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1 mHER HREH, 352, 201946 H 23 H L
“DEPEEIIREA S WA EREE RS (5 - FEEKR
) KilEERE'E MR, B3 T 2016 42 11 AR “4
TR 1 d” 2 T4 ERE, W RBR, Lt
SEIRIT A B, A B U] [E) A i L 126 pmol/L.,  Ifil
B 3.4 mmol/L, REM., ZJ58H B RKREKIE,
T 2017 4F 6 A7 bR Be 5 A 1L JLEF 146.5 pmol/L
1ML R i 487 umol/L., IfiL4F 3.0 mmol/L, X ¥ ) HE A
ERITFARIBIT, A TIUAERPURGRYT (Bik
25N B ORTE) o 2018 4F 1 7 78 Y M IE By B A
I LA 81.9 pmol/L. i /R R 500 pmol/L, =5 5 Il 4%
14.1 mmol/L, AR THKIAIT. 2019 4F 4 H TCH i
PR B R M IR, PR E M EE B2,
PR RS e 7R 22 [C kIR, B IS 75 A e 7 il 2 i,
LW AR, AT TFARIGIT . ARFTE 2 7 o
12.8 mmol/L. MMi#F 2.7 mmol/L, FTHuIEkye NAMPIGIT
(BIRZYIATE) JaEm e I Be, RATFARIBIT .
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2019 4F 6 H 18 H T-oM e & A FEAL I 15.3 mmol/L .
MLAILEF 150 pmol/L, PR MLLTANAME 23.1/ A5 BE AT |
24 h JRE FE R 427.8 mg; H7H A6 A 45 8 XU B
W 245 % (medullary sponge kidney, MSK ) HAJ fig. X
BEEA . SUE M. W IRIE, TR R
50 mg AR, BER3WK. FRFETICIRM . JREA . FRIA .
PRI il PR AEREAR

AN EERERE (B - FERYE) RIGER
J5 R A% A6 25 7% BMI A 26.12 kg/m®, A= Ay AR 1E F- 54,
Oy il TR S0 A G0 Tk 8t % 0 s
Bl ik 1L < 4 M R pH 7.4, Bk R A £ 26.4 mmol/L,
FI 25+ B 19.1 mmol/L; Ifl A= ¥ 1k % 4 £ 75 if #
2.7 mmol/L, 45 2.34 mmol/L, Ifil5& 102 mmol/L, Ifil
B% 6.1 mmol/L. JRIEKE: A7~ JRES 2.1 mmol/L, JK pH
6.5, 24 hJRE 3 700 mL, 24 h JR4¥ 43.9 mmol, 24 h
JRES 4.1 mmol, HUIRZZARIAZ 127.1 pg/mL. MR
PN 3 50 s 25 HE A A B 6.6 mmol/L, 2 h A b
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11.8 mmol/L, %5 C ik 3.61 pg/L, 2h C ik 11.28 pg/L.
2R 2 9.6 mIU/L, 48)5 2 h % 44.4 mIU/L,
JBE 5y TR BT, A% 2 R R B 4T 1K 34.59 TU/mL
(IE®WZHE<17UmL) , Bk L& A 7.3%.
R A R WU I A2 A BUHE R o (] 7
1 CT A A /s AUE MU 75 & MSK, U Z L4504
(EI1A) 5 MRIK & 7R AUE £ &k 48 b 5 FLUK ] fig
(K 1B, 1C) . 2 Wi k12 ¥ E%s 3 1. MSK.
MOEES A ARBIIIAE . N & B e e M R
(latent autoimmune diabetes in adults, LADA ) . T
BT A R, RS . BT o- BREREA
AR, USRI . SRR R
AMSEIRYT . 2019 4F 6 H 29 H&Z A RS 1.2 mmol/L

JRpH 7.40. If#F 3.1 mmol/L, Ifil5 102 mmol/L . IfiiAH#
6.2 mmol/L. 2019 4F 6 H 30 H & ke, HBefEakss
HRE T o- BRI . KT R SRR .

% FE R AT MSK KRR GRS W 0
GRS RIS IR S~ —21897, BT
2019 4 9 J 2R AR AR 7 B AR AT 440 o - A 0 )y
(L Z SRR A R AR ), 250 &8 Slit 5] 5
fitf& 2 (slit guidance ligand 2, SLIT2 ) FEPRZL A5 X2
A (p.T1456M) . X H—FRERIEE ZMEH 1T
1 2 B HoRE SRR A R] SLIT2 RN 7, MEACER
BILSLIT2 SER A%, Zekidty, HBEFE BAT B4 M,

HAGEH R R R KB LA B IhRe S % 5

E1 BESHTENHEREREEIRBIGRELSR
A TRAHUT RS BUE SRR S RE R4 1, DU 24245405 B\ CREIHRR T A& (B ) A2 Inft & (C) s il

Z R FEMERUKATRE.

B IR B S BB Ak I UEF T,
T2020 4 6 F 9 HAERIGE R F)E H i es b AR EE
BeATH R A BT N RO A R+ R TR, 85T
RIRBAEY TR EFLR, FEAAT UL AR AR B B BER
A SRR ARKAAREYLL (F2A) o BUEZL

SLBEPE R BAL A U TR B A, $OR) TV B NVE
Pk, B TR DL VR RAEAANEIRIE, BV ] ILZS
fn ([ 2B) o TR 25 A G20 AMAOGIE i, s H
FE IR AT . — /K SRR FIEE AL K AT

B2 WREWETHAAREILELEFRTLNARREBOELR
A S DRAE BT WL 5K B LSk A AR A BERN 3 5 B 2 SR ACKS - DFEL % (R B /IVE rh ] ILAG i ( 400 0).

2 3 i MSKEVBEESGERMEY KRN
FER B E R e R AT W IR, KRR N
1/20 000~1/5 000 2", JH: R B 4k 4 B 3L 3k 45 AR

B BT s/ NIRRT TR SO AL 4R T AR 4 B
MSK — M # %, WA Z0% M B p il B% S
Beckwith-Wiedemann %5 & fiF . Caroli %5 25 5% 1% 5 [
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At o BEIE R, S R A I IR A0 T
% '8 ## I F (glial cell-derived neurotrophic factor,
GDNF ) FIZAKES RIS ( receptor tyrosine kinase,
RET) JEPH 55 n] 3O B B, A04G MSK,
T PN S S D BNV IR A
KHSH MBI R, 5 B WS 0T R RS v
B /INETR T EE, AR5 S = 5 RAE | IRAS ILE 4G
AR . Janjua % RIE T 1 014 6 4F MSK
5 A T FCR 55 IR T BE TR RE 1) BB, IR EATH
AR S5 BRI J 10045 A0l @l KPR SR E R, BE LA
RETJ:H 11 540 B F 1 11799939 1/ 15, 3k [A] S 58 4%
c.2071G>A (G691S) Al 15 S4hE T11) rs1800863 i
HA RS ¢.2712C>G (p.S904S)

LADA J& R . 12 i R 1) A B s e
Wi, B L B R, RS B BB E; R
WRALEIZELT 1 BOBEIRAG, DABES) B 4t At i 48 Ml IR
N E; HLADA Kk 9) 0 O IRKEME 25630, Y12 s
6 ™ N G AU I 5 RAIBTT, X NAF A 2 AR IR
TR BERE ZIA O LADA 2 BB PR
HBEIE, M BMI<<25.0 kg/m” 99 A2 Wik AR, {0
2004 4FRR 55 — T3 KA I A & 91 LADA f8.35 1) BMI
5 2 BRI R E A L 2 RO R X B
PEHLRG B 23 1 C Ik <<0.4 mmol/L F1/ 8485 2 h CJik<
0.8 mmol/L /E & LADA 12 Wik ¥l 2 —, 2 5 [ %
PERFSE 7, TS F B BUAR FH M LADA B8 35 19 i 5
B 4 At Ty i 42t G2 1% A T R U R B, L R R AN
— 0 WE I LADA 2R R R C KP4 TR
FE, 2518 C BRK 15 & LADA SB35 156 5 B 4 i o
il 0B 1) JE O A, A BOKE HLAE i LADA 1Y)
LR R" . BT B & R IR
[ Sy A BT . RS B B UIR . R SR BUOR R TIR
o2/ 1 b BE AR 912 W LADA B9 AR E 2 —
LADA Wit #0598 M A BaG, R R85 AKAM
A $1 J5L (human leucocyte antigen, HLA ) I 28 3 Kl
el A RFSEFE Y, HLA-DR3-DQ2/DR4-DQS J&:
LADA (4 5 BEH " of [ R B WL B LADA
S PR BAR 1 5 DQA1#3-DQB1*0303 il DQA103-
DQB1*0401 """, Mishra 25" #FF 5% % W] LADA 5
1 BUBE RS AESE A AR, EEAFEA LA
24X X PTPN22, SH2B3 Il INS {37 5,

A {51) 6 5 DR H Al 9 G A o B i L % ot A -
FALS, SAEM . PRI . SR R R SR

FRKG A B2 W0 B 454 5 91 MSK, A (R4 if e
Rz HURSZ IR DI JCHERE s BLAh, PHRE A WA
AR T v s L I 2 A i X 5 TS T A
RS, H B A R R LR B, SRS 2L 11 i
RS 5 BRI nT, 558 LADA, B Lk
S5 RAE7R SLIT2 SEH 248, ARk Bt /M 5
MSK } LADA AHG I ZRASN A, {H SLIT2 B R 5
BRI Y, SRR R R R
FASET L TERE SR L A A P, 2
R RE AL 2K 7= nl 5 5 PI3BK/AKt i 12 S EAAL N
B2 | R 4mfa b SLIT2 fZEik Kk EFtes ' . SLIT2
FERAKOV-5 1 35 A A R RO A I 212K 1 2 2 A O,
HAlfeS SR AR RT A RS T o W SLIT2
LG T R 2 530 LADA s G £ 2 —, 4k
AW LI, SLIT2 MICHE Sk ie s 5 7R
R PR B P B /N B BV A AR, SRR A
FREG R AA XY L % MSK A S A S
o, A R AR B T A AT R R A I 2 B
SRR L F 1 Lo WARAE SLIT2 JEH AR, Sk
O I LR R BT B, K2 MSK, HF %
b T B LB Be i AT MSK MG I R L, R I 1
ANHE A2 5 &k MSK S 75 5 SLIT2 5K 5875 M
5o JH A A o 7 A DG R R 285 Hh AT B 5 MSK
A EENE 1 (mucin 1, MUCL) ™ | JRIEEN
(uromodurin, UMOD ) **  %2% (renin, REN) 2"
S5, ARTEARG R E KILACEE: . PR EM, %E
HIE A IR IR D RE U HEAE, 15 2 R T
1) R, %R RN R R & B RET £ M %738,
Wi SLIT2 3[R 5873 15 MSK. K VAR 55 i o1 R 7T 4T 1Y)
AHSEE IR A e B 2 OIS T LAGIESE

MSK &9 LADA 0L, {E3697 IR 16 e
R, ARGIERE TR EEE R (B FE
K ) KIFEEBERfTT, 1R B Db o g R g
U, S IIRE AR AR Ak, 4Rk T IR 2 Wy i A,
FE SR Th e, R R TR S R EACIAIT LA
TREABREA IS p AN TRE; BEVITh SRR, 1
MR 7 4 Ak AR TR B 45 R MBI R AT T RYR
7 BREAL TSR RS 3 W, ZiaaatER, T
FEIRIR . #MRAIR . 95 . B3R R0y, Rt
FRH F IRk, HER AR T AR AL

A 5 157 F 5 R G 0 285 SR & 3, MISK M2 LADA
YN RE S SLIT2 FE R 248 MR ¢, (HFFZ i — ik,
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