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FHEGIE 10 %5, Chen %8158 1o 4> 3 [F 3¢ WK 4 #r &
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ninamivir) 2 W A il 5], H B AL AE H A< 4t fE T
RS
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TEAR® 0 T iy .

(2) W98 P I B B 25 90 « LA IR 75 SR e AN [
B B Ay A 114 38 245 40 1F A WIF & S DR B B, A
BAEA AWK R iR 9T I E R R A AR R
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30 K B 60 KA AL i %t A, HL v 25 HF 25 ik (7]
JE A T HR AR e B B R 4 (25 ~ 150mg/d Tk
JE T HA 25 ) 5 R ) 50 IR bR 2 S R gt
SRS 5y I A S M R O AE A I
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e, R AR R B B SR T R AR 30 K K& 60 KBTS
SRR o Wl R B i R ] T E G R T HL B AT
A RWEFEZ S A 23 A, WA AE — 5 D 7, 00 58
LA B0 B 9T R 4G AL R A2 SR i 4, De-
laney %" %} 607 {31 T AE HINIpdm09 i Ja&% £ % BF 5%
J B, B PO R I 2 3 i 8 R (OR = 1. 82,
95% CL:1.21 ~2.74, P =0.004) , 1 28zt G5 14 Y 4%
il B PR VR 2% 5 1% 22 S T 2k (OR = 0..96, 95% CI.
0.28 ~3.28, P=0.950), Ht,d—EWMREFY K
FEACE P SR A N 3R, W e B IR e
S TP B R B B A S Al . R K S B ER
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T QRN L5 S ik (SARS) | P AR IR £33 AE
(MERS) YR 13799 75 i 45 FEAE B P 5 1936 T,
L T AT U T — TR AL IR E S R B
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BRI A (H - IVIg) IR 97 1] A 2 1k 7 200 SR

(2) W5 H 8 e 5 981 35 50 - BRAT H) S 5 81 3 590 7
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T H 1) 3o 4 AL W) i U 38 B ) 98T A2 IR (peroxisome
proliferator — activated receptor, PPAR) B a . il v
3 PR, fre w0 TN - A A A R AR
K RBHLRA AT G h# 9250 & BL, PPAR -
o BN AN A DUSE AT PPAR — +y 33h 551, e mg —
P A8 0B P 2 S R, T R R R /0N B S 44
/AN KR R R A R WAl -1 -
72 1 W7 ( sphingosine — 1 — phosphate 1, SIP1) & —
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S BRI 5 G B g BB A7 , L5 B ) Al 5 1K RCR B
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R B SR A . JE SR AT A R HSNT 65 3
T S ) DA B 2 SR A R I AR R RO . 2R
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L A fE SRS, DL A s MR — 2
LD BTSN R A LT - B s RS R IT
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B3 K P 2 3 R TR) I AR 1 S 56 o TE SR 5 40
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