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[ Abstract] COX is a rate-limiting enzyme in generation of prostaglandins. It is considered COX-2 is primarily
releted to the generation of prostaglandins in the process of inflammation and positively releted with the occurrence the
development of atherosclerosis. However, selective COX-2 inhibitors have increased the incidence of cardiovascular
events. The reason for the imbalance. between PGl, and TAX, doctrine has been widely accepted. In recent years,

studies have shown that selective COX-2 inhibitors has many other new roles and side effects, there is a great need for

doing a new judgement on the role of selective COX-2 inhibitors.
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Re-assessment

FE AL M T RERIERRNA R BIEN TSR,
1 COX Ry4&HEThEER 1t
ETF COX BITIREZE 4 & SCHR P #R B ATHE, 3 30X

Xt e — M8 4o COX RH15) B X ( prostaglandins, PGs) — 2
YRR PR H B, A 26 COX-1 F1 COX-2 R AR ZEEHY
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ARBTEY,COX2 RHRBF-YHENR T RAEENA
&, MTHFEA T RS YR, IR FE TR E COX-2
B ; COX-2 BRI BB 4N M5 WTE 1 Y B SR IRI 3E
M. MSERFNY LW 4 BIR, COX-2 {233 TMAERR M
B, BRE X COX2 W BEXAASERAR EREA
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5 LRI i B T 7 ARt /)RR R AR A T T UL A
AR TXA, 5B ERRABE 5 ZARLEE PCL, 3 &
KB RT —RFOMEERD . ULBSBATREME
BOIESE, 40 COX-2 34t Ay 300 551 ) B 40 AR MUK £ BN B Bk P L
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MAREITE AL 2 K TR 30 Bk i #8 T BRAR B o, Celecoxib AR
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%3, Rofecoxib Xt Ifil TR Lt Celecoxib whEE™ B’
B, ET AR IRAR M COX2 MAMS BN EEE
SRR BE O M EEAREJLREMNER,
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4.4 4% 15-epi-lipoxins HJ 4 A%
LXs)43FE 15-epi-LXA4 Fl 15-epi-LXB4 R 7E4: PUHHMER ( arachi-
donic acid, AA) 2 /i 11 0BG (Lipoxygenase ) FI U747,
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B TR BHEYIE BRUR SO0 JELE.
B R FBHIRA, 15-epi-LXs R T HBAMHR AR
R TIAE™ o 15-epi-LXs /1 PR LA Z BE AL ) COX-2
4k~ 15-R-HETE , 84 5-lipoxygenase 812 £ . HEM
JEH A 2 Sk 3 M COX-2 M 3571 39 A REAE AL 15-epi-
LXs = 4, M &, J5 % i& BB 10 0 P &] OG bk 4 4L B9 15-epi-
LXs™ , BUEXT R BUAOBFIT R B, 7T 2 M Bk 815 25 P41
UL TT J B 24 k. % 5 A, B 28 00 LA R 15-epi-LXs &
B, U1 R ERE S B e COX-2 I RIRIRREMA ™ o 15-
epi-LXs X — 3R AR IR VEST A 4R 19 30 1 A8 B 2 w180
EHRIERFBNTLET AS REMERE.
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[ Abstract] Continuous positive airway pressure (CPAP) can maintain alveoli at a certain end-expiratory pres-

sure, increasing functional residual capacity to prevent alveolar collapse in order to improve ventilation and ventilation
functions. CPAP is mainly used for breathing difficulties, bad inflated lungs of newborn. The indications are mainly
early or mild to moderate neonatal respiratory distress syndrome, apnea of prematurity, neonatal wet lung, excessive
pulmonary edema after the withdrawal of mechanical ventilation and so on. Nasal CPAP as a method to avoid endotra-

cheal intubation, reducing mechanical ventilation, is simple and suitable for neonatal respiratory support technology.
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XA B ERRR A B LIERA PR A (R R ESAE)
BWRE—FWIEE, URRSELT—EHT KRS, XH
SiEY % EF R4S 3 IEJE (continuous positive airway
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Continuous positive airway pressure ventilation;

Breathing method

1 CPAP ZRF%:M

1878 4, Qertel BLELIR X M A EJ KA EIEEE
S (CPAP) YBIT BHERER IR » 1945 4F Gagge BRI CPAP 3§
STRE Y BRABE DKM SE, 1971 4F Gregory ¥
%t CPAP FEHITH R, &S BB EMA CPAP HITH AL
WP B 45 1E (NRDS) , BEE MM S 3K , 1 InTh e
K&, 1973 4E Kattwinkel 58 ;1 £ 2 (nasal Prong) £ B



