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W', Al FRg Rl ) 4t %) A
1KV BV ER S MR LR, MR K7 410100; 2. K70 Eog s vpao 85k E

SR RPN L IR 4 1R
o RRGATE LW AT

e b i B B

D R P R b AR K 45 15 14 4 (primary bilateral
macronodular adrenal hyperplasia, PBMAH), ¥ # #x /42
B I R K7 5t 3 & (adrenocorticotropic hormone, ACTH)
ARSI E R R A5 3G 2R, T 1964 AE W IR A
PR SR R SR A AR A TR IR 22—, RRRL, A
A8 151 DA I R B & ) PBMAH s (9113 SCHR & >

1 fRBIER

B, PAESR T, 49 2, R B E T & 4 H 4%
F 2022455 H 20 H ABE. ABEHT 4 A a8 & 31
JEFFE, fe s 3k 220/140 mmHg( 1 mmHg=0.133 kPa),
IR L Skw B, DESEANE, RIFO T 2K,
2 PRAGWE PRI BLRUREIR, 78 S oAk X R 5 oo shig, %
& T M e AL, T LA At R A S S S 2.5 mg
1/ 1 R4 i i e, Il R 3 30 7E 140~ 180/90~
110 mmHg. & F KRR AT, A 4T 8, JC U b B AR A7
WP I 4, R/IME IE 8, 3T 2 41 f (R 7 42 7 1 3
i, BT KA 5 ko KRN . 710 S8 PR
s S, A WO s 20 A4, H 10 32, JCE KR s 45
g ABEERME A IKIR 36.6 °C, BkiH 75 YK /min, MK
21 K /min, 47 b B I JE 140/90 mmHg, 22 b i i &
130/90 mmHg, & & 160 cm, & & 66 kg, & & 45 %L
25.78 kg/m?®, & 1] 99 cm, W H I, 10k A, HIR 5
FrAL, HEDR R AR S, U W I, A B A B R
PERGE, Ol X TCRE RS, (o JAH Bl 6 T 22 A 565 . 1] B
BE R 0.5 cm Ab, o0 BRI, DA TEYK,
L2375 W /min, DS, 25 IR T 12 XA ] A 2 M
A, BT, JCE 80, Kl B b, oK ) Kl 48 44
T, BUN B B M PR K B . S22 K 2. 4 e
10.25 X 10°/L, H P k7 20 i F1 43 L 83.90%, ik B4 41 il 7
43 EE 6.90%, H PRz 20 A 4L 8.60 X 10°/L, Ik E4 41 ifd & Xif
{H 0.70 X 10°/L, BAAZ 40 ffd 46 %5 {5 0.89 X 10°/L., /M &
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R ROBE 3+ KfE & MIE® o B 3.25(3 % 0 [l
3.5~5.5) mmol/L, [f] 4 24 h JRE} 37(Z % i Fl 0~25)
mmol, L’ #r: pH {H 7.516(Z % 5l 7.35~7.45),
1A% R SR AE 32.0(2 % i [l 22~26) mmol/L, KL
I 3% 75 4 B 13.0(Z % J il 3.9~ 11.1) mmol/L, ¥ £k 1fiL
LI 1 6.03% (2% U 3%~ 6%) , bR [1/JLEF L4
53.25(% i 0~30)mg/g. AFDIAE. B HIfE. MAR.
BEMINRELS AL H . WARIRIIREIEH . 75 ¢ H IR 45
B i 1 4 5% (oral glucose tolerance test,OGTT): Ik #% J5
2 h 14 15.77(Z %5 1H 3.9~ 7.89) mmol/L, 454 B AL
W%, 7T 2 OB PR o T [ R R 70.33(= % 3
10~ 160) pg/mL(1 pg/mL=27.7 pmol/L) , ¥ % i 1k
LIS %5 0.15~2.33) pg/(L-h), [ [ /& R H(E
(aldosterone to renin ratio, ARR) 6.34(Z % i [ 0~ 30)
(pg'ml ") /(pg'L"h") o R BTBEY HE (3% 1) B2 o ps iy
A ZE AL o 24 h Rl 2 K BT B (24-hour urinary free
cortisol, 24hUFC) 406.3(Z 2% i [l 3.5~ 45.0) pg/24 h,
P 1 mg i ZE K AN il 1K 45 (overnight 1 mg dexame-
thasone suppression test, Img-DST): ACTH<<0.22 pmol/L,
Bz B 21.07 pg/dL(1 pg/dL=27.6 nmol/L) . /)7 &

(2 mg/d) i 2& K #2571 il 32 56 (low dose dexamethasone
suppression test, LDDST ) FIAF 4 (8 mg/d) M ZEKAAHI ]
12 55 (high dose dexamethasone suppression test, HDDST)
BIRZmEl (£ 2) . FA00G b IR 2R R XL R
(6 31 ) : 7 kM i de (% 3) Ry &R 43 B L, 48 7 B Jo 1 4
W2 IR P . IR AR (R 3) BAME, 38R i
JR BT AN Z IR PR . ACTH %arifk e (3% 3) FH M,
P& 7R B T B 32 ACTH 1 715 o i P R 3R B i %

(gonadotropin releasing hormone,GnRH) # & i 4 (£ 4)
BT M, $2& 7 K2 0t B 43 W AN 32 GnRH. B 1K 2E il 2

(luteinizing hormone,LH) . B ¥ 41| 3 2% (follicle-stimu-
lating hormone, FSH). A %% & JE fi£ ¥ i ¥ & (human
chorionic gonadotrophin, HCG) ¥ 5 . H 40 5835 e ¥ &
R (R S P, R A2 BRI . REnE
# (arginine vasopressin, AVP) i & i 5% (£ 6) FH 1, 2
INETESAL AVP ZARSRIK (R 6) o LI IEH O
Bl s DR, WG IRIR, DI ER: &£
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LB R R, 260 B AR 5 200 25 BE IS )R I 12 Bl A Ul 55 5
T ORI R RO A0 E A IR T REGR , YR 46 V) g
DU DA CHF I 5385 47% ), 42 735 ey I 5 B2 00 I 45 44
USSR R - U Bl kR D W s I
MEFR R el s IR 2 45 A, IRER R, &
b B 4 BRI TSR HL BT )2 43 4 (high-resolution computed
tomography, HRCT) : XU ' b B AR BRI PR3 K, 2
Z R G RERALE AL, CTIE Y 5 HU, 1 & 83
(1) . #1 C-X-C &k K F 32 & 4(C-X-C motif
chemokine receptor 4, CXCR4) 1Y) ®® £ -Pentixafor 1F Hi, T
K G2 AR /X 2T B LI 1% (Pgallium-penti-
xafor positron emission tomography/computed tomography,
%Ga-Pentixafor PET/CT) ¥ 4% . XUl B b if £ & 1% (74
%) B FE 45T . P Hekt:, CXCR4 £ iR & (K 2) . i EL
W (28 B G E bR B R 45 M 3 2k

(F 3~5) . fpe 20 A48 3 . 28 [ W A 1 H ¥ (steroi-
dogenic factor-1, SF-1) (+), ACTH(-), 41 g 34 58 ¥ it
Ji Ki-67(antigen Ki-67) (£ 3%), | 3% 41 }fe /1 &5 A

(cytokeratin pan,CK-Pan) (X 48 55 +) , ¥ It 3t J/ (carci-
noembryonic antigen, CEA) (-), F& #% i & 1 A(chromo-
granin A, CgA) (-), % fih & (synaptophysin, Syn) (k:
P+, (G P450 Kk 11 WK B {5t 1(cytochrome
P450 family 11 subfamily B member 1, CYP11B1) (-), i
Ji 8 2R P45S0 K% 11 WK% B 1 51 2(cytochrome P450
family 11 subfamily B member 2, CYP11B2) (-) . FE[H K
DU CRE I 732 b DX Bl 2 e B ) - 5 R R
BN W) 3 1 BOW BUBE L0 28 22 0 1% Armadillo H&
J¥ 51 % 1 5(armadillo repeat containing 5, ARMCS) & [H,
% J& ACTH AR A, 19 1 b IR A 2

R

‘ F& i (ug/dL) ACTH(pg/mL)
i RWE S5 T
00:00 37.32 0~6.72 <1 7.2~63.4
08:00 22.83 4.26~24.85 <1 7.2~63.4
16:00 26.02 2.9~173 <1 7.2~63.4

EACTHR IR B IR E . JTRE, 1 pg/dL=27.6 nmol/L;
ACTH, 1 pg/mL=27.7 pmol/L.

LR L, POEATAME EIRVIBRAR, RiTi2
W2 18 O XU B B R SRR R 7 4k & M i,
A ACTH A 2 ik 2 A E 5 (13 I B 95 , 75 1L
FIE 0 5 (8 PR, 2 1] WP 4 DR 1T A6 5 O IGBP ILAE 5
ONBHEL KRGS ARBTT LUER R R 5 55 2 BR s 4 Bk
B TR TR R R R 9 P, 5 2R A o UM, b T B A 1
BRIKTE H K, £ H AR AR 1500~2 000 mL #E17H"
7. I, MESFRS, T 6 A 20 H 7818 ks F 220
B AR VIBEAR . ARG 4k T LU me B R, —F

JOIC+BT % 398 0 e, W00 ot e 7E 120/80 mmHg A2 47, 25
& I B £E 6~ 7 mmol/L, & )5 M ¥ /£ 6~ 9 mmol/L; H
Bt 1 AIET 125K 12, FEE IR 3 sh7E 140~ 150/80~
100 mmHg, & & 08:00 £ it f 7.03(Z % iU [l 6.02~
18.4)pg/dL, ACTH 0.27( Z%3i[fl 1.6~13.9)pmol/L, ARR
TEIE % 15 FE, 14 3.88 mmol/L, 45 i 14 4.86 mmol/L,
&G 2 h IBE 5.96 mmol/L, #E{L LT & H 6.2%, 1697 I
DAl PR S T T, k8 P SO+ ] s i A o
Wi BE 3 HIETT2E 12, K E H W I & ¥ sh 7
100~ 120/70~ 80 mmHg, JC A& , & A 08:00 57 Jii {5
7.18 pg/dL, ACTH 0.27 pmol/L, ARR 7 iF ‘¥ & [l , IfiL
B 3.72 mmol/L, 25 i Il B% 5.15 mmol/L, 45 J5 2 h IfiL k¥
6.0 mmol/L, ¥¥ fk IfiL £T % 4 6.0%, J3 7 b T LA I F#
JE. BEpEZIY . B8 AJRITi2R 2, IRE K F
R B, I L I0ARE Y5 I R Y L, 2 AT 08:00 JZ
% 6.9 pug/dL, ACTH < 0.22 pmol/L, ARR 7E iF & & [,
L8 4.2 mmol/L, 25 & M ¥ 5.55 mmol/L, & )5 2 h Ifi ¥
6.69 mmol/L, ¥ fk Ifil 21 2 [ 5.5%, 7715 Hiu ZE K A 41 4l
WIS B W 7.1 pg/dL, $27R BHE, B b B 5 93 3 CT:
AR DR DL 5 52 R ARG, A5 0B b i R 8 s A8 i
PR (E 6); HBi)a 24 AJ1112E 12, BA& Mk, mbs
PITE IE B, R RS .

R 2 /R SRR 56 (LDDST) K AR5 k3t FE K AR

#4124 (HDDST)

18] TH SRR R (pg/dL) ACTH(pmol/L)
BRI 19.81 <022
LDDST#; 1K 22.07 <0.22
LDDST4i2K 21.16 <0.22
HDDST#5 1K 18.30 <0.22
HDDST#52K 17.24 <0.22

FEACTHCH M B b BR B BB 3R o /N 7 Jak it 38 K 08 410 il 3K 560
(LDDST, 2 mg/d X 48 h) : & 2% {if & /= I 52 5 B2 AF S % B8, 22 )5 I 46
1 B b ZEOK #A 0.5 mg, #:6 h 13K, 262 d, #E AR 252 dJ il 5 ¥ = Il 2
LK, 25 IR 20 05 I 5 B = 1.8 pg/dL, N LDDSTAS @ i, w5
B BE R TR L5 A AE, T5 BT T — 25 8 ALK A 5 R At ZE R AR
il 3% 5 (HDDST, 8 mg/d X 48 h) : K 2% Tl # /= ML Jz Jot WA b % i, 22
Jo IR b 2E K WA 2 me, B6 h 1K, E2E2 d, fEIR 252 dJ D 1 = I
B A, 5 L B2 R R [ 7K SF <50%, 9 HDDSTAS B, 32 %
S PERREE G AE o B2 U] ug/dL=27.6 nmol/L,

2 WitRXHMES

B & W R TR B b R A 22 1 TR
iR 2 5 38 2 B i i & (corticotropin-releasing hormone,
CRH) ¢ ACTH LLAM 57 ( 3R 32 3R 3K, 33k 26 5537 38
RZWZET G HEAMERZ AR, FEAHE LH/HCG
ZAK . FSH 3Z K | 1L 48 3% ¥ 7 K (vasoactive intestinal
peptide, VIP) 2K %5 . HZAFAE 5 00 3 32 1A AR 7 i
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TR (PR B 570 B2 25 10 % fil %, B04G nTRE % 2k PBMAH.
PBMAH J& 7 WL, A MG, o B b R M e ik 25
HAER 10%, TN IRVEERZE A EH 5 Fol 2%~3%,
e L Kirschner 25 ™ T 1964 4E 4138, [ Pr_F 2 1994
AEANHRE T 24 515, BT 2000 4EA B ILARIE S, T
HER AT 1220 3 2, (HAR Bk = A G HL I PR A ) KR
AW, T PBMAH Ryl R R ILE J4, UM B = 4>
B, HORE ) & 8 SRARMER 58 o ETRZE A IE
B R 91045 1 Pk HE I A5 T BE s (D R 5 A TiF B

FBUAHLRY, o Bz 5B T) i O AF ACTH/CRH M
(Ifil. ACTH ARG 2] ) 5 @ 5 R I s XU
FLA5 I PRI A W LIRSS P8 LE X ACTH JE S i
(A ACTH/CRH #RAiE ) 5 (23 I 1ML 3K K 5 e 1 e
%, (B4 5 W S Tt e, ELAS RE B RG]l K F 400 44 5
SOGTT i 567 Il B Jo I T e, (EL A A9z Bty oA 400 5
@1l IR - T R 25 Ak 10 S R 3 3, (EL A 7 8 1) i
JoT I 1) 48 B T v, BT v ) AL B J5 T A E A FE KA
S8 A CIE I PR P FRER B AE ) o

£ 3 LM RE IR L ACTH X Aril

Hif ] WiH B 5P (pg/dL) ACTH(pmol/L) T [ (ng/L) B #% (mU/L) ARR[(ng-L™")/(mU-L™")]
04:45 R BM 18.78 <0.22 37.2 4.40 8.45
05:00 AL 18.91 <0.22

05:30 AL 22.66 <0.22

06:00 AL 22.07 <0.22

06:30 AL 24.17 <0.22

07:00 AL 26.46 <0.22 68.7 12.45 5.52
07:30 M 22.74 <0.22

08:00 AR 21.64 <0.22 46.0 6.88 6.69
08:30 21.59 <0.22

09:00 21.31 <0.22

09:30 20.98 <0.22

10:00 20.30 <0.22 38.7 498 7.77
11:00 ACTH 250 pg#iit: 21.35 <0.22 40.3 4.69 8.59
11:30 61.14 >440.4

12:00 >63.44 >440.4

12:30 >63.44 >440.4

FE: ACTHON A2 b I B BB R o S2 RMAL I v, S o7 I 0 3840 1 o

P43 0, W {H (26.46 pg/dL) 358 3L Tk 48 (18.78 pg/dL) T i 18 & 8 40.9%,

WROT SN 5 WA R AR I, B BT ST U6 B, b I B s ACTH AT iR B v, ACTHIN B S5t 4336 , AR (> 63.44 pg/dL) B 3E Al B (21.35 pg/dL)

T 5 3 > 50%, Aok FHAE SN o B2 B 1 pg/dL=27.6 nmol/L.

£ 4 GnRH M KIRK

P I IgE| B2 I (ug/dL) ACTH (pmol/L) % 1 (ng/L ) %% (mU/L) ARR[(ng-L™")/(mU-L™)]
04:45 AT EM 23.23 436 33.5 426 7.86

05:00 GnRH 100 pgiHit: 23.91 439

05:30 24.61 4.41

06:00 25.20 438

06:30 25.06 3.94

07:00 25.24 3.58 443 4.58 9.67

i : GnREA e P IR 8 28 RO 3 s ACTHIW AR W b IR B B R - GnRHM A NS0 Y, GnREURI 3 52 B 43 4 , U5 {1 (25.24 pg/dL) e LRl (B

(23.23 pg/dL) T /& 1§ 3 M 8.6%, N B M o« Bz S 1 pug/dL=27.6 nmol/L,

RS RN ML

Fis Ji] B JFiiEE (ng/dL) ACTH (pmol/L) it [ (ng/L ) 5% (mU/L) ARR[(ng-L™")/(mU-L™)]
10:00( i F AR SR 1) 23.82 2.87 55.4 9.13 6.07
AU 1 10 mg H1 R
10:30 20.64 2.86
11:00 19.72 2.72
11:30 19.54 2.47
12:00 19.42 227 54.3 5.73 9.48

FE: ACTHA B R B2 B o WA e R 13 v, B BB 2 W0 T 1, Sy BIPMEIRONE o B2 BT 1 pg/dL=27.6 nmol/L.
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R 6 AVP KR

ARl Je R (ng/dL) ACTH(pmol/L) 2 i1 1 (ng/L ) B % (mU/L) ARR[(ng-L")/(mU-L™)]
08:00(FHAVPHI) 17.06 1.13 55.3 433 12.77
DDAVP 10 U JiLiE
08:30 >63.44 1.07
09:00 >63.44 1.03
09:30 55.44 0.92
10:00 36.46 1.04 58.9 3.91 15.06

7E:DDAVPR K& N2 ; ACTH L B b IR B 3 AVP R R EINEFE . AVPECE K, AVl B J5t B 43 3, 04 (> 63.44 pg/dL)
BFLTIE (17.06 pg/dL) FH 85 W B > 50%, 5 BHHE R o B2 B 1 pg/dL=27.6 nmol/L.

TE: XU P b IR AR5

TE: B B BRI AN 2 SO W] I SRR ORI S5 BE 25 L b ek, CT (B4 4~ 14 HU, BORE AL T 2200 IRAMIIEL, KN 36 mm X 28 mm,
TR AT R (1 EHT SR ), S RBRAE AL RIRE 7.65 4518 WU B AR 22 8 AR (R AR %5 4510 L i ekt C-X-C fafblE T2 1k 4 ki

== g ~ |
YRR (AT TR ), B2 RESRERMICE AL, CTHE 5 HU, 480 5 R NS W 8BRS B

AEHENA

BB LR FT LR R

2 H % B -Pentixafor 1F FL T & 5T 1 2 B AR /X 3BT R B2 ( *Ga-Pentixafor PET/CT) ¥ 28

&3

e NN R U

PBMAH i IR R B 5 B K, BEA—, 5
Kb it 22 RO RR A O, T 3 BOM I A 1 I I AR I3 ik
CRAIE, Hoh UG 22 UL, H i 2 e B TR I 4 16 PR
TN A R KRS L 1O RO R 22 1l 5 2, i AY
A e IR BB« AT e A N R P R £ A AE 1Y
I R Fe PR, B = $E 50k, 2 s e KPR IR, 5 1
R I RS N ] V101 =07 N AW 2
B A B, A i B O O 2 R 1B Ak
% [ I Sl A o P, 6 3 R B T U8 3R 1 (R
PEF, PR HE I 5 38 4T 5€, f5 5 5 SO 85 A bR
B TR B P R S 3 2 A O e e B
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i 25 XoF PN 43I R 6 v I T B R AR 23R K
S ) R R, A BIROR B 22 B 4k PR L L R
SN2 PBMAH, [H b, PBMAH (%) %2 % SR A7 78 B
fIRAL AT E . PBMAH — 3 300 I IR ik 25 45 1iF
R IR AR 26 B, IR A8, (E B 6 50, 40 4 3
HLiA,

5 HFEAGEHRE HE P (100 X)

TE: Ze P B IRIBR ARG i, A DR DLW R A2 R AR 525 A I
R R i A g AR AT HE R (TSR R ) o HRCT S i 2 Hi i 55
HLITZ 140

6 BHETAR 8 MARAN LR HRCT £

TEAE 2, LW E PBMAH 1 & %5 7] fE
5 W2 — 5 ¥ 11A(phosphodiesterase 11A, PDEIIA) |
BB A BRI R T O 1 B9 T 2 5 A(pro-
tein kinase cAMP-Dependent type 1 regulatory subunit
alpha, PRKARIA) . W5 R — g [ SB(phosphodiesterase
8B, PDESB) . S R4S & 8 H a FIBE P2 1K 1(gua-
nine nucleotide-binding protein, alpha-stimulating activity

polypeptide 1, GNASI) . £ k& 1 P 43 Wb ¢ 988 5 1 7Y

(multiple endocrine neoplasia typel, MENI) %& K & 25 FH
SR 2 PBMAH 5 #5015 55 1), A5 P92
W, A 250k B SR ARMCS 3 PR B i 2R g 1)
ARMCS 275 AR AR AN B 1 Ji e Jo 44t A 174 25 [T e - 0
RE 7, 13X 5 R I R ILER — 3K, B PBMAH Hh ) 25 i |
A 2, V22 BB R I IR T U A e B K, (H
% ] LT A 3 DA 338 100 5 A A AR TT 80 2% [ e A ol 3
— BRI, AHH J5T it 53 DA 38 0 -5 166 K 1) 45 1 FE 1S AR
B R SRR A A R LA, XA R TS AR Y
HR AR FELIE FCT, G208 1 7 1 M e e de A R BUBE TR 27
fER AT N . EBR 2 RIE T 104 PBMAH K
RE 8N FERKEIT ARMCS T 2578, £ W]
ARMCS %7 & PBMAH K & WY i WEUR LA . (1%
TR, 75— 285 F RS BN |l R K2 B
PBMAH, # AR MR R MO P WA I T ARMCS 58
A%, HAE ARMCS 2878 #5135, B0 1Y 4 b AR 8
125 N LR IA R R BB 14 K R TR R R,
H T2 R A 5 B, WA AT R K FR A
7% B PR A, I PR 26 309 J2E IR 25 45 iE gl P RE AR AN )
FEAMS W, AR AT AR AS & 2 0 R R Y AR R
YRR MR E R IE R A, S B R B
RN % F kD 1 A 0 b B A 4 G A X 5 0 VR
it A% AU PF-Al A S i (8 5 45 A 2 I R AN M, R4
S IR E 2 SNk oallIFSINR= SIS DR (EEZF 2 @il
PRWE, B3 KB 2 A AR 58 A SRR o )5 2e4))
AR i e A B U7 138 B o8 3 i A

BIT b, — N R FARIGIT o DU RA
PBMAH F % F AR J7 =& B S B RR VIR A, B AR T
SR R I, AR Ak TR B CIR S, BRAR AR TR
USEARGA PR, A XA ) A ARME LS B,
Wy B b MR B MG 4 45 ™ 0T 0, T RS 7
BB K PR A A AR YT, T EE R R B AR S T
. Tacobone 25" #RiB T 7 il PBMAH 17 il I i
YIBE A, Bty 27~68 A, 1 19l R K J5 R 4L = K2 B 1
S AT XU LB P BR A, oAy JAE L | W PR
S I RRE IR BH db 2382, I, PR Bz B . ACTH %54 fkdR
PRI TE R o AS ) £ 3 A 5% B v B o R AR IR
24 h JRIGE K R T &, ®*Ga-Pentixafor PET/CT ¥ £
PETR KU B b BR324 0T UL BH A kAR T 22 M
ERRAMEL, BT DR TR BT 22 R UIBR R,
SRR T e B L 2 1 R, FRE IR AR | R i
. W s B i AR WY Wb G e, R S AN T B B BOR
BACIBYT o 7E 2022 4F 8 H 4y &2 A Bk B0LAT I L
AR PR, A 5k R AR AR B R Ll
JE A DR A5 LR 5y R BT A 220 Il R 3R B, R Atk
— AP 24 J1 )5 BE VA B R R R R, H RS
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b TR LS 0 B S AR R, S BA A A A
w, BTG ERRR A,

Zi I, 2N R, PBMAH /3R 97 N8 A AR A
57, A BEF R FEE YT ik . PBMAH S Rk
WA, O o ik R R AR I i RAR B 2 T 25 A
7, BRI L CT ALK A B R B Al . AR vp i
PEFREEGAE T AT A AR VTR AR, R S5 %5 U Bl 17 i
PRAE AR FAE A 228, g B R AT AT 8 Ik F R .
PBMAH 1 B & ik £ & iE AT 47 00 B b iR 4= 1)+
e b Bk A, IR e A TR R, RS —
E L ST R AR TR B R e I IR
GG A5 F T AOIE o 7R3 WA B BURE Y b 3 A= 5
S, RAEE S RSz Rk, v ARG iR
IT o filan, {# F = fl R AR )R 2 2 (triiodothyronine, T;)
A] 2 3% FIR IR i83E (thyroid hormone, TH) 4K #6114 J22 Jik
LA, SR R AT YA T A AR AR M AR i ) 2R IR
(glucose-dependent insulinotropic peptide,GIP) 4 #fi 4 J4=
JRERBAE, 8 2898 R i 01 B L IR R B3z Ak, 5L
PRI 224 LH 32 AU T RAF 7K

=
an

&k
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