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1.1 speBXAHB5 SpeBZ&&a  FIHAT ML AR
IR 7 85 GAS BBk Y o/ DNA &Rk 0 2] 1
speB 5, speB FF T L AE SR 4t 398 >
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Aziz FEOHED  GAS TE15 T A4 T SpeB 3
I AT AR B A0 B2 12 A AR T 6 B A B
LG . P, SpeB BIHETEMRBOA N 2 1R ATE
B W R A2 5 1) DNase J& SpeB 35 MBH 7 fk
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2.1 SpeBh5mAt GAS —H B\ K& sh
o B (HL IS P AR ) & B 36 26 1) JE i R 15
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post-streptococcal glomerulonephritis, APSGN)
GAS e m] 5] 2 Ak e v J5 8t AE . 0 XU #4 F0
APSGN,  RUE R — T 52 J% i) W e J e, & 5~15
% LR HE LR . APSGN J& i GAS J& i
SR A SR T 0 52 S R 3 UG S R
SpeB 3 1 (B 5 ANE IR 20O M HiikZS 5 APS-
GN %9 . AR et Bos 72 B iS4t
HEIMAT SpeB MIHTATE BEFI SpeB 8 UL APS-
GN S EAG  IX IR SpeB 7E APSGN EU i 72
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FRITARE A SE 30 48 2 W1 . SpeB £ GAS EUi
AR AR AR AR T SRR A5 R AT A A
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JFHAS TR T P A ] P TR B T P 2. 53 5h . GAS
BRPRIAY Z R AT BB i X — LR 1 E 2 A
HIT AN GAS T8 Bk A& 8 41 b iy e 7 8 2 2 4
HEEST 2 200 T [ A R T R R =2 ] R 22
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AFFAE - A5 H AT AT 2 5 SpeB k7Y k) 4%
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