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Evaluation of Resistance to Antihypertensive Therapy and Drug Metabolizing
Capacity Using Endogenous Substances as Biomarker in Kidney Transplant
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1. BBMAEFICE T A1 F mid-regional pro-adrenomedullin & J& % $5 4%
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Adrenomedullin (ADM) X, bt Mt filRELORE I N 52O 7 2
JENDIRHNTF R THO M, D, BN M P B 2 8 B s
FO T Eg s CELA SN MEILREN ZH T 5, L2 > T MIET ADM
REZBEEBRRKZIT O L TCORERBERIMEO P~ — 0 — & 725 /et
PRI S5 25, ADM XML B T O3 S A3 3 IS L L BRIR D8 S 138 Lo
DNFEIRTH -7, —F. ITF ADM DO HEIEA preproADM @ H Jefg ik 7 7
7 A & (preproADM(45-92)) T & % mid-regional pro-adrenomedullin
(MR-proADM) N EWZE S, AXTF FRMEHF CEWEEEEZH L.
SN LWMEENL ADM LRIFETH DL Z ERH LN E R T, Fox it
i3 ADM £ O REFEAE & L C MR-proADM IR EOH HMEEZ B8 L |
PEIEIRNIE B X O ZHu 4R [ A3 {512 56 D o 70 B 55 s I 1k X 5 i BE A
MR-proADM & O &£ Z et L7, HEUE#RIZ. MR-proADM & JE 8
0.16 - 10 nmol/L DN TEMMEZ R L, BEEBRIIZE L THWE
preproADM(83-94) % [ X . & preproADM fragment & 22 7 it M 1378
bivignole (K1), HN, HEZ#HTIWTH b 10.8% K (n = 6) TH
D, BRIF7e mBMENR
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+0.50 nmol/L (mean +S.D.) ThHH , KPEALLEE T, AEICEHVWI &
LN/ 57 (p=0.022), 2T DOFERIT, SWBIF IS LI #EE
TR EET, EWRFR X W EER O M MR-proADM I8 £ O FEAM T b
HARETH LI L ERTHDOTH D, KRIT, KGEZ MW TLIEHEBH
B O MmAEH MR-proADM IR FE 2 JE L., BRJEIRFRIEHIME & o B M 2 f
L7, B, BB ICHE W, M4ETH MR-proADM 2 £ 35 3 OV 3 1f )£ |
LR MR BAEZ O BB ETICHFARTT L2050 Y R BB
BOOHLERB LIV A4 & LT, B EIRRIRHIME O A1
ATz ThOBREROKGREZ ~ARRKEGETHRLLMEOKRNT
& % Treatment intensity score Z F 7=, xf & 35 @ Treatment intensity score
B EOIMAEF MR-proADM JEE X, £ E4 0.95+0.77 35 L1 0.44 £ 0.21
nmol/L TH V., MEFOMICIIAEREOHBENRED L7z (rs = 0.53, p =
0.00043), Treatment intensity score |22 4 B LIXTEHRNZH LN T D2
OHIZ ., MHEF MR-proADM 2 £ 36 XL OV FUEFE H 5 (MBI, Fis. BMI F
LI vT7F=0 7 V7T R) ERBICERBIRONTEZIT - AR, M
H MR-proADM R E B XL O'BMI A EZRKR & LTl s e (1), Z
NoOREREY . ZEMNEBHERIZE T 5 MEH MR-proADM i £ (3
W £ 3 @ treatment intensity score DEAZEZ T 5 —KFTH D Z &0
Ao odc, Thbb, MAEH MR-proADM 2 O FFAIL . B ETRE

EHMHEOTFHIICEIR THD Z LB RBENT-,

#¢ 1 Treatment intensity score Z ¢ )@ 24 & L 7= B B JF 55 #7

Partial regression

. e
Explanatory variable Partial r p value coefficient

Plasma MR-proADM level (nmol/L) 0.28 0.00021 17
BMI (kg/m?) 0.13 0.0025 0.12




2. BB AFICHBIT S mEER 48-hydroxycholesterol JEJE 254 L L /-

CYP3A ifi £ 0 3 ffi **

Cytochrome P450 (CYP) i%. %< O DR FICE 53 2 3y iE 5
THVO T THCYP3AIZE MFIRIZHKE T2 CYPREEOKNIHZ LD D,
AR, BREREREEICHEY CYPSA EMENKR T2 2 &3 @E S, CYP3A
EHEOEKEZHATLIERO -2 RDAEENRBINL TS, L
Mo T, BHmEEEORRE L CYPIA ML OBEMEL I LT 5720
o BB ET T EORMBEALBET 1342 MR, BBHERNR L OB
% RERFRYIZ . CYP3A 1EME D FEEE TH 5 M4 # 48-hydroxycholesterol
(4B-OHC) REZ W E L7z, T OfE R, MIET 48-OHC & &1L E B A AT &
R BHE% 90 B X180 H HICAHE &R LH PR D b, BHEE O [RE I
VW CYP3A {EMEIZREIE T 2 2 &R TR I, LirL, BEMTm
HEh AB-OHC IR E O EIE TR ZNE O bl Z &6 CYP3ATEMED [E]
WIZEHRR LA OZER O G 2R RE S 7, CYP3A IE M O E 1K 2 O B AR HY
ERELT, 2O 777U —ThD CYPBAS O FERIEALIR T I
% CYP3A5*3 (Intron 3, A6986G) M DR N ZE T b b, £7o., BHmEREE
FFIZ CYP3A IEMENIKR N T 28 & LT, REEMEOEHEIC X 58N
B S22 72> TE D . FFIZ indoxyl sulfate (3-INDS) 3 X O indole-3-acetic
acid (3-1AA) OGN REEINT WD, L7 »> T, CYPSATEME DL E
HEaHRETLHZ L2, ZTEHMBBMEET 24 & L CmiE P
4B-OHC & £ 2 | & L .CYP3A L & CYP3AS s 1 £ & | 1f 4 ' 3-INDS,
FIAA REBIOEMER T R OMEMELZRFT L, BRIV ==
— U UPHFEZF (CNI) FofEMEIRIELZIT> TWD 3, M2 CYP3A 55
EELIIHETL2HEAAEZRAL TR VWEBMEE 90 AL ERBLEZL v
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Statistics: Pearson's product-moment correlation coefficient.
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