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E 1. 22 SH(FRG)Z1} 21922 Z22 Y Gk X|H H2

XNE 2 (n) 24t K] (@ +5D)? A1) mab
Cip X|E
zZret (mg/dL) 219f (44) 89.616.8 2.2
FRG (49) 87.4+7.1 2.5
HbA1c (%) 219t (44) 5.8+0.3** 0.1
FRG (49) 5.740.3* 0.1
HOMA-IR 2|2 (43) 1.4£0.8* 0.2**
FRG (48) 1.4£0.7* -0.1**
Q1&2l (uu/mL) 2|9k (43) 6.413.6** 1.0
FRG (48) 6.21+2.9* -0.2**
HPA %
ACTH (pg/mL) 2|oF (44) 20.4+10.1 2.3
FRG (49) 22.7£11.8 0.9
ADH (pg/dL) 2|9k (20) 0.8+0.2 -0.1
FRG (20) 0.840.2 0.0
CBG (ng/mL) 21k (20) 617818294 2269
FRG (20) 629318469 2114
TEE|E (ug/dL) 2|9k (44) 112435 -0.2
FRG (49) 10.8%3.8 0.9
R 22E|Z (ug/Y) 2ok (41) 22.5+15.8 -5.5
FRG (47) 19.8414.0 -21
CRH (ng/mL) 212 (20) 0.2+0.1 0.0
FRG (20) 0.5+1.0 0.2
HPG =
E2 (pg/mL) 2|k (19) 14.5+7.3* -7.4*
FRG (19) 18.3%7.3* 1.0*
FSH (mIU/mL) 2lef (20) 74.0+24.3 0.1
FRG (20) 68.0£18.5 2.4
LH (mlu/mL) 21ef (20) 38.8+14.8 1.0
FRG (20) 30.3+9.0 -0.3
HPS &
L= AHZ (ng/dL) 2lek (20) 6.2+3.5 0.2
FRG (20) 8.4+3.6 0.9
DHEAS (ug/dL) 2|k (44) 65.2+31.4* -6.2**
FRG (49) 66.2+29.1* 0.5**
GH (ng/mL) 2|2f (20) 0.9£1.2 -0.4
FRG (20) 1.8*1.4 -0.1
IGF-1 (ng/mL) 212 (20) 144+49 -2.3
FRG (20) 144+67 1.8
HRHSD. * P<.1, ** P<.05, *** P<.01. 222 AEM, D=2) 748 ACTH, AT AXZS2E; ADH, 0= S 2 2; CBG, Z2E|SHB 2222, CRH,
SAMENT S 2E2UHESEE; DHEAS, CIS|E20|IQIE 2 AH2EAA] E2, | AEEIC|E; FSH, HEXFZ2E; GH, TS EE; HbAlc, Z2tE M
2, HOMA-IR, Q122N ahabd B8] HPA =, A MSHR-L[SteH-2 41 =) HPG &, Al &St -5t -l A M = HPS =, Al &5HR -k Shp k-4
HZE2E £/ IGF-1, Q&R RAMYERIR-1; LH, SHELES 2R,

EH BM HOMA-IR=[35 X Z=(mM) X 35 €H olsl(py/
HAEZA 2H|= HFd = A 53 S MAMS| HASIEE, H|Z mL)] /22.5

O|&7| ofM 3HE 2Mof| ZISHRACE 1k 7| X ZAILE 2K 3 53 0|5 S22 7|7|2 HE TR EHY & giyE &
T o 2 HlnE= S tHEOR SIQCt M| = ZNQ W B XIges R 250E 7tFoIRULL 0|2 CHEMMH2E 10
2 b

2 SPSS 18.0(SPSS, Inc., Chicago, IL, USA)S| SEAEN el At=2RetS MMt Mplus 6.11(Muthén & Muthén, Los
(ANCOVA)CE FRG 1t (bt ALO[Of| A H|WBIHLE SHXN } Angeles, CA, USA) 2 2 M3tCE

O4-F2 P<.05, EAH FE2 P<.1Z FUCL HAEZH, Q&

21, HOMA-IR H=:0| A EEMTALC| 3HIE Hi= O 4K = X5t

CH HOMA-IR K|~ Ct22t 20| A AHSHCE.
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Zat

MHAZ K=

H 20| ORI MHAZ HEE MASIAC AE, HIFS, UFE, A
R, ol2|S2, dFol=2of BR0IM FRGZ 2 2= ALO]|
off folet Xol= UL

B 2. FHoixte| MHAIZ K2

s CHEZ (212, n=44) FRGZ (n=49)

HE(M) 58.4%+5.9 58.4+5.5

HE(kg) 57.616.6 57.1%+6.7

A (em) 156.5£5.3 157.7£5.3

HI=2FX| 2 (kg/m?) 23.6+2.5 229424

slz2|E2|(cm) 334423 32.8+2.4
do|=2(cm) 37.4%2.0 37.0%+1.9

&{2|/2go| H| 0.940.0 0.9£0.0
HA+SD
na 2 F HHAZ S™SIICL HA 7|M2Y e dHEotL, 0|0l & &

FE2AH R0l & | B

T 10 2F = M3 AHMo ¢4 WEa 1Kk 7| HAet 2F =
AH2l KH0|E HAISHRCL 25 F HAOM HEBS2E2(GH, 1.8
tH 0.9 ng/mL), I AEZIC|S(E2, 18.3 i 14.5 pg/mL), CI3|=
20j|m|ot=E 2 AH 22 (DHEAS, 66.2 CH 65.2 pg/dL)2
FRGZO| A ECt Rol6tA EUCHP<.1). 2&2!(6.2 i 6.4
uU/mL), HbA1c(5.70 tf 5.77%), HOMA-IR(1.36 CH 1.42)2| H
T2 FRGZO| Q4 Z Lt ROISHA| ALY,

1XtQb 2k} ZHME H|@SHH E2(1.0 f -7.4 pg/mL)et
DHEAS(0.6 Clf —6.2 ug/dL)= FRGZO0| {2 ECt =1, ol&
21(-0.2 of 1.0 pU/mL), st M A (HbALc, 0.06 CH 0.09%),
HOMA-IR(-0.09 CH 0.17)2 FRGZO0| ==L RO|otAH| Sk
OLt GHE Rolst Xto| 7t §AUCHE 1).

H2Ey
ol IOl RE FRE MY A7 Ao 2Ast0] LI,
ATt S 4

& Abztof] 23 242 ofL|CH17]. HE MHo ZHA
7HEl A= E 3[1,18-33]00, A&AIL= B E A20] MASHR

FEEM2 of2] Ha A0|Q] o] QINEAE SAl0 MY +
U= 7Eet S LHO[CE Lioprt CEE A2EM2 & TE AL
o|e| ZZA|I+E HIWdtD T F=A|5 K0|9] SAHH RoldS =
ol = QUA| StCt b CHEE 22EM2 S22 Hat P
Ha ALO|Q] SET Y2 HAE 2MStE O RE8S =77t E +
ACL O| CHEE B2 Yol 2 =5 7t24| stLt= & ZolM 3
250 2HY0| JEGH=XIE E45ts Aot 554 EdF

M HYS 715 7| M2yl AZ2AH s
XZ 222 I8 20] HMAlSHIIC
HIEES Z2A 5= fQlHATL 5 Thel S7te o ZatH 47t
ofste 242 LIEHHCE 7|X 2% (H 4)0lM E27} 1 pg/mL B2+
1 FRGZOIAME GHZL 0.160 ng/mL F7tst HtH | Qoo M=
0.301 ng/mL ZA8tFHCHP=.02). 0f2] IQIHZE stLto| ZHut
Hot HlWst| fIiMeE BEES HEASE AHESIICH 2101
71 BEHAQE He 0f AupHS= BES HEASUS H
ST FRGIOIM LZAE|20| 1 BEEMAH3.6 ng/dL) B7tstH
dete 0.147 EZEHAH7.1 mg/dLX0.147=1.00 mg/dL)2tZ2
ShA| ZAth v Q2| F2E[E0| 1 EEMAN14.0 pg/Y)
SstH @ete 0.032 EEMAK7.1 mg/dLX0.032=0.227
mg/dL)2tE SIHStAUCHIE 4).
T T AfO|9] ZE %t0|7t ROFXIE H
HYS = Wald A™S AHESIICE 2io| FtolH& 2tz &
SS4 M FtolxlF el xto|7t 3.84&2CH 3H x
H0| 7|Z=|H, O|= k0|7t SANCE Rogs Sl L=
HIZ0M "YOR Tt ZAZ0|A FRGZI 2o HAEAH S
o

o
= 2t SS4 Hefs FUS o wald HHAU2 6.90, P
2

_—

il
rE

Il

r

n M
=)
o
on
0_1.
2 > MY ox

o|Atel Huof| 273t A F2HE TS0 I 201 MAISHRALE
2o Mot = 11 2Rl ZAILLAHEZHZ 22 0.00,
H| 2 X3t X|4== 1.000|ALCt. 2 & 146.5, XtR=
1980|iCt.
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32

ACTH - L AH|
=2

ACTH — Z2E[&

ACTH — DHEAS

ADH — ACTH

YAHE - EY

azEl% - |2

AZE|S

f2 2EEE >
et

CRH — ACTH
CRH — DHEAS

DHEAS — 2= A
HE

DHEAS — ZEE|

A

DHEAS — E2

E2 = GH

FSH — E2

FSH — LH
GH — &gt
GH — HbAlc
get — HbAlc

g

re
ru
{
gt

A
=

2ol 2

515/0ll ACTHE 2|5 rc& £ A7} CHsl TR O] 116-4- 445
B8 Aot O FEAA0N B0 BAOAL Asich

CRH E0{ = ACTH7} 2H|E|11 0|0{M 2RI I =E|ZT0|

MRNAZt Z7totn, A= AH|Z BG4 mRNAE CHe[T|

=ot 2H|Ect

ACTHE *2|stH E¥ 1t |9 DHEAZ} Z7fetct.

A4S Ao ot A0 A CRHRE AVPZH ACTH 2H|E X238t

MF|of| A= AHZE Eo{otH P2to| SISt ZHHZ0| YEAHZES E0{stH ZTxE-6-21 Mt EelizA0 T2TE
ghqo| Bttt

A 23 MEfjol A 22E|E2| 80-90%= CBGRL Z6HA| Zetsta, 10-15%= S XISt 2 HelstH, 5-10%= 2%
SHX| g2 feE|Holct.

G6Pase RTxt0l= £ 7He| S RZIE
G6Pase 20| 40% B7tstct.

CRH %04 = ACTHZt £H|EICH

E|Z0|= BtSR47t AL WAl W ZHM 2ol 283
CRHE X{2|3tH &¥ 1t |9 DHEAZ} B7F3tct.

217 ol DHEASE
270l DHEASE AM2[slH Z=E|£0] R

|8121 Sttt

AM20| DHEASE H#[5tH € E29t IGF-10| B7teict.

22%7| 5 olAEZ70| Z7H5t0 GHE BHeict,
FSH -84l CHE M09t 23150, FSHE tH42) OAEZ7 4AtS ZEsts R40|Ck FSHE LHE TH2lohHEe|
LIPS %g% gesict.

FSH R0{= Ald3tRo LH 2HIE s, 0l= HAE S3lf 8Fo|ZEXHZ SEUHC= Ii7HEIC,
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E 4. 7| 23e| A2742 Wald 2HZ!

. H|EZ3} FHK| BEE3t FHK| a
24X 2
L2 +SD HI2+SD e
—0.310.1** —0.440.2%**
ACTH - ZEAE|Z 0.51
-0.140.2 -0.1£02
0.410.1%** 0.520.1%**
ACTH - ZZ2E|& 0.03
0.420.1%* 0.520.1%**
0.0%0.1 0.040.2
ACTH — DHEAS 0.69
0.140.1 0240.1
0.0%0.4 0.0%0.3
ADH — ACTH 0.06
0.1%0.3 0.1%0.2
0.940.3*** 0.620.1%**
UL AHE - Hy 6.90***
0.0%0.3 -0.1£03
0.410.2%* 0.3%0.1**
F2E|S - Q2| I2E|2 2.30
0.1%0.1 0.1%0.1
-0.140.2 -0.1£0.1
IZEE > g 1.05
0.140.2 0.140.2
0.240.1% 0240.1%
{2 FEE|IE - 0.56
0.0%0.2 0.0%0.2
0.140.7 01403
CRH — ACTH 0.04
03105 02403
0.4%0.3 02402
CRH — DHEAS 0.05
0.3%0.2 0.3%0.2%
0.140.2 0.140.2
DHEAS - ZEAE|2 0.16
0.3%0.2 02402
-0.140.1 0.0£0.1
DHEAS — ZZ2E|% 0.19
0.1%0.2 0.0%0.1
02402 0.140.2
DHEAS — 0| AE2iC|2 033
041023 03102
024023 ~0.4+0.2**
ol AE2IC|E — GH 2.42
-0.3%0.1* 024023
-0.1403 -02+03
FSH - O AERIC|S 1.28
—0.5+0.2* ~0.5+£0.2**
0.4%0.2* 0.410.2**
FSH = LH 0.00
0.4%0.2*% 0.540.2%
- ~0.5+0.4 -0.3£02
GH— gy 0.60
-02403 -02+02
-0.4%023 -0.240.24
GH — HbALc 7.81%**
0.720.2%* 0.620.1%**
- 0.610.2%** 0.540.1%**
S5 > HbAlc 0.09
0.520.1%** 0.540.1%**
- 0.240.0%** 0.240.0%**
STt - HOMA 0.75
0.240.0%** 0.240.0%**
0.340.2* 0.3+0.2*
olsal —» deh 0.10
0.240.2 02402
0.940.0%** 0.940.0%**
ol&2l - HOMA 2.6
0.9%0.0%** 1.0£0.0%*
0.240.2 02402
LH— | AERIC|S 0.30
-0.1105 -0.1403
WA +SD. 2 SM= Wald ZH0lIA FRGZIH CHZE AHO|Ofl 22|3t X}0|(P<.05)7F /28 SEBHCE AWald ZE2 H|EESH HE2AH$E £33

P<.1,** P<.05, *** P<.01(22AEAM),
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a8 2. SEEN Yk X B2 2T Z2EY

CRH ADH LH
A
0.044
0.299 ).297 ).378
0.05
Y, \ 4
0.054 iel0s
ACTH > DHEAS FSH
0.009 0.220
0.433 .140 10374
iy
Y, \ 4 \ 4
IZE|E A AHZE ol AEZICIS <
0.161 0§695/-0.110 L0.131
\4 Y Y
ol mzeis 0.121 R st . -0.283 JR—
0.514
.154 —.354/0.697
Y \4
0.916
ol&el > HOMA HbAlc

= dREY0M £ 27t

005). S, Lol chet 4
7

o
C}. 5 Zto| | =3l 2 9

ol BlZ0] 7+
Ret GRe| 2|ZtE

=
al
e
N D
3
0 m 1

o
'*:'.*(HPG) xo| $E20

RMSEA 0.00 - CFI 1.00 - x*=146.5, df=198

S22(GH)Q| Z2AHI$7 F 2 ALO|0]|A
Ok /FRGZ2| H|EZ3} ZZ7|40]|LC}.

£2 ZH|wAO| == Rg39t BHEtE
olct. ety of Ao Tt =

APSHE | SEA K - E A (HPA) 1 A|ASHE - | SF2-H]-

943, Peol FY H4s ¥,

HbAlc, 2l=2l, HOMA-IRO|RICt.

DHEAS “dite] HE7|= 20-

3041014 0] O 2964 2ot

T0MI0fl= HA9| 10-20% £=Z0t EH|=ICH34]. DHEAS, E2,
GH7Z HMA olat2tAE JHEIck= 217t ULt Pluchino 52

HA= 64 40AH DHEASE
Cto 208t =r|[35], ol=
AE2A2(0.307)2F LX[BHCH

#(0.160)2t= LAISEX|H

B0t S uf | AEZZIO| 57}0%"'
=S54 A2k AEfoll e DHEAS—E2
azl 2). €337 & fAEZZO|

37t W GHE B7tstthe B1[27]= FRGZS| E2—GH 224
|o
2

OL=CHE 4). GH 57} 9l
= BT ULt Colao 2

\l|'|
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H A2 2 d3 s22E9| M2 — Pearson A2HA|40] o3t 24X A

APPENDIX TABLE A2. CORRELATION COEFFICIENTS OF HORMONES IN THIS

ACTH ADH Aldosterone CRH DHEAS E2 FSH
ACTH
Pearson 1 —-0.051 —0.368*%* 0.008 0.119 —-0.093 —-0.304
coefficient
Significance 0.754 0.020 0.959 0.255 0.568 0.057
(two tail)
Sum of 11,165.430 -3.661 —543.483 0.407 3625.281 —-278.712 —-2640.150
square
Covariance 121.363 —-0.094 —13.935 0.011 39.405 -7.146 —67.696
n 93 40 40 39 93 40 40
ADH
Pearson —-0.051 1 —0.111 —0.388%* —0.330%* 0.026 -0.152
coefficient
Significance 0.754 0497 0.015 0.037 0.873 0.350
(two tail)
Sum of —3.661 1.229 -2805 -0.323 —-72.670 1.345 —22.663
square
Covariance —-0.094 0.032 -0072  -0.009 —1.863 0.034 —-0.581
n 40 40 40 39 40 40 40
Aldosterone
Pearson —~0.368%* -0.111 1 0.248 0.229 0.269 -0.017
coefficient
Significance 0.020 0.497 0.129 0.155 0.093 0.919
(two tail)
Sum of — 543483 —2.805 524.054 4.256 1040.763 285.357 —-51.440
square
Covariance —-13.935 -0.072 13437 0.112 26.686 7.317 -1.319
n 40 40 40 39 40 40 40
CRH
Pearson 0.008 —(.388%* 0.248 1 0.188 —-0.117 —-0.047
coefficient
Significance 0959 0.015 0.129 0.251 0.477 0.775
(two tail)
Sum of 0407 -0.323 4256 0.567 25.750 —-4.044 —-4.731
square
Covariance 0011 —-0.009 0.112 0.015 0.678 —-0.106 —-0.124
n 39 39 39 39 39 39 39
DHEAS
Pearson 0.119 —0.330%* 0.229 0.188 1 0.142 0.230
coefficient
Significance 0.255 0.037 0.155 0.251 0.381 0.154
(two tail)
Sum of 3625.281 —72.670 1040.763 25.750 82918.040 1309.486 6135.009
square
Covariance 39405 —1.863 26.686 0.678 901.283 33.577 157.308
n 93 40 40 39 93 40 40

(1/6) ACTH-DHEAS £2 - &= 77} 4
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STUuDY —TWO-SIDED TEST WITH PEARSON CORRELATION COEFFICIENTS

GCs fGCs GH Glucose HbA lc IGF1 Insulin LH
ACTH
Pearson 0.5]3%%* -0.022 —0.366%* 0.050 —-0.040 0.022 0.140 —0.357%*
coefficient
Significance 0.000 0.837 0.020 0.637 0.707 0.833 0.187 0.024
(two tail)
Sum of 1892.192 —325.209 -201.538 353.358 -391.634 1522.510 325.886 — 1847.679
square
Covariance 20.567 —3.654 —5.168 3.841 —4.257 16.549 3.662 —-47.376
n 93 90 40 93 93 93 90 40
ADH
Pearson 0.043 -0.023 -0.031 -0.078 0.041 -0.022 0.048 -0.138
coefficient
Significance 0.794 0.894 0.850 0.632 0.801 0.893 0.772 0.397
(two tail)
Sum of 1.011 —2.605 -0.291 —3.446 2.492 —8.888 0.818 —12.254
square
Covariance 0.026 -0.072 -0.007 -0.088 0.064 -0.228 0.022 -0.314
n 40 37 40 40 40 40 39 40
Aldosterone
Pearson -0.159 -0.141 0.369%* 0.230 0.118 -0.210 0.153 0.126
coefficient
Significance 0.326 0.404 0.019 0.153 0.468 0.194 0.352 0.437
(two tail)
Sum of —77.965 —329.270 72.127 209.888 147.518 -1750.614 54235  232.321
square
Covariance -1.999 -9.146 1.849 5.382 3.783 —44.888 1.427 5.957
n 40 37 40 40 40 40 39 40
CRH
Pearson -0.212 —0.035 0.303 0.133 0.239 0.018 0.166 0.028
coefficient
Significance 0.195 0.838 0.061 0.418 0.143 0915 0.318 0.864
(two tail)
Sum of —3.405 -2.738 1.916 3.944 9.819 4.825 1.884 1.705
square
Covariance —0.090 -0.078 0.050 0.104 0.258 0.127 0.051 0.045
n 39 36 39 39 39 39 38 39
DHEAS
Pearson 0.067 -0.077 -0.049 0.183 0.133 0.169 0.125 0.162
coefficient
Significance 0.522 0.469 0.764 0.080 0.203 0.106 0.241 0318
(two tail)
Sum of 676.283 —3082.100 —-83.025  3551.608 3596.090 31,632.259 788.628 2578.632
square
Covariance 7.351 —34.630 -2.129 38.604 39.088 343.829 8.861 66.119
n 93 90 40 93 93 93 90 40

(2/6) ACTH-DHEAS £& - 2% 87| =

(continuec
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APPENDIX TABLE A

ACTH ADH Aldosterone CRH DHEAS E2 FSH
E2
Pearson -0.093 0.026 0.269 -0.117 0.142 1 —0.320%*
coefficient
Significance 0.568 0.873 0.093 0477 0.381 0.044
(two tail)
Sum of —-278.712 1.345 285.357 —4.044 1309.486 2149.515  -2000403
square
Covariance ~7.146 0.034 7317  —-0.106 33.577 55.116 -51.292
n 40 40 40 39 40 40 40
FSH
Pearson —-0.304 —-0.152 -0.017 -0.047 0.230 —0.320%* 1
coetficient
Significance 0.057 0.350 0.919 0.775 0.154 0.044
(two tail)
Sum of -2640.150 —22.663 -51.440 —-4731 6135.009 —2000.403 18,129.884
square
Covariance —67.696 —0.581 -1.319 -0.124 157.308 —-51.292 464 869
n 40 40 40 39 40 40 40
GCs
Pearson 0513  (0.043 -0.159 -0212 0.067 —-0.178 0.032
coefficient
Significance 0.000 0.794 0.326 0.195 0.522 0.273 0.845
(two tail)
Sum of 1892.192 1.011 -77965 -3405 676.283 —175.953 91615
square
Covariance 20.567 0.026 —-1.999 —-0.090 7.351 -4.512 2.349
n 93 40 40 39 93 40 40
fGCs
Pearson -0.022 -0.023 -0.141 -0.035 -0.077 -0.171 0.387%*
coefficient
Significance 0.837 0.894 0.404 0.838 0.469 0.311 0018
(two tail)
Sum of —325.209 —-2.605 —-3290.270 —-2738 -—3082.100 —-801.559 4626.337
square
Covariance -3.654 -0.072 -9.146 -0078 - 34.630 - 22.266 128.509
n 920 37 37 36 920 37 37
GH
Pearson —-0.366%*  —0.031 0.369** (303 -0.049 -0.025 0.075
coefficient
Significance 0.020 0.850 0.019 0.061 0.764 0.879 0.646
(two tail)
Sum of -201.538 -0.291 72.127 1916 - 83.025 -9.824 85.990
square
Covariance —-5.168 —-0.007 1.849 0.050 -2.129 -0.252 2205
n 40 40 40 39 40 40 40
(3/6) E2-GH E2 -zt 77 #H4

12 /17




2. (CONTINUED)

GCs JGCs GH Glucose HbA I¢ IGF1 Insulin LH
E2
Pearson -0.178 -0.171 -0.025 0.184 0071 0.164 0.247 -0.179
coefficient
Significance 0.273 0.311 0.879 0.256 0.664 0.311 0.130 0.269
(two tail)
Sum of —-175.953 -801.559 -9.824 339.385 179.371 2775.361  175.552 —-665.779
square
Covariance -4.512 -22.266 -0.252 8.702 4599 71.163 4.620 -17.071
n 40 37 40 40 40 40 39 40
FSH
Pearson 0.032 0.387%* 0.075 0.027 -0.224 -0.048 -0238 0.618%*
coefficient
Significance 0.845 0.018 0.646 0.868 0.164 0.770 0.145 0.000
(two tail)
Sum of 91.615 4626.337 85.990 145429 - 1648293 —2344.634 -494963 6675971
square
Covariance 2.349 128.509 2.205 3729 -42264 —-60.119 -13.025 171.179
n 40 37 40 40 40 40 39 40
GCs
Pearson 1 0.179 —0.086 0.089 —0.146 -0.046 0.122 0.089
coefficient
Significance 0.091 0.598 0.396 0.163 0.665 0.252 0.583
(two tail)
Sum of 1217.652 887.288 -15.674 209.940 —-477.044 -1034.772 92957 153.336
square
Covariance 13.235 9.970 -0.402 2282 -5.185 —11.248 1.044 3.932
n 93 90 40 93 93 93 90 40
fGCs
Pearson 0.179 1 0.088 0210%* -0.033 0.010 0.136 0.462%*
coefficient
Significance 0.091 0.604 0.047 0.754 0.922 0.210 0.004
(two tail)
Sum of 887.288 20,332.205 78.186  2000.389 —442.690 960.588 421.727 3834.771
square
Covariance 9.970 228.452 2.172 22476 -4974 10.793 4904  106.521
n 90 90 37 90 90 90 87 37
GH
Pearson -0.086 0.088 1 -0.139 0.181 0.203 -0.171 0.265
coefficient
Significance 0.598 0.604 0.391 0.265 0.209 0.298 0.098
(two tail)
Sum of -15.674 78.186 72.841 —47.288 84225 632.069 -22.672 181619
square
Covariance -0.402 2,172 1.868 -1213 2.160 16.207 -0.597 4.657
n 40 37 40 40 40 40 39 40

(continuec
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APPENDIX TABLE A’

ACTH ADH Aldosterone CRH DHEAS E2 FSH
Glucose
Pearson 0.050 —-0.078 0.230 0.133 0.183 0.184 0.027
coefficient
Significance 0.637 0.632 0.153 0.418 0.080 0.256 0.868
(two tail)
Sum of 353.358 —3.446 209.888 3.944 3551.608 339.385 145.429
square
Covariance 3.841 -0.088 5382 0.104 38.604 8.702 3.729
n 93 40 40 39 93 40 40
HbAIlc
Pearson -0.040 0.041 0.118 0.239 0.133 0071 -0.224
coefficient
Significance 0.707 0.801 0468 0.143 0.203 0.664 0.164
(two tail)
Sum of -391.634 2.492 147518 9.819 3596.090 179371 —1648.293
square
Covariance —4.257 0.064 3.783 0.258 39.088 4599 —42.264
n 93 40 40 39 93 40 40
IGF1
Pearson 0.022 —-0.022 -0.210 0.018 0.169 0.164 —0.048
coefficient
Significance 0.833 0.893 0.194 0.915 0.106 0311 0.770
(two tail)
Sum of 1522.510 —8.888 —1750.614 4.825 31,632.259 2775361 —2344.634 -
square
Covariance 16.549 —-0.228 —44 888 0.127 343.829 71.163 —-60.119
n 93 40 40 39 93 40 40
Insulin
Pearson 0.140 0.048 0.153 0.166 0.125 0.247 -0.238
coefficient
Significance 0.187 0.772 0.352 0.318 0.24] 0.130 0.145
(two tail)
Sum of 325.886 0.818 54235 1.884 788.628 175552 —494.963
square
Covariance 3.662 0.022 1427 0.051 8.861 4.620 -13.025
n 90 39 39 38 90 39 39
LH
Pearson —0.357#=  —0.138 0.126 0.028 0.162 -0.179 0.6] 8***
coefficient
Significance 0.024 0.397 0.437 0.864 0.318 0.269 0.000
(two tail)
Sum of — 1847.679 -12.254 232.321 1.705 2578.632 —-665.779 6675.971
square
Covariance —47.376 -0.314 5.957 0.045 66.119 —-17.071 171.179
n 40 40 40 39 40 40 40

Values are significantly different as indicated (**P < .05, ***P<.01) by analysis of covariance (SPSS v,
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2. (CONTINUED)

GCs JGCs GH Glucose HbAlc IGF1 Insulin LH
Glucose
Pearson 0.089 0.210%* -0.139 1 0.445%%% 0.068 0.194 0.121
coefficient
Significance 0.396 0.047 0.391 0.000 0519 0.067 0.457
(two tail)
Sum of 209.940 2000.389 —47.288  4557.118 2818.065 2078.642 286.648  386.082
square
Covariance 2.282 22.476 -1.213 49.534 30.631 32377 3.221 9.900
n 93 90 40 93 93 93 90 40
HbAlc
Pearson -0.146 -0.033 0.181 (.44 5% 1 0.076 0.119 -0.019
coefficient
Significance 0.163 0.754 0.265 0.000 0471 0.266 0.907
(two tail)
Sum of —477.044 —442.690 84.225  2818.065 8794.933 4615574 238.352 —-83.798
square
Covariance -5.185 -4.974 2.160 30.631 95.597 50.169 2.678 -2.149
n 93 90 40 93 93 93 90 40
IGF1
Pearson —0.046 0.010 0.203 0.068 0.076 1 0.015 -0.001
coefficient
Significance 0.665 0.922 0.209 0.519 0.471 0.885 0.997
(two tail)
Sum of -1034.772 960.588 632.069  2978.642 4615.574 423,959.630 222.087 -17.970
square
Covariance —-11.248 10.793 16.207 32.377 50.169 4608.257 2.495 -0.461
n 93 90 40 93 93 93 90 40
Insulin
Pearson 0.122 0.136 -0.171 0.194 0.119 0015 1 -0.156
coefficient
Significance 0.252 0.210 0.298 0.067 0.266 0.885 0.344
(two tail)
Sum of 92.957 421.727 -22.672 286.648 238.352 222087 492.369 -193.254
square
Covariance 1.044 4.904 -0.597 3.221 2.678 2495 5.532 -5.086
n 90 87 39 90 90 90 90 39
LH
Pearson 0.089 0.462 %% 0.265 0.121 -0.019 0001 -=0.156 1
coefficient
Significance 0.583 0.004 0.098 0.457 0.907 0.997 0.344
(two tail)
Sum of 153.336 3834.771 181.619 386.082 —83.798 - 17970 —193.254 6440.390
square
Covariance 3.932 106.521 4.657 9.900 -2.149 -0461 -5.086 165.138
n 40 37 40 40 40 40 39 40

Values are si; 18).
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