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BE L M2 2,9 B kRS T Y Ak X
A BE A5 B AL FE 2 i BE 14. 6 mmol/ L, IR i %5
A REAR 1+ B =2 — /D ER VA THiAER
e IR 1 I R IR B 2 TR RS B B S R
KAy, 23 I8 WK B 8. 60 mmol/L, 4 Ak il 21 75 14
7.9%, 25 MBS & 15. 42 pIU/mL, 2518 C ik 2. 83
ng/mL, 2B FBE IR BE AT REBIKE R I5E3)
5 i) it AR L 25 B IS B 3 F 6 ~8mmol/L. & J5 2 h il
B 3 F 5~12 mmol/L, 2019410 A 11 HEHE X
HEAREREGZ ) 2R . 0T . 2K KETF
W2y 3 kg, A 25 i LM 20 mmol/L A4 ,.%& )5 2 h
A% 28 mmol/L, KK i — 216 T A B AL eIt IT .
R ACHE B (R A B L A — R Y OBUME IR B AR K R
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A A A - S WE ER K Y 21, 22 mmol/L;
FAL A7 3 AMBS T 130. 50 mmol/L, 1B+ 5. 07 mmol/
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0.75 mmol/L, #§ 1. 22 mmol/L; Il K 43 ¥ B8 W
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mmol/L, IHEEE 12. 54 mmol/L, &% s & 1 3. 06
mmol/L,KZEENEEH 3.49 mmol/L, K ZE NG E
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plU/mL, 25 8 C K 1. 37 ng/mL; B85 FHilk BLkS
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F HNFI1B iy POU-Specific 45 # 8, J§ DNA % &
X 4k,

BARBACCI %5 76 14 41 o) RE BF 5 vh % B, 5 7
A= HNF1R A . R165H 28748 #1 S 8 H DNA 254
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AR R R ) HNF1R 2 50 A2 o M A 48 MY A7 5
HAR R165H 22748 B % HNF1B Ay DNA 454 fig J1 5%
M) 45 /N o AH G sz 5 035 i 0 A0 ™ T AR IR (R B A
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[XEHS] 1671-8348(2021)13-2338-03
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