0L FA A9
322 28 vAAs) vlmald A A H
dE/blE 2y AdSbwd 1EeR AR
7] 2.2 Tuble 33} el A 3hy owf, Tuble 394 & &
o b ol 4e 4% Bl o & 45T (exaggerated)
2.2, Table 3414 Fg 408 gk = of 519 ot

2% 39l ol & 3% (blunted) 22 EFsgeh

m o kS|
1. MAMRZTR Zt2te) wakea SR80 JIMR
g Eetaistol it @i

A7el TERS ¥4 R HFAAAAL =t

PRL: prolactin
LH: luteinizing hormone

2% 302 9 60l A ¢ ey HF €% =& TSH
7} 4.8--2.4pU/ml, 14.2:+3.6 gU/ml, 11.0£4.9 #U
/mlejglz, PRL & 9.84+7.9 ng/ml, 27.64:13.9 ng/
ml, 19.8+12.9 ng/mlej g0 LH & 14.5+6.2mI0
/ml, 51.017.6 mlU/ml, 41.8:15.1 mIU/ml o] g
51, FSH = 5.14+3.2 miU/ml, 11.424.3 mlU/m],
10.8+3.1 mlU/ml o]l o=, GH & 0.8::1.1ng/ml,
1.6+1.7ng/ml, 6.7-+4.1 ng/ml ogleh, Cortisol
& 15, 1+4, 6 pg/d], 22.7:£11.6 pg/dl, 22.7+11.6 pg
/dl, 28,1:+9.0 pg/dl o] 1 oH(Table 4).

9. ot AlEF BN AL HeteH BEEY JIMA

af A= o dE

AR 208 4 LERY AXA H
o] W& g Table 59F v,

. 2

o

Jris
Jlt rlz

Y

=<

3. oHEAEES0A Ll TSH S| 71Kl B8 BExt
2ol ciEt we
TSH & 7 x2% 20613 160 (30%)e A1 A3
o st m, 4ol (20%) % 3 a4l A olstel gl
&, AAR} FAE ejAeE
TSH ¢ |7 E A0 25
i Fhole gddvh
g g TSHE wbg-g 1447k A8
ol ool Al A AubS-S vebil e} 206 8] 45%(9/20)
A arg.on, JAss gAggd s gl
Ql 4o % 55% (1172009041 & FgAFo A w8l
gAY Ess vk 4T @ TSH {3l
Zatd 7St Ay A ehokeh(Table 6, Fig. 1).
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Fig. 1. Responses of serum thyroid stimulating
horrnone levels to combined stimulation in
the patients with chronic renal failure.
Shaded area represents the range of respo-

nse seen -in normal coatrols, O———()
Mean value of normal controls —group
[y-=———group I, group I, of the

patients with chronic renal failure.

4. HLIBEB0M 2| Prolactin g 7[Xx| 8 &
BRSO st we

Prolactin 8] 71X &&= 33.3%(6/18)e1 4] A 8]
ojabe® Zrlxle] gy, 66.7%(12/18)e1 4 & g4k
Heldl Sahgdex, Aadds shgpdeldal A%
s A skt Prolactin & 37 A2 & gRbge]
45,2064, 1ng/ml 24 FA4d 238 9.747.9 ng/ml
Boh Bl oe #4954 25 ool H(p<0.05).

HghabFel] ol g ke A A A W44 A%
F- 2619l 11.1%(2/18)| A #5485 Rolglw,

227k o1 el FAdsd T 5ol F 611
%(11/18)ol A & 3 4ib-3-% B9 1, A7 Ay
el A¢E 5dldd 27.8%(5/18) o A & bge] 3ty
o] ¢igicb(Table 6, Fig. 2).
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Fig. 2. Responses of serum prolactin levels to

combined stimulation in the patients with
chronic renal failure.

5. BHY AR M =0l A 2| luteinizing hormone &} 7}
K‘!il 8 BExiFo it g

LHY AR E 7378 A 2598 &2 29}
I 57t 25%(4/16), AW 43.7%(7/16) ¥ Ak
31.3%(5/16)24 AXA7 vhkstgod, =7
Ad 299 oA LHY #F%E5 #4s)
sket.
Aol o e 6.2%(1/16)40 A 7@}51 B}
$&, 68.8%(11/16)e14 B AgE, 28T 25%(4/1
6)ell A= F34% whe-& vebil 9 F(Table 6, Fig. 3).

6. DHHAMRF TolAig] follicle stimulating hor-
mone 9| J|MX| W BEKF ot @S

FSH & 7 Aal w77 & A 24 9 o%z} ) ¢]
Bne 25 FAEHA Satgod, W@ 30E Ay 2
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o8] Sxpofl A= FSH & 714127 A3l F7tsle] 8l
si+h,

BT o g 4SS 25%(4/16)91 A = A A4S
4 29E, %2164 F35 d& e
sivh(Table 6, Fig. 4).

7. AR EN A growth hormone 2] J|XR|
W BT thE g

‘GH &) 7145 = 50%(R/16)914) JA4Hsg] olatez
Z7rEle] dQ.m, 50%(8/16)E B AW N4 Fslgdrh,
GH 9l 3¢ 1A% #xpfe] 4.4+3.6ng/ml 24
BANZTE 0.8+1.1ng/ml it} SAH s £2)3)
A FA=E o gl v (p<0.01).

EgabSel g e ARG S ASE S
ool AWl 2 F 43.7%(T/16) N AL A Aukg
£ 2gen, Wge] Eid A4E g

FAGZFAA GH e 42 308, 608 A& &
7t AYE 2Q 9, ST E 43.7%(7/16) A

P PR oo DTN
o 666 T ess
.

175

Pollicle stivulating horsune (mityml)

 Baesl Iomin 60min

Fig. 3. Responses of serum luteinizing hormone to
combined stimulation in the patients with
chronic renal failure.

* Postmenopausal women
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AFF 308 olv] A FErHE el gdoi(Table 6,
Fig. 5).

8. St MPH B cortisel 8} J[ XA U EEXE
ol gt S

Cortisol 8] A& 33.3%(6/18) A 4441l
Gt ol Aoz Frbs e glglx, 55.6%(10/18)6) 4
B A Fakgden], 1L.1%(2/18)% F4EY
o} 3pgtAl o] stel vl Cortisol & #7144 &= 3=}
Fol A 21.4F15.9 pg/dl 2A F A 22 15.14+4.6
pg/dl e} #2818 AlelE gloich

BapFe] A @ S-S XA} S ALF 5
o, AR ALF 305 44.4%(8/18)NA = A
A& Hejglx, XAt St ASF 1, 3
A elel BLF 7 B Ay ASF 24 % 55.6%
(10/18)14 E34d wb-g& Bych EgaTFd g
qig-o] zlal A%E ¢lgloh(Table 6, Fig, 6).

A

500 |

80

(m10/m1)

60 L

an ¢

Luteinizing harmone

20 ¢

Basal 30mic S0zin

Fig. 4. Responses of serum follicle stimulating
hormone to combined stimulation in the
patients with chronic renal failure.

* Postmenopausal women
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Fig. 5. Respones of serum growth hormone levels

to combined ' stimulation in the patients
with chronic renal failure.
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—&EE /I 3N BHEELRECAA HAWSMAR 9% BTERREYD W #R—

g3kl AT Hrle] d3F Fdel & oFF Aol #
o},
A2 FA4EEE, TSH, TRH ot iodide ¢ ol 4

F2¢ 9% n do. Y4 REdA= T,
B Tarb ztddbe] TyTo & F748A ok, nkdd4l
A A FAATEEY W3 T8 zdst
"a 2 Egel, Tysb gl ® £t TSH
= A4 geod, 2% T,27 dgal 2 E73F
7,}/‘&4‘1 ZT 252 o A4 34l systolic time interval,
cholesterol, reflex time interval &-& & A}OI H2D | wl
JAREAFAA TSH e sAx+ F4olets Eanst
H-Folm] B2, A kel A FrhE & AT A S
Z g, TSHA 7 A5 TSHY 448 Ao
v Al A A s A - Al Akt §F T4 8414 A
LB ARl hypothalamic-pituitary axis Fefj ol
2% pituitary gland 8] 753t 5t 93& me
o} sh v}, Gouzalez-Barceua? 58 nhAl 4l &=
Fel A TRH dlgk TSH o] ub-o] gk ok Fisl
|7tH 22 x Adsed 35 b33 el
WE AL XEl4a ¢ thyrotropin 38} 4 E efe] TRH
of wjgk threshold 7} Fola gl-gd slQdrta sy
52 thyrotropin $u} 4] Lo TSH
#2gol TRHo wg d4h-go] gh&scla

-r"{“ f‘ﬂ-%

2w, - Czernichow®

o Aol

A 25 ‘%%MVH& wk AR el 4 TSH ¢
T AFelrh gdled, A s

A& o FE- -’é %“J#M &eam, gad dE g
b, TRHAL= oj 4t TSH ¢ abg-& 20415 11e
(55%30 4 EF=e Y& g

TRH & Hsleale]4 TSH 39 £} opie} prola-
ctin X812 24454, 100pg &) TRH &%« 2 PRL
8 3R 57HE bl e, AFE 15~308d F a4
ggvim gepeh A A RaEe 4 PRL Y Sk
dopamine B 2% A5 & o)A & >§*& fee-
dback inhibitory pathway o] o7k 918 Holglt
FZ3lg e, AR A S 2548 4525%
A4 Aol A ¢ GomP o]k A4
olE whe] whilBgFoldE PRL Y Fr5irt o4 ut
A ke A g AgkaA s glebe AR, gk
o} Nagel®$3} Sawin®*®§-& LHs FSHS Fs515t
AAH-fue] WAk g sh gdeba Faska geh

PRL & st A 3A S A A ZEY E71A4]
Brh A 2 ® 49 A4 bl g2 (0<0. 05),
EE 1860 F 66 (33.3%) A AR 8] AAYL AEE

AaAstgdret, Sgabge g PRLY 0b-ge 73, 3
4 Bt E3bE givh. PRL o] F7hal ool 49 LH 9
FSH ¢ 4b-g-& A4 =i Ashs givh

Zingrof 52 RAAPAFANA WA Ak
W ojxllq 25 LH @ FSH7E #4s F7s g
Gz srged, $¥734 g LH o FSHst
A4noh wostn wastgch 9AEATY W
A4 G4 8 PP zhEjel vlEe] Eide] elH =
] o]l mE-g atropy 2} ol W-E 43 testosterone
2 zhdol] qlRIepbs B gl YAl R A S 4] o] gL
2% A4 E 73z LHY Fote dA40A4 &
gkri . 8}e 439,40 ponadotropin & HF3|E B E2F
el gaod A4 €% =2 FAPHd dd
w40, 1LH 9} testosterone & EAle] &3 )
testosterone o] & #elE= LHE 4tEslo] g1z o
a, 4iel LH 7L 58 w83 3alol A & testo-
sterone = ¥ %S #Asd FFzAsFel A4
4 AjAEkg .o, clomiphene £« 8 LH 3} FSH 7}
FARE LH FSHE Bshe Saitas A5e
Hagolsi oo, g LHY A4 3 Bo: 349¢
vetdeta FRAgEae. weid B4A3A3e ¢
Al A 5 Aol £ BEA T 4ol Yalol AU,
hypothalamic-pituitary compensation o] 2.2 &g 4]
Apsan, gle] 4]0 ili —sa.az LHRH & Feig
73 gonadotropm,l 2718 Agegcr, oy
T 28I Y el J’%* A& AR = A4 R
srol Alate] 44 Agsts testosterone 4§ 4ko] A
5+ fikn adtsirio,

sy AL QL Aol A e G Aol 7 A St o]
T R er g A4dd 4 gde a e FY

7ol #iAA =eh, A4 A¥Ad4 LH g FSHE 3
Aol A, LH & A48 ¥4tz FSH & Aelst
4 91th®, Schalch® & Al8AE Fatdl4 (LHRH

FF2 LH 9 FSH)8 HzA: AA4NETs &
Aol g8 wwslgm, LH 9 FSH7F LHRH 34
F 2~3x1 7R A2 syl

2~1 } o el E gAY x%éoﬂ A LHs} FSH
o AAA e AR IR A2 A HAY F
7}201 »l;u~”‘]: LH 8 AAAE D}%} A& et
We2nl, LHRH R4 ol g LH 2 4§28 68.8%¢
A AANSS Holglw, 31.2%Y e FIF B
¥35 e dgeh. LHE 54€« TSHeY =
FuFe-& 1%l ks TSHY %51 & o LH
FEo] GEFL w1 4 gt AEY fgd A4 TSH
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i5-8 A4 delelglend, TRHAFEY
$E vgtene LHY é?%ioilh 9%
%t A2 gddstgs, FSHe iﬁ‘.«é

17371 o138 o 24 ojojell e EF A AESlA &
b= LHRH 4§ A5 & 34 =& ﬁ;}
-3¢ Helglrl. FSH ¥ LHRH R F 6084 90

B nad] Fereta =59, & A4 6087
1 Aol FSH 4 wb-ge] wro=], 3084 Hef

of FAAHEE B A 603 o] FY W& 7%1
Zgrig FSHe #2%55] v 248 +&
olmE, ol & Yo A HaF AL
pd B2 4

EgF A4 g
2! serotoninergic pathway &
ACTH E#0] & S5k 21 4, 4l

{%_01 TE% ﬂ%%t C}]lﬂ}
AFEezyd GH 9
8 fu g el S
¥ g7 5te = g%’-é] %._SE_/{] 7]%;—{}9‘} 50%;
o]t .‘F.% 40 mg%o}, Fhob sl ook FrElenae] alajal b
g gge] hEpd 4 glelNen, A
AFEANHE A % kg & 0. 154418 regular insulin
222 »&ré%o* deiubal gom AF kg 0.3
L5in 8 28k e Z7bdle] HE kS kAl
- AEE 'gxié o},
i%ch‘i GHV«] 5%‘:,&-7 x{;‘:‘L 4, 3.__3 6ng/
3

I A== ghokel,
RrG AR FAA GH e FlAA9 A ° s
el g GH 9 2wl 4b-3-% of 8] Baapel »4'40%
Fars] gl ol mlgaRd ey d3E GHyxy 2
obA A grsA YAlE e 4754
1 -89 74, '3 intolerance Bl
-] GH-gxe l F7F sddel & 4 gleh
Tt g E AR e 22§
] ko] FpepslA] vehdeten, ®
wrpul e,

malnutrition B vh4) 200 BB ollA 9 7ke] wRA AL

AFAE TRH dlgt GH Y db-go] Z3hs =, %
awd Eajel 4 GH & Az Fohsde] 8l 75
TRH o =gt ubgel wlg4AH 22 Frbs] ] o]
TRH o3t GHS Fr71= GHEVE 248 55
A73A G Felel F Q. FAd 2t Fe A
FAFAde TRH & GH 4% #538ke &3t o

anorexia nervosa, protein

oD A 2Lge] st A gAW T4 GHE b
& 308, 608 BAFS AFE Rl b, w4
18-A % &l A 166]F 7oA 302 o]n] 3
szl el 78 vebligliel, ole st GH fuldbge]l 4
13} 0 %

_Pr

pHAes wEn, Sr%E JAYEZFEY BL AL
Adgd - APl A Gg¥ato] ohizh TRHY
g gkl ol& Zﬂp_i qch "k A4S 5

FeE FAlo Feistg g =14 GH
TRH&‘r 11-% ge F74 nEoE Fzlgd

bolsk 86 AHsdel deid o2

A Ase] a4 wkg A5 cortisol £] 7]
Al 32 Y $3g 20 186 F 6ol A
oAyl ol Aten Frtslel gglvh. EgRbFel w
‘i} qH2-2 1841 % 104 (55.6%)oll A F3FH=el 95

Zetgdrh ojeldt —/ﬁ,_r o Hauate A Y
;‘Jfﬂ"‘/}. Barbour*>%zl Gallaghers®5-& =hbad 4l 5
ol 4 cortisol 8 Zl A AL JubAd o2 A 9l
o, Al circardian rhythm % 71"z givla
o et Ramirez®5-& nb 4 Fa o4 #1449 cortisol
o] E718 A9, ol wAmdEYu 2 E cortisol &
Z3 T cortisol Fuk ofulel 2 W A4 EARA FHE
o #laldte elel, o]l g cross-reactivity = chro-
matography & cortisol vt 233} ¥ % 4 g
Bastgrd. ®% 3T RamirezF-& w4 AlF-21¢0
A ACTHo] of & Hals] "o ub$2 FAelx, 1mg
dexamethasone test 9} 30 mg/kg metyrapone test o

i‘

{o

of
-

AE 4h2e] ¢ 1, 3mg dexamethasone test 2} 3gm
metyrapone test 0{11‘3 ACTH 2} cortisol & wb-g-¢] 8

T&oast, dF ] frukzl Z{“ﬁ’%}oi g ACTH
o wkgel Aol donE oldd AL PHAY
A& A hypothalamic-hypophyseal defect 7} ¢l &%
A ALgheba OBZ‘/P

b Al Fedl A A8l A 22 shgd PRL
s GHe 7 2% A7t AR zEAG Bod, 9R
Fol] wldbedi= GH O whg-& Aslsgos, TSHs}
cortisol ] Fuluk-g-& EHE AL veplglia, =
3+ creatinine clearance rate 8} & Eol HgAF
of & HEhra A9 EEEAY AgA = gl
A ALA G A EGRFo] AT A AYER
2 k-3¢ TRH, LHRH ¥ ¢ gd¢ 424 5oz
Fdslgg ALE 2y B AxEd BRIl
2ol b Aot AR AFAAL TEEY W Y
2 AAE A& gl Hstede AL FA5
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Badrh bz,

8 AR 38.3%04 S5 9
AAAF A4 2FR} BAOD Fo
el 93t BYARA AL 3 T

3. LHY 71 % vhefstges, Sgh3 A
g8 78. 7% A e A B A3hE S 24y
21.3% Al E5s 4¢E 2

4. FSH & 718 A= #7718 Ak A=} 2898 #14

Sue TF s fohged, $YATA L
Hee A4 2E 23 weR4e vk

. Growth Hormone & 7] a= 50%4]4 Zrb3
] J%i-:», Hgri Az b A 2ER L R4 A F
Aol gk, Hg=bFod A w88 56.3%AA 7
A7 e Holgdm, 43.7%AAE AL B
grb. RS 43 7% A EAREF S0kl A
FoHEE e °i =},

6. Cort15014 A 33.3%0A FrhkEe] dlda

oA A= Zé”o}ﬂ% 5"3% Felrt gdglvh. F¢AH

°ﬁ B b 44 4%l RAAdEE debig e
v 55. 6% A g€ 2y

7. B ol A Miies EREe 4
3¢ AR FY AEREdE
-,

ol-pel Ast2 mtg AR FAA Hebpa R ¥
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Pituitary Hormone Response to Combined
Stimulation Test in Chronic Renal Failure

Gie Seon Kim, M.D., Young Tai Shin, M.D.
Heung Kyu Ro, M.D. and Bek Hee Lee, M.D.

Department of Internal Medicine, College of

Medicine, Chungnam National University
g y

Combined stimulation tests for pituitary funcrions
were performed in 20 patients with chronic renal
The basal
Jevels of thyroid stimulationg hormone, prolactin,

failure and 10 normal control subjects.

luteinizing hormone, follicle stimulation hormore,
growth hormone and cortisol were determined.
Thereafter, 200 pg of relefact® thyrotropin releasing
hormone, 100 zg of relefact® luteinizing hormone
releasing hormone and 0.1~0.3unit/kg of body
weight of regular insulin was administrated intra-
venously, and the hormone levels were determined
on 30 minutes and 60 minutes after stimulation,

The results obtained were as follows:

1) In chronic renal failure the basal serum levels
of thyroid stimulating hormone was not different
significantly compared wtith normal control. The
thyroid simulating hormone response to thyrotropin
releasing hormone were normal in 45%
and blunted in 55%

of patients
of patients.

2) The mean basal level of prolactin was sign-
ificantly higher in chronic renal failure than that
of normal control(p<0. 05). The prolactin responses
to combined stimulation were variable. There were
normal or exaggerated responses in 72,2% and
blunted in 27.8%.

3) The basal levels of luteinizing hormone and
responses to combined stimulation were variable,
Normal or exaggerated responses were observed in
78.7% of patients, and the responses were blunted
in 21.3% of patients.

4) The basal levels of follicle stimulating horm-
one were within normal range except two postme-

nopausal women. The responses to combined stimu-
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lation were normal or blunted.

5) In two postmenopausal women with chronic
renal failure the basal levels of luteinizing hormone
and follicle stimulating hormone were prominently
high.

6) The basal levels of growth hormone were
high in 50% of patients and the mean basal level
of growth hormone was significantly higher in
chronic renal failure than of normal (p<{0.01).
The magnitude of increment after combined stimu-
lation’ was more higher than that of normal
controls,

7) The basal levels of serum cortisol were high
in 33.3% of patients, but the mean basal level
showed no significant difference compared to
normal control. After combined stimulation the
cortisol responses were normal in 44. 4% of patie-
nts and blunted in 55.6%

&) There was no significant correlation between

of patients.

the degree of renal failure and the pituirty horm-
one responses to combined stimulation.

As a conclusion, the responses of pituitary horm-
one secretion to combined stimulation were variable
with no relationship ~with the severity of renal

fatlure in the patients with chronic renal failure,
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