— 662 — BERERKZEZR 2022 F£55 47 H5 6 8 ( Journal of Chongging Medical University 2022.Vol.47 No.6 )

P 4% M DOIL:10.13406/.cnki.cyxb.002530

PR HAR 55 Wy e ST HEAE (130 Joe

AR HME, X A
(EPROR 2 BA s Fi e B= e A 32 B N RE B 400030)

[ E)EMEEIRSZARIIEETTIHE (renal hyperparathyroidism , rHPT) J& 7548 4 5 AIES3 (chronic kidney disease , CKD ) #5#{ Cillf 25
BURZEA R D AEHTBGR ST 0 e it b 8 AAATE W PE SO, FURAE 2 F R 55 B 26 AR 55 B 3R (parathyroid hormone, PTH)
TEBEG RS EAE Y DR R LG B, ST O A SRR A T KU AT G . ZERE TR 400 mT 3 2o kb 52
YR D R DB ARIRTT  TEBNR SR S5 W1l e AUV R A IR T7 , X 25 67 O A AR TR P 4 4 e FEOIR 55 Ji Dy e O ik
JiE: (secondary hyperparathyroidism, SHPT) Al 47 HUARZZ IR UIBRA , B AL AL AT oA vHPT (HANREVA AL, ASZEIR LSS T rHPT 55 2
AR ISWTRIZGYIRTT 7 58, AR B RS ALY TR, T X HUIRSSIRVIBR AR YT SHPT f93d iR SR W $EA THRT

[ SRERIA ) B 1 HUIRSS IR D RETUHEAE ; 4 & Mk HUIR S5 IR DI RETTHESE ; HURSF IR DIBR A

[HE4 2S5 ]R392.6 [ SCAEFRERD JA [ Y75 B £5 ]2020-02-04

Progress on renal hyperparathyroidism
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[Abstract]Renal hyperparathyroidism (rHPT) is an adaptive response of human body based on the disorder of calcium and phos—
phorus metabolism in chronic kidney disease (CKD) and the progressive aggravation of vitamin D hypofunction, characterized by hy—
perparathyroidism and excessive synthesis and secretion of parathyroid hormone(PTH). Tt occurs in the early stage of renal failure and
is associated with increased risk of fracture, cardiovascular disease and death. The vitamin D supplementation and reduction of phos—
phorus intake can be used in the early stage of CKD,while calcium mimetic agent can be used in the end-stage of CKD. For the
refractory secondary hyperparathyroidism (SHPT) with poor drug treatment, parathyroidectomy can be performed. Renal transplantation
can improve THPT but can’t cure that. In this review,we summarized the pathophysiology, diagnosis and drug treatment of rHPT,
elaborated the effect of renal transplantation, and discussed the indication and strategy on SHPT.
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M 43 h-ast 5k 1) DR 55 It 22 (parathyroid hormone, PTH) , LL{R 18k F ET (chronic kidney disease,CKD) 2 2012 4
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KRR I 8%~16% , TEfRIT—IRIAE M, CKD 3~5111Y
SIREIRERLN 1098, KA N B854, 1= iR RS 14
RIRFAMW EF, CKD U —A~ H £ ™ 5 1 2 BR 1 R) 8, 5
BFET R AN, CKD 25 Bl ' D REmGR
B W AEAE R D I PTH RRASTREEHLE] S 57, 2k 2 L4
BB AR . THPT 5 R A S B 2E RLAR OG- fe 1
R B N B R 5 RTESR 4 B E R AR
SE” B A AP 2 B2 R A 24, CKD B 1L R il
PREGBE 1 Tl LA_E RIAT 2 kb 1 B s 6 ) o R Rl
2L (chronic kidney disease—mineral and bone disorder, CKD-
MBD): (DF5 B PTH st 4L = D Ul 550 ; Q& b 0
b, i AR TR e DI s AR 2 2
e, T CKD-MBD = HE 520 CKD 5 WUR A4
TR ZHE i CKD-MBD Xf CKD 45 B)IR Y7 £ G H
rHPT & CKD S35 L R A OGS, Jy S AE T iy 2 5 A,

1 HPT /RIE4AIEZ

1.1 FGF23 Klotho 5 rHPT

JIET ZEA0 i A K HF 23 (fibroblast growth factor, FGF23)
& tHPT s FR (0 O B . FGF23 S i 4L B 43 1 4 (o, 4k
12p13, 328 Hy J B A A R 1 45 2 A 5 ORI G300, 2 211
BRI R, FCF23 5 HZ K FGF Z 4K (fibroblast
growth factor receptor 1,FGFR1 V454 FGFR T8 —A~dL[n] 7
& a—Klotho KHENEITY, a—Klotho £ B HEFN RS2 fi2H 21
FERM, FGF23 3 3yl ity /NG e (4 i Rk PRI, AT
R ALY B AR R (17K 7 FGF23 R Gyp27bl JER 3k
P 1o FAEEENG M, 982 1,25-(0H),~VitDy A iR
Cyp24 FEHFA B 24 FALEHE Y, f22F 1,25-(0H)~VitD,
KA 2 S P AR MR 2 D KT BRARA I
BERRER A FRER Rl B DREMY T I, nTME a—Klotho 7K F-
FAG, S FGF23 #6319, CKD FUb FGF23 W] i i« 5 -/
ARSI SR AR B DR ik, HOIR
ARG G Klotho 8 11 M FGFR 2345 F ¥, 7T #HUR
R AN FGF23 HEHT, S5 CKD M E A58 PTH fCiH 3L,
SERPERNEE JEE FGF23 7P b T LAHEATAME, il ™4
R AR

1£ CKD Al tHPT 54 % Klotho 5 FGF23 | 1F # ol 75
IMAE  PTH 588 T 20 WA B, 76 B T RE It ik e i 7
 FGF23 B G, AR5 2 1,25-(0OH),-VitD, Il /b | i 2
PTH /P340, @57k 7-4€ CKD 5 1 -8 Rk, FGF23
AT RE T 2R3 W HER S = VR T, T PTH B9 R nT BE
1,25-(OH)=VitD, I 20> FI1 i1 55 e 2 RAER 1) 1428 B g, Ji 39 i,
W5 TF i 2E— 25 0 R 25 B B 58 TC iF (hyperparathyroidism,
HPT)!5-161

1.2 BER#SFHF 5 tHPT

IEBERRER P2 cHPT R 7 — oK, BEE R
TIRER TR HUAZERED W) R S M RE ) 2 BB R A
IR PR B AR L IR RE J) TR, 32 B BB DI RE 3L
SR . CKD rfr4s & AR 4SRRI E 0 , HLARIEAR Wi
WO i AR, CKD S R AT B R S DR
BER FGF23 43 MABE AN, 31 o/ N NaPi2a FlINaPi2e 3
S7g B A W=7 ) O i = 1 o L =i o 1
il &2 TR FGF23 07 1o FRAR ARG 1 , 30 1,25-(0H)~
VitD, 77 A= Bl /b Tl R PTH B, 17 PTH 3 25 40 30 i
/N NaPi2a Fil NaPi2e #ik , I/ NEBEF I, 53
41,1,25-(0H)~VitD; ZK-F-REARA PTH T+ F 5 E NaPi2b
IR A0 B TE R AL , AR o R AL

PTH 1 FGF23 4ERF CKD FH Mgk Az, HE|CKD
4~5 $0, HBUH DL IS, 3 i T Re M L 3k
o9 B /IVE TEIRICE 229 FGF23 T PTH e PR Hudm i, B
FEBUR B ABERR LR, LUARF I K-S 76 CKD 1,
TEA S E | BRI RS B A SN A b KM e i
IE S EM 454 & CKD-MBD 1 tHPT & RO EE
1.3 45-%4 % D ARt s HPT

Hir: 28 D SR HUARESBE KT BB A — b 2 [
R B ST 4 E 2 D Y, KRR D(25-%
B D)iEA Lo FRAGEEE B0 | A2 URA TR PR
1,25-(0H)~VitD,, &PE4EAE 2 D s b g4k 2 D 24k
(vitamin D receptor, VDR) I8 A AR ERFEHL 1,25-(0H)~
VitD, R i TE R SCHE 0 i B K-, T I e T AR B
] 1,25-(0H) ~VitD, 7= 2E i BEAERFTERR S K P . CKDAR
HUEA R D AR 8 A TR PR A: 2 D KRR I 4t
HE DAL

CKD B 4EA: 28 D AP R#AR T i 22 FL k) 530 CKD-
MBD ., 1,25-(OH)~VitD, = , ' A5 i 8 0 et/ 5 i i %o
1,25-(OH) ~VitD, USRS | 1 55 W e /b, vl fiff £ 3
AARESIAE , 7F CKD B4 2R D = AL LA H] PTH 5 i
55, —H. 25- ¥ 34 &K D, R 30 ng/mL Y 75 nmol/L
VIR PTH K IR TS . 54 CKD Hh FGF23 JKF- T &
FOGPELEA R D ACTREAR, BES B SR A S B0 P A
D Bz, CKD B i TR ARH BARERAANL,
FEORARLEAZR D KCFRUR 78 CKD B, s B ILAE A 4E A=
F D Bz #2 RIS MAE , 3502 FF bR 55 it i 2o 45 SR 1y 32
& (calcium sensing receptor, CaSR) B PTH (1) i A %50
¥, WEHEEA 2 D X HUIR S MR EHAEHIVE , ol
FECHR 25 R A0 384 5 L 23 AL AN B, PT RE SR AL I ] c—Myc ik
RAFAHIAER], MR A= R DB R IR 55 g A=
rHPT 3R AE PR AR AN 1 R,
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a—Klotho § FGF23 t
v / \ v
Wt HAEEDI
CEC TR
: SHPT

1 rHPT R4 EERER

2 rHPT BY/mIE 5l R fE AR AR AE

2.1 BHYRFIRIEG A

B FFOIR 55 B A 1) B R AR M B I REA 2 %
BOGVEAEAR D REAR ARES A B, F A KA T —a(trans-
forming growth factor—o, TGF—cu) 3l I 32 B2 2B 1 R 722 {4
(epidermal growth factor receptor, EGFR) T R A B IR 22 A 41 A
AT R A R T EGFR BT RIS 2R 55 i 2 i 1 5 1
VDR ik, CKD 8 K AT P44 3 D A7 1)
FHUR S AR AN G FE P2, CKD R HUIR SRR Rk £ 50
BEME/L:, T CKD S0 RS AR A BRSO UL, [
— HUARZE i ey AN R] Ao RS f i A7, SR B 8
KR SHPT B AR 55 B0 2% Fffil i R 3R Sy i 5
JiRAA 52 B4 A AN W A R T A PR R A P AR )
RaA- U R, A B i 2 PTH, A2 A5 5,
AR E X = M AR S IR T BETTHESE
22 BRTRFMARLTF

CKD I th TARAGIMAE  AELE 2R D AP REAR o Wk IfLAE K
PTH 7 AT, 7T 530 SHPT, G FFR S5 R 4H A PrePro—
PTH FERFESR PTH mRNA R P SR 1B f SR 1 0
B LN, Rtk FAR 55 IR D e T 2k 1T B HUIR S5 IR S
DIRE T B 8 | 0 AR 55 R R 18 PR B A PRI A HR
F5HRANML VDR (CaSR 3K R & PTH 70 A5 V4 ni R4
FLPR 55 M 240 M 084 ] S B R 22 pe BRI/ E | e
W2 v A MO A PR HDIRSZ ORI ™, DAL 2 PB4
MEARERFSEE R A M R PTH, rHPT 3 ™ HE 0 A el
ARG NIRRT PTH ZKF- 5 RS o 85 ILAE 0 s B LAE , Sy
EL7/Rb g €N E
23 gERFeRIE

SHPT & CKD 75 UL EL™ 8 52 ) £ 2 P B AR 16 5

I RIEZ — . CKD B35 I PTH 433s i, v] #2551
AL BERIIEREL, BRI T AT 2
PR 9IRS B A, B LA R LTS 1 Bes i,
B RELF LTI INEE CKD BE M, ™ SHPT £ 7] 8L
FE RIS | e I S B A F T REAZ AR AP A O il A
PR PR RS R AET F LRI SR LA G
F1 VB S SR LLIRLEAAE AL B SR
AR CEREME Va4, 78 CKD 3 B m 855 LA g
BRARAGEE &K Bi#E GFR T M, FCF23-45 -4k
# D-PTH Rl itk —5 e

3 rHPT B93&TF

1€ CKD Bl 585 PTH LA 4540, PTH T3 L& HIEH
IO 2~3 5 A RRHEREIE & 1 B 4% . KDOQI Fara £, A
] CKD 43 #1575 224 5 AS [l 1) 4 Bt HIR 55 R 3 3 (intact
parathyroid hormone,iPTH) H Frft, Q#EAEET CKD G3a~
G5 W feE PTH /K7 BRI AT iPTH KA 71T
rr RS TR FIRA R @ RO RS AELU R Al T
TAKZR « B RS AE | B A AR R D Bz @
WL CKD GSD A H 38 1 iPTH 7K 1o 44376 15 % (8 BRAG 2~
9 f5™l,

CKD [ SHPT 697 ARFAR s = 14 M0 8% R4 45 1F 5 1l
57Kk B, — s ) i B A0 16065 P 15 it 25 B 1K CKD A8
H iPTH AF-, 45 U AN A5 5 , sk iPTH 54R Ak 2 H
FREI R UEATPE TSR, AT LR FH TG PR R D R
) PV 25003607 , s PR E R D KRS
PUESFHIVAYY . iPTH M E T HoRGEE i Rt &, al
K HHUR 32 B 1 5K (parathyroidectomy , PTX) VA T, 254
BT RN 4eA= 22 DAL, 4E A28 Dy BRIGIBEERA - i
BN T AT b, B R BRI 4 BRES 5 7 L IR IR S IS 1R
B A AT R R s AR B AR R D RS A
T, BTy AR YRR AR 3 D SZ (A ) o7 B AR,
TLyb S AR ; 857 . FEBSK 2E |, Etelcalcide (BHKIEST) .

3.0 MRRTRB Ao 2h b T AR EAT

301 FREIRE RSB B T B R ik
EHREIEA L 76 CKD 19 4 5 WIEE T EATRBIA S 2
FEE TR ER R, RAEE TR E T R TR 1
IR AR N 2, Pk, K2 BUB A T SRR
A AT

3.1.2  BEPNAIT T RIVIEE T CKD G5D WimE  @illE
BT 85 7 M 1.25~1.5 mmol/L(IMLHEENT) B 1.25 mmol/L
(MEREBHT) ; CKD GSD WHALBBE AT &, I 78 4B, IF-%
JEHE A AT ) A I TSR, LA A 55 b TR B AL
3.1.3 BEESAF RS ARURIRT B IUAE FIAZ L 38 H A
CKD 4 A1 5 BTG, — R s 5 1 R iboe ki, i i
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IG5 LT3R A BN OGRS, A IILRE 5 2 95 Al
FET R INAR 56 , 25 i T | e obk sl bk A 22 3 Bk s
Tl 55— RS A7 (RUAER S RIRES ) th Tl kA
S, HRTAHERE AT . S St & 0] (B AR S | BE A2
5 TR I IS RV TR 5 e 1 B 5 w0 B T
5 2 H AT A H5) 72 BB A 3B il wh sl &30, 8
FH S G RiE25 A 72 209 5 ] WSO A I, 5 S50 o = e 4
MAE , PRI CKD 3~5D 3] 8 25 QA7 Ae R 1 = 55 MRE 8 e &2
K S IR , ANHEREE FH A4S 25 A7 . 4N, A 51k
() RRSEMEAL iPTH A1 (ER) TC2h 1 15 1) v 0 1A A&
g BRI FH S ES A A0 . BTSSR (R A Al
T ) 0 E A AT RN 22 2P0, X F CKD-MBD H &, 1
[zt Py = R = L 1R o A o N1 BN e e L2 L
3.4 YR D RIEHTHEA R ELE BRI 36T
LEENBZIYNAYT , B EAME R BB S, L,
BN T AL R CKD 3a~5 AR BT B H 1 5— 450
JPHLERI, CKD 3~5 W1 25-0H A L ali bl = AR S (3
WAL TIRYT , FRERIRYT Rt H F CKD 5 1)
A, ST XA BRI R AR, BRI
A I B BEATLG A e A R D 5 HAIRY Y =,
SR, TR —I006) CKD 3~4 BB E BTG BaTe rh il
12 JARMFEAEAE 2 Dy v S 30 PTH BEAIT, 57K PR g 2,
3.1.5 IEPEAEAE DMWY WETEAEE R D R UM IS L
P ANIRSZRRFIIATE ) P S5 4R 2R D R PESS & K 1E
VER . S — AR dm Bl = s 58 —ARBTs B AL A 2 28451
B, EATREA R PTH, 52 3 308 5 AR 5 =14k
F D Z RIS B 1, A5 0 57 B fh A v 4k
FEB FEZSFEST R B = BB AL BRI ) PTH J5
TR (97880 5 AT AN S VB AL B, S e ekl R
D Z AR 07 (vitamin D receptor agonists, VDRAs)#H [t |, Ak
TEREME VDRAs 1 55 IME R s 8 ILAE AU AR RIS, 55 19
BN CKD B35 1S 2Pk i 7 Bk i 5 22 Jetr)
1T EREE , R BRMAST B AR AL T PTH K 54 A
AL $E32 AT A BSIRY T 10 AR 3 HH B 485 ILE (1 B AT R
HH 1,
3.6 USRI AL D HURSEIR DI RECE AL 25
Tk, FE VAR 28 B2 A, T 7 ZEAMRR AT AR
PTH FIE57KF-, 2002 4F, PEABR ZE I REAR 1 i G BT R
[ PTH®,, 2004 471 1 TUREHLYT B SRR BT, PE IR 2E 0T LA
WAARG 1T 37 375 BT 53 1 PTHL, [ P S48 AT ot 605 R0 o e /K P81, 7
CKD 3~4 W3 rp g 2R BHPESS IR, (H2 T8 bk
s i B RS AR D) B CHE R ING T, VEAR R SE IR A
AW 4450, 76 EVOLVE 56 | Pl 481677 1%
A FEARAET XU B 2 B0 M 28 BT BRI, 76 1 3Lk
HEFEARE S B PTH BEAC, VST~ 220
Ep AR 2 B SRR A 1 — 2B AR b, o 2691
BEVRIT 12 A JG iR IEE ™, ARES MAE ORI 2 D

BRIV - A e B 2 5 1B A5 P 2 e 2 AL

Etelcalcide fE—FuBr bk S5, 7R IIRGEHT &
F A FENLXT B EG  RBR Etelcaleide X PTH FS2IRANE. T
PEARF 2, 2 ANIAYT LAY ORI ik A5 R AR, 155 PE 8
SEHM , Etelcalcide 20525 5 HH BRARES MUAEM

B2 KT CKD R, 7R PR AN R A YT 7 2R AT 3L
I T B A A FURAT FAR S AR B A SR . 4 PTH
FR ) b ) i B AR A T ARIBTT CAEE
32 FAM

BRI , RN P BT o 4 s . i 1~6 A
) e 5 IR 2 LY, 5 7K PTH A7 DG R 2R M
HEZEHG (end stage renal disease, ESRD) ][] PTH IR
H LRSS PTH il MR, IS, HARSHAR R KP4k L 218
NEEIEAE 6 N HIERE TR, RZHEHEEBMIE 1 4F
PTH /KF 5 T2 0B ARG THPT RS N R iRt
Hi PTH FHES KT B AR 17325 AT Al ) 0 bR 528 B 219 3 A1,
DM MBI B2 0T W E BRI, O oA — e
IR cHPT B ICIE SR A S5 H 4 KU o, B A% A
BEAARI R, BREZ G TER R R, %
TG A W] W 9l | DI et Ry B S0 R 5
HBR R cHPT MR A B AR R 22, i
B T [ A S e R SRS B e 2 SR R ARSI
HOB%E AWbeEy) Z R BASPEARE, toh, K24
KT tHPT oAt 5 9 R AR SR BE T/ MR ISR I 5, %
HEJG THPT RYREM ANETT BN AR HAR
33 FK
3.3.1 PTX  tHPT Sl 2% B Uife T B £ BEEE N , 2009
4F KDIGO 3¢F CKD-MBD Ifi R 35 B 38 7 L, 7 AE 25096
ST ORI FE SHPT [ , N iZ AT PTXUY, JH [ SHPT A~
AN 2 T B B R DG PR ILTG I R R SRR IR i L 2%
AT IS A AT R AR R0 2 A KU B AT AR 25 A A s,
PTX REPUE AL SHPT B34 IM3E PTH /K-, 038 175 4= fb 35
PRSEE AR BN TS ) SRR, B R B
YT B | A0 37 S BRI AR G R A 15257 PTX JRYT
{1 SHPT F8 3 I A5 45 AL sl e, IR ARG RS M 45 A TR, nl it
BT 755 ML O By RE NS T S 40 , R AT 47 R, A1
PRI B AET 3500 S 2 AR il B eS8 SHPT,
NEHFAT PTX, ZonEEE R R, otk AR s FAEpE
PRIV EBF 2 PTX BT REPEE RO, WFITiR R0 FER 28
ESRD B, PTX 54 16 BT 3 w7 0, A i s,
AR IR 200 55 VAR (AR ST A8 st AR A A
332 FARIME  OPTX F51F . CKD G3a~5D W& IH25H)
IRYTF IR 7 SHPT B3 (I3 iPTH £7£2>800 pg/mL),
HWAT PTX; @Y BT A5G B, J AT PTX  iPTH 542>
800 pg/mL; Z547R YT TCALRFEE I = 5 (X)) e s A 5 B
£ 2/ 1 KCHUIR 55 BB K I AR A | an s SR (a8 7
R HUIRSE BRI, B> om JF LA F & I M3 ; BEA TG
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HYEER D 2Pk T #5990 fF PTX Al
VYRR ZEIRYT A0 W G FE AR — S i ik = L YR
RIEA PTX Xt SHPT B3 1 W 705 (iEdE . %185 PTX J2
—IAANAYT , EEUOR AR £ O R SR A B A7k
IBITIRHE . D% B VAR ZEIGYT ORI AN B S R
LA 32 (R BT PTX FR
333 AMBIAREN PTX FARGREZA 3 Fp. HARSH R
B+ FRFE AR (PPTXH+AT) | HRARSZ BRI 2T BRA (sPTX) Fil
FARSEMR A VIRA (tPTX) o H i 78 /2 05 UE 3 s T —Fp
AT et Z8eFEHELE (PTXHAT, [l SHPT 194 Kk %
AR sPTX R, Tominaga Y FSaIEE 47 T 1980
%2009 49257 tPTX+AT FARM 2 660 BB A , LI ERFAR
10 4EJ5 SHPT 5 & %N 17.4% (LT sPIX R, Hd A 248
BB (9.3%) T TALZ MY MU AR 53 Pl ERZ T £
W (2 WL L) BAEY IO F AR Bk F ARG 3 AR H R 5%
IR RN 1 583.7 mg, BIRATRIA A PR TR f
AT BN JERklE . AR STt SR (PTXH+AT JE—Fhaf
15 R EATF AT,

rHPT RJ5 PTH YR AE - ACE M ARE . T iR
R S5 IR RV AN 7™ A HR S AR DO RE Uk IR 35 . 78
rHPT B v FFR S5 R 1) foe 5 02 A B 1 5 B B PR
it Z sl , B, A7 200 H R 55 B 4 AL SV B R b 2L
), (LB N R Z HUARSFIRAL 2 4 th T RS R (k) & & PR
I3 RGN PR F AR RURS: o A5 XA T 2R s £ 3 114
PTH 7K 5 KIS AHOCH: . —133k A DOPPS 2008 4E11
AW, 100~600 pe/mL [ FFIR 52 15 22 K 75 B A 1
FET-FA ™, A LA, 2% 4 PTH KF2h 150~
300 pg/mL [ B EHFETRIRAR, 1 WY A 404 4] PTX RJ5
BEEERTFE R I, 24 iPTH 7K VA SRR AR, 4 K BE T
AL REAR, RS iPTH A Bl BK PR 21~150 pg/mlL., #F
SRR, PTH KF-7E BRIk 4 VI A4 ) 3 rh AR A0 B
O R ) URTE F-UIBR 220 ife T8 24 IR
SR,
334 ARl FARFMRIE ARl iPTH A B T4
P B WA S5 2 5 A B 22 (A D RE Uk 4 205k B R A5 mT L
ZUEFAR FLTE R AR HINE iPTH 78 PTX Hg P,
{EA A IR A A {PTH SR G iPTH Z [ {77E
AHOCPE, F T PTH J& B IRV BR Y, R PTH (2 9] 45
AR PTH T B BT /Y B [ 7E cHPT () PTX J5 B, AT fig
PTH W 7EHUIRSE BRI ARG 15~20 min PYBEA TN, 24 HTXF
T2 iPTH BEF=E L R A — 3R
335 ARui@f;  PTX M5 RAEMAKRRE FIpk T4
AR ALY A L2500 AP PTX RJ5Rr8ni 8 &
rHPT 1) £ B2 5 PR AN BEE A S A R SFAR . S+ 0 (1)
LANRARAE HPT Ry WL SRS Az D200 A BT A HAR 5
B 5 E K AR SERR VIR AR, R ATSAAGRAE (hu =
R " Te—MIBL SURAH SAG ) ©AF NP4l (H A6 R BT A

FF IR 25 i 1T A o B 8 R s ) A B I TR A T 7
WFIR MR, B URAR " Te—MIBI RS AH SAGE 137 112 W iURk
FEAY 51K 55%F1 62% ;P Te—MIBI WL AH 545005 F57 FF bk 2%
RIS 53 78% , Wi e AR AR LA 26 B 54N 1 FF AR S5 ™,
PEHIE , 76 SHPT f35 18R R I FF DR 55 i i K 1 sk 2
N 46%~81%%31 i 5 *"Te-MIBI-SPECT/CT B4 13 H H
BAAlH R " Te-MIBI-SPECT/CT ELA i AYBURAE), s
T e~MIBL WU AH AL 7E S 007 B 1A 2 37 07 Tl LT 1% 2%
Aib 7 S R AA T A T A A4 B Ak AR/ A s o 11 DY
PRRGEAS ke) MR, EFRR PTX A5, a2 i,
TERT—IK PTX JRHEtink & &M HPT BUFA b (Rt
LB,

3.3.6  HURFFMRAARIT  HURZZEIRA AIBIT A 2 ot
— SRR TN SR IO R Wk RS AR
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