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RESEXRMEEAEE

AWK mR HEE TR
(FREHKXIWES —ERIFEHEH  400016)

KB AR B R R P R AR 876
FE 4 S R739. 61 X ERFRIZED : A

5 R A4 BB BB 78 (congenital cholesteatoma, CC) & — 4~ L
RSP . 20 5 Br A BRI B9 200 ~5 %0, Bifi 5 - B ik R} = U ) &
B Y7 BAR M, CC R A RN A- . BT B
R ALEN A AN A, s 9 X S R 1 R RO TE 1838 A i
Muller $£H #), 1922 4, Cushing 14 7 CC X — &, M7E
1953 4F , House ' 85 1 R IEZUHGH T 1 41/ B TRl B G 1 1Y
CC, 1989 4, Levenson % - #2172 Wi CC (I PRARHE .

1 ERHLH R

1.1 EWEFRMAEU CC EEHMA P HEEWH, I
EMHI S EE R A KSR PR T EAEH . RSN IRZ
b T a2 3 e O B AR S T A A A S, B T AR A B B
B HIE R CC.

1.2 A28t Sade WA oy B 25 552 3 48 9 ) 81k A= 1 o

$#IHAVEZ , E-mail: qianyil 19@gmail. com,

XEHE:1671-8348(2010)09-1150-04

SRR R

1.3 SMREMAZEUN WK ETLRED . H—ME NS
P A BN il L B R L A IR 2 A A BT K CC.

1.4 FOKWEAZES FEAE I A SRS R3S, o B
Sy AL RE T A BRIR E R 40 ek A P B RN AR R E R CCL {H 2
R L2 E AR B T IEdE SO e 2 10

LS BU/NRGI2EDE 8 i 0 A I A B A SN B L AT
1A 58 BE 1 A HOIR B2 AR B B 78 RORE BT T A A etk
.

1.6 F R FEY2ii (epithelial formation, EF) It 2% Ui & B 77
PR R 2. 7E 1936 4, Teed & BAE G L h E-1if
T BRAE LR . FEIEF G A BT L, X sk
Y B2 R 33 R LATT. 1 33 JE LLE B & A Ok, 1986
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4F Michael 15 37~68 J& it JLii& b & B TR . o 5 AE W
SO EIF O30 SRS . BEEAE S RS LB R A
YIH & B B K S2HE T Michael B3X — 2238, 3 38 H % B
5 CC Mtaetk. CC 558 RSN M4 7). R EF 240
AL T IETUESE . EF J4 M4 (b PR 5 0 k08 T Rl EF Fr 2k A7
FE T rf B 58 s A0 W T B F 3k CC I k. T CC L m] LA
METEHE R FL% AR, X2 EF S U0 A FITE SR,
A BE A WA ML - .
2 CC B4 F 4R AL i

&R ARG AR (SE RV, IR RV ak R v L B R T B 41
FH S 2ZFRG¥E X. AgE TR EE A
Yi— WA BRMA RS EY . IR8E b B4 )2 4 i 0 = 3
A I 7R B AR P A TS S A S 5 Tl DR A 4 i 2 i R T
SIS R AR R . A TR IR R AN TE MR T — R ER
FAEH.
3 B E CC(congenital middle ear cholesteatoma, CMEC) #J &
b il
3.1 RIFMHBERI A B4 A B B AL A/B AU, A B JH AR IR
HEPEE BRI L EA/BREIRA M, PEEM LE=E
¥,
3.2 MRYERNEREIE G TR AR 4 R RS R A B R AN TE B
R PR S SR R R M AL R A T R A,
TR — e G BB A RERT E 2R, G E 2R
CC TEH-Bi ki B AE 3R & I, I g 76 TR A~ DX I B B A 33
. JFZBRA CC HRi 2B CC 3 HAZ LM, N R i 38 14
Z AL VTN H S,
4 IERERH

REBUEHA LML T TR WA BREW
IERES S XU B CC 4. 2945 CCHY 3%0.16% R 1k
B AR B F 15 1, B 25 0k B L PR R R AR
UL A Bl DL A e 4 S E R I CCH ., B
AN DL oG BN I KRR IR Bk R R, 2 CC R K
PN B2 R AET I T L SR 7 AR B T 8 BT R L T
12 Ko FLEE ] LS i K L RS IR R A 3 R TR IR R B
B 3E ) S AT DLJE A HE R . RS DR P AE I 9 AR LG
CC fRi N IT R AEIRIE F AL, WA —L4RIE NN . CC 7] 5 — Lk
PR AL AE AN R 2 & PR 8 # B (familial adenoma-
tous polyposis coli, FAP) 47, CC T BEFI FAP A& AL A ML
M TP A2 S O A KA RS R . CC T
LU i BE S5 4 57 T A7 Propst 551 R JLL A8 CC vl B2 fiff 1)
S IR SR HTRE KA R HTRE R B AR MR R T
J KA NE g g6 AT FE A CIE 8 4D /55 . 378 AS TR 8 13 58 5 TP
JSCEL g 5 e TR A S {7 JE % 5 ) S i R L BB R A

CMEC Ry B-45 ko 2 BL 70 i R B2 AE SR A i L R B A —
DA YCRY) SR e KA FL, WAMBEER LR
FRU- AT RESR /R IR CC MR IR 51T E R BRAARTR . L A] fE S
1EH B

1989 4E, Levenson 2 £ 1 T CMEC 1 Il JK 12 W A 1
(DB E /Y @A 8 (2) R AR I B e 5 R 3 5 28 £L
S5 (D BEAETEH-F AR 5 5 () HEBR S Hl 1 8l SR B R CC
(SN HERR LATT A Hh B 58 AR 52 Cak) 1Y 93 141

CC 5 5 B 1512 0 B AH AL RE T B #E W5 B -, B O JR 0
HRI AT )T, TR S L

e B AL ZE 35 (competertomographie, CT) 4 1, &
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IRy gl e R O 5 JE A M, o B s Ak R4, LR R AT,
CC WL % W R B R AL, o mT g th B k. P49 CT 2%
WP, CT (A BRI H W — A 7R A e A AL T B 5 4 4
CC %A stk , 7E#5ALPE (magnetic resonance imaging, MRD) A%,
Bop RBI A T AR T2 B4R 75 T1 AR AR SR L,
T2 kG m s Ak . 1 CT —FEAE A 1 5 70 I A 1 5 B
Bl R Ge ol B N 2R SV . MRI At BB AR 4 i 12 W — 26 3
JRAE 5 {51 G A R R AT B e o B T R T P 2 4% L R B R
R AT ZE PR TR LA BT L 58 CC M E & MRI
H CT S8R, (HRAE CC & & Il Hh 8 it A3 B i 38 . CT
It MRI % R i,

CC B E Y J5 KA BH 8 ¥ (acquired cholesteatoma, AC) %
TR R 22 B BT T AR 4 11 PR 3R B O 28 il b 1 o7, 9
JRE, b R A RRR RO RESE T . H TR L B 05 O T AR M P R X
SIS . Kojima Z-#H T CC M1 AC 7843 F AW LA
il iR AN TR . CC s A 1 B L IE B i A B8 b 2
Ui f T, T AC 5 1E 8 4 Sl K —Hf .

5 &

PFARRFE. HHZHEERILE, FRENFEEAR (D
IS BRI AL 5 (2) T RBRBE PR B AR AF 0T )15 (DB Ik &, A
2 fhdE A & R (canal wall up, CWU) Fl i K (canal wall
down, CWDYHi R | FES AL IF M FLE M 3, CWU &2 —4~
RHEAHRESE., CWD &N GE: CWU F AR 9 W, Bl V5 22, B
WM 58 42 B 9 A L S T 38 A R AL B L 5% (U ER )
Wr g R B AT R B R s SRS sE . AR 1R M
P EREERERA G T AU ER N Z -,
BT EITMN 2 RFAR L, LEARM CT 45 RME 1K
CWU R R IREFREIE 2 KT R B B AF7EF L. N
SRUT B BER BB 1, 5% b R es B B W M, — TR
B TS REHHWE . BE PR H, RAT CT 42
R P H G SR B AT R A 2 TR Y (A A N B R
HAR, — DB E R SRR T 3SAEEYEE ALA
B A B o e, FE AR OR P AR B I AR B, 1 & IR GE AR 4R
18 CWU e —L AR, HE &AM ARARXZEES
JRA B B AR IR T . TR EEA AR AR, K
W BT . IR R I T & 2 SRR, % K
B TR A7 R iR A A S R L LA R R M R T S
6 THERBENERENSEXR

5% BB AR R . A 88 AT 58 A U0 NG it ik o 742 20 36 i I fig
FERIER . B R NBREIE 2 4k & T Bl M BA 420080 8 B v A s
. CCHERMMERERAREN CCEIFVTH 82,
12 R 0 [l 8K B R8s B b 454 (stapes superstructure, SS) 4 JiF
M B E L RR TS EMEA SSZRMMEEME, B
R WO, CCRBMITEFAESE LREMmPe=.

Bk B RIS R R AR — B, N 526 ~71% 5 i H
CWU W FAR 5% 8 3R AE 42 % ~44 % s 4E CWD R 52 % %
234 13% . Lazard 42 H /N CCUAELR/NWILER &
HAR, 7RSS TF AR A BB U i 481 v, CC 3% PR 23
ol [F) R R IR S Ak K i I o 42 45 52 A O T S B T
W T8 LA FG B L 3R 2 - CC AR B RA0 TR SR S E M AR J5
WA M A, AT LR B AR a A Rk AR IR AR IR 1 e A R
FIFE B W R AR AR,

7 W )=
S A 5 W 7 B 2 W B AR A TP B R IR A 1E
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BB FAR G X B HRF AR, 454 Potsic F 1539
ARG (R LIRS 1 URITAS I 500 & 9 A8 #80™ B, 1015 i
2, CCHIE ZFR 4k & IR a0, L # 8RR 5% i &2
KRN B B H RIS WA SR A S AIEE SRR, MR IR
P8 A o7 AR T A 9%, A T R 42 BR A HE IR R 8 5 S T
B3 o i LAAE X 60 T 5 38 A I R 98, TSt 4

*®1 Potsic K R 5

TR ES2!

A% FAETHRARME T EHEMAREAZR

W2 AETEZARMR TR MR R Z R

3% WiHEESZ RO T ARBRG AL T BRIT /N LR 2 B
WA RRILERE CC ML)

Bk T 4R 20 A9 53 G 2R S8R LW UG A L 36 7T DL B T
BEHT A (MIBD AR — Fh S e br e . MIBL FIE AR 98 1 34 A= A
SRR DG B R b R 0 A 5 I AR R 0 2R UIAE OG OF B
MIB1 X} FREHE 2 RFARBRAE L.

8 JLEMBA CCRA

JLER CC 5 AR CC A H , e BUTE Ny SRR 5, A
RIRIM EZFh M A THE T 5 L2 00 3% 3 5 RO 8% IR o
THAE, JLEAR CC R BIIETE ygAl, sl AR CC e JLE AL CC
TSRS REAE 512 S BT A VT S R . LB AL
CC # H BT h 8= A9 J5 13, st 3 40 b i L3 0% IR B 9 3 )
AT R, JLE R b H CC 5 A A B ] BE A VAN A,
N Y (1 v A i 42 B S R B L TR AL, B SR BT O
AR CC Y 2 WTFAREIWIL A BAL. B kF 0B 8L,
ATAE AR R s B FAR B 2 RFARF K, AU

HIPUS L LA 4
9 # it

B CC B AR LT AR IG IR T W, AT B
Tt AREY . EF %UlE Bat# KR 2 #Z 0B CC 1Y
20 (HATY 7 B — b S 3 Y 5 BE L B Y &R AL AT R — A ik
14Tl R iR e R R R ML Ak R v 2 & M) Z IRl B B B
BT a2 5 . HAAS R b e R A0 — @A B i R
Ay . R WEE R BB, FoN I LIREILE &R It &
9 o A AR 2 B 32 U T AR B T ERITE R . A SN
ARAT VR, T LA 2B R R i ) 2l RO W BB, YR B B
Ja i —H Ayt E RS A R R EF S T kil —
£ XA L% AT CT/MRIL B4 AT LA st 6 ok 25 571)
SeR Mgk & MR R R, CC Ry sbr 1< B b Ak 2% 1 HE RS 99 A
WY BRI AR M FE, JLER CC 5 AR CC M, £ E
Sy WLEL RV A% N T R B 2 Fh 28 5y 12 O B0 b i T
BT, A MTUE LLEAY ., HERXTAR N HEREG—
LA E A F A RIIEIT A4 B 00 R IR Ol i e
RALBIRTY T2 . T B B BOIR 2 L b B i IR 0 LA R T <
FAR I KERFG VM, B & RFALNGIE 047 & LSS
Bl F ARG XM, Potsis B4 Z R 45 L K MIB1 {4 7 X F
FIW UG R A B, TGI8 ik £ 4 AR 3L 1 1B 1 #8502 %
Y,
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B E R AR ¢ BT 4R B T RO ML & e R BB

AE L RS
(FMNEFRMEEREAAH, @I F M 646000)

KB . TEEMMRREGFERE ; m0H T
FE S FE S R576.02 MHERFRIRED A

A B T SUBRAR PR A B AE T, SR S A B A P e FE
AT B B 5 RSP 8 — R 33 B IR i — R R
HATHANNE B R AL o7 K. B 2P IR 4 (severe acute
pancreatitis, SAP) i B o1 L1 A 7K B B Ik 45 i R BR) 3 i A
4540 T LAt S 4 B T A R T P A A ) 2 B
ML 2 — o Kk 0 - 400 9 T 0T i B T R s i ™ 2 A AT R
JRZ £, PRI, T T RE A 4 B A B T A AL DR
R T U A I A8 4 B BT SR T
1 BERRXESIEFARBATEE
1.1 JHEIR R AH M 8 7K (pancreatitis. associated ascitic fluid,
PAAF)  UEAF e K 301 R 48 A 5GP T 7K e T Bt 4% JHF AIE 453 5 JHF
MR T R A B AR L AE 20 R IR R Cacute pencreati-
tis AP) I JE AU K AS A D — Fib 46 3 (AR AIE i B i HLEL A5 R
S8R 1 BO P T LA AP I HE — 2B R O s B S B
Ei7Re

Takeyama''" 38 iz 214 52 56 BF 55 & 90 Jige JI 4 4 G 4 LK
% S BN v 1 B Al B /N R A R T A Y A R
A T I R ECA M EE AR R A RN 2, AR UE T
3052 ) T TR T A A BE T 38 B R e 2, S 440 R O TN
FEAE B R IE RS A EEAE XL, Yang 5 it —#$ %
B, ) R R KR R K T R PAAT . 8] iR 55 4R N BT 48 Jg Bk
(CCL-13) %5 T PAFF 24 h J& . K BUILE K ] & & iR 2 L7
Pl (ALT) (TN R R 2 B B T (AST) FLIRR Bt &% (LDH) 7K
SPIT 4H 1 0 T HOR R T . e CCL-13 A& i 2
p38-1E 43 B4 JE 1 Ak 2 % 8 ( p38-mitogen-activated protein ki-
nase, p38-MAPK) BT , 48 M4 1= 8 30 Bsf (] 70 550 2 g 4t
P, 1 caspase-3 I 1L w7 LUy ZD R T2, Sy PAAF il
it p38-MAPK A 3G Fil caspase-3 #1182 42 5| 6 T 40 i 94
ToNTT G B T 45 . RIS A 22 I  PAAF S H & A
B A4 i 75 Pk 0 5 3 B T A I R T, 9T R I PAAF R BUF 4
LR B L 2 ML PN B B L R N ATP FE 9B 4, IR IA R
PAAF w844 1Y 1L 62 7] BE J2 18 B IE 45 43 0% 4t L 23 1 ) T
Z— PAAT Al &8 A N 4548 4. Xt ml e AP I ATk
ZHLA S AP 1 N2 48 U Re B A IR 2 —

1.2 FtEEAR EIEEER T, B R B O 6 RIS
PR A T A8 W L 32 BRI A W 8 % U Centerodi-

& IRAE#E . E-mail: mingming390@sina. com,

XEHE:1671-8348(2010)09-1153-03

nase) A BTG V8 G T 78 7 160k ) S AR I . R IR 2 e IR
SO R TSR R S A OO T AR S L AN B R
it Xot P0G 26 11 R R 4T L R AR A B I TG A Y 1 B YR R 11
AR A 8 S0 PR T i T T 400 AN e A )
NG | 322 o i AR O S5 g R O W B R BRI B A (lyso-
lecithin) , J& 2 X 20 B A7 580 20 A0 378 it 10 P 0 388 ik L ok e
20 L R L 1) i B 1 S5 B IR PR TR BE

Sha SFH- FRATT 2 A W B (A B2 SAP 23 B Ig s
5 0 TR AR 1 . SO R T IR A A T AR IR Y0 A0 Y g S
SR RN RV R, B B 1 I i K S S 7 £ A N 22 b A 2R
PR S T PO R o 5 R %y G O o 5 A K 0 L L £
PR A5, AT 368 8 TR B PR 2R L - 22 WS o o g AR
WG K T R AR Ak A T S A T L DR R A — A
7 22 J5c voi e R B R R DK ML S A B B . Murr SV R
JE M B AR (1 u/mL) A1 /4L (0. 5 mg/mlL) B HE 5 W Uk
R 1 JHF IO, 8 384k 2K 1l o) A R AST L ALT . LDH., Ji
Je PRBE R CTNF) F1 41 MR 58 98 12 % F 5 . B 4141 TNF-
mRNA K30, 10 L V00 FT LA 9 55 38 2 P4 i A S S

P O ] DL, g 2R R T LS BB AP I A I B R
B, 5 00 2 A SRS T B ASP I 0 R I 7 38 4 A AE
(ARDS) i % A= 2 — B0y o R Bb Ini Ak 31 26 (1 2 AP I 4
BZMEERT S EAAEM )2 S M ESE R T
1.3 Uiy Ca’ s ANAE N Ca® 2 5 25 (5 fil,
2 5 Y i % F R B Ak, — ELR SR I 22 0 T X 40 A i AR
AL 38 B AR P TR . Ueda 255 FHZEGE5 B 148 78 71
Fluo-2/AM F i PAAF JFARE: 77 i AT 40 08, &2 3L PAAF 7
DIBEINAn i Py Ca®' , H7E A PAAF 1 min J5 5t 47 40 i !9
Ca®" MBEm. Xt PAAF S5y Mt K8, R 5 F i AE 5 X
10" KL by s IR i EL A T i 40 R P9 Ca™t R 40 i 1 Y
Fetk. BLAUAN Ca®" BB 71 (TMB-8) M A 8 N Z AR
AEMH PAAF S BRI 40 M Ca®" JH i, 4 B 4 Ca® ™ B4 5
EGTA M REHIHI 40 ML N Ca™™ Tk, X EREMM N Ca™" 1)
b1 B AN B DN AR 2 s O AN TR PR F S R R N
PRI CTCV-309) A BEL T A FH 5 MR A 5 AH OGP il 37 A v
AP Ca®' AOVER » B TA A It /N AR 3 PR 7 2 4T Y Ca®
Fh i A RE A HEE O BT RVEA





