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fi 256 MR KEMR, GenBank Zsk'5 k) AF439448.

SPLUNCI1 A PLUNC (palate, lung and nasal
epithelium clone, PLUNC) KKK It 2 —, &K
HATEARCAH 10 M, /e AR 20 530
R K 2 300 kb [ %5 X 45k 20q118.  Fr 5 eh
PLUNC 2/ 14 NFIEB L, e AT
20 S AR KR 3 5 Qe iR/ B 2 5 3
BARR. e A RN e pE, Hidr 4
WER, HERF ARG Z DA R ARA
ZRhir 4409, 41 SPLUNCI, M4 HARR R X 1A
[, 54 NASG. Spurt . lunx 55 AN[A] R #E A,
ARG BT T NASG £ 8 3735 (1) UTR J¥41, KL
NASG 1t & WA A i AE AE A7 3 FhAS [|] (1 AF 236
Jp A,

FRAEHZH R IE, Bingle Z5124 3% 6 5L P () 44
FREE— & PLUNC, Jf4%&BUBATTI K/ 73 4 P4l -
— 4 K A Bt ) PLUNC (long plunc, LPLUNC),
HLF5 484 NEILR Y LPLUNC1. 458 N IER 1)
LPLUNC2. 463 ~2 K:# [) LPLUNC3. KT 469
ANEIEMR I LPLUNCS, "efi1#& A 15 4~k 16 4
AR5 53— 208 %5 BL i) PLUNC (short plunc,
SPLUNC), ¥ 256 2 KPR 1) SPLUNCI1. 249
A& LR 19 SPLUNC2 Jr 253 A & 3t 1R 11
SPLUNC3, Ef1&H 9 MM E 7. R —
X ek FORE ) BASE AT 4024 SPLUNC S5 a1,

7t PLUNC Z 5 P AN 53 1R N 5 - R/ Nl ]
PRI R BEAR Y SRS [A] 7 A T 2e A
SE LR R4 AR R0, Ak, PLUNC 5% 7 3 K]
SR J7 AT — AN WE R AL AZE PLUNC i 5
R ER AL T 20 5 Gt fk FANE] 300 kb [ —
BORAE XA, /MR PLUNC RS E 2 54,
P E— B E] 400 kb (19D 3. 1 0 1 3 A
KRB 3 BT AR G AR FEA S i tb 4R

(2) (b)

VRIS KL i PLUNC SRIF A A
Bt R dl. AR/ L PLUNC FR A B
ML E GO AR Bt IR A A T BATT R
PR HEAC IR 2R GOk AR ANEE— 2 (R (A Th g
Wse.

2 SPLUNC1 EHBIGEMISIERERIEZN
HOEEM

TH 56 SPLUNC #EAT 2 B 1R I 4L e Bk
PusEs KM, KL SPLUNCI [ N ¥
T 19 MRS Sk, XKW SPLUNCI &
AT REA —Fp itk ) . BEJSBTSCN DL
W YR R SVR e 8 e I F T SPLUNCL. I H.
Ik R N SR ACTE b R 4i i % B SPLUNCT (1)
Kis®RZ, HBT EENEEATEA RS
(#1 10%0%. ZE—LWFFUUESE, SPLUNCI W fH it
B SRR SR AU R A R 2
A28, Bingle S50 R fi i x 47 T SPLUNCI
TR AN AR N R A A, H R NIE )
PR A 1k SPLUNCI.

FH TR ) A 5 = 4SS R A T I SRR
WA SEI 3, SPLUNCI [ = 445K H AT H gl
LA AR T, R ] 3DPSSM. = 4k 45 44 T
Ak SPLUNCT [ 10 1 = 4k 2/ 1B 47 00 5 5
TN B 1 0 AR S5 M H PR VLIS, ORI e By
— AR/ A ENEE B 5 S 45 9 5 (bactericidal
permeability increasing protein, BPI), L =41 &
gk 5 BPL 4T & A A AHRRY (4 1). BPI R H—
Dite 5 85 Mt AR B TE R R 0T, SR IARATS 4
PraR i, N i 1 = 4E AR S5 T Bl — AN B K 1)
FPR 4%, AR V4S8 5 20 R 40 BB 1R IR 22 0
Fe e g &, I E A PR N 8 8 K R TE
A 22,

(©)

Fig. 1 Classification and prediction of the three-dimentional structure of SPLUNC1 by 3D PSSM
El1 FIMA 3D PSSM il SPLUNC1 E B R =44
(a) BPL [ =4E45#). (b) BPI =4E45H4 5 SPLUNC1 ARIFIHS 43 () BPI = 44544 5 SPLUNC1 AH R N ik 4544,
(BR5IE: a1, A S st & 0 SPLUNCH (%558 K& 2 5 B 40 M0 15 A B4 RTBLIRIETT. b g A i 226718 50)
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i if SPLUNCI [#) 21 23 2% ik % 43 M1 & B,
SPLUNCI E54 . SR a8 /KR Rs,
LR g e R A, A A 2 2R R L R
AL RIS B, AR SPLUNCI 3£
WA AFE. fE/EH, SPLUNCI ik T &
IS T SN A i R N
it P o Ve Y I 5 X k. G RF SPLUNC 3[4
ey e S A TANM N e 7, RINFEIEAH
S AT T K A% B9, SPLUNC 433
WPIE bR AN RIS R ek, JFRL- bR
(PTG E N G W 3 A P B, A B A0
Fz MR PO IR B IS — a2k, BT RE A BT
WA TERRA FAEYR DU AR 2 E L.

3 SPLUNC1 BB 7EThBE

3.1 SPLUNC1 B9 %1% BhfEME
3.1.1 SPLUNCI il i H BPI &5 Ry 3 A 35 5T 2 4 1A
YEH.

SPLUNCI &5 — BPIL 4541, BPI fit 54
== FCBI P 40 v 40 e 1) 22 B (N B 22 R S i
454y, SPLUNCI J& 15t H AT AL T BENE 2 F 5T
27~ SPLUNCI 2 A7 W 7R R 254 4 181 T 22 5 1 1)
AEls). Y SPLUNCI & M 1 40 w55 5% L3 e ol 3%
FHIZRIRAT B AE LB B a i EIE e fRohsk
A X W] SPLUNCI Re 5 E G 2 Wi 4h &, H A
FE4N M Z HNE1 Z%: %% SPLUNCI i 41 B 15 22 4 5%
HCH 880, UERH E411% SPLUNCI & (A g4 % G
S 3 s BIRE IR BIE W O RAT S5 4R IR 2 6
LA K 7 R B AL P W 45 i AT B (R S BE ™. Chu
EE Lo Ik A0 i S0 R /N BRSE BT T s, IE R AR
ANERAT KA R i B2 1k s /K P SPLUNCI
H3 s A g figdié i SPLUNCI f2eik, T fd
# 5 [Hid %15 SPLUNCI &8, SPLUNCI & 4
RE A S U 1R A A I R S U5 2 (1) TL-8
(7= A, AH I B0k 28 0E B3 5 Th2 24 40 i IR 1
IL-13 #1fE W] WA SPLUNCI [f%ik, SECH
AR SR, T TE ik SPLUNC 3 R R 8 /D B
s, SEFAERUNRAMLL, SPLUNCI w5 /s B
JEYL S TR AR L S SRE Al R I R R A g n, A
SPLUNCI! it ffr2s S 3 rb Mok g Moyd 1 2 4 A,
WTRAE /N BRI B 4 i ik %38 N SPLUNCI fg
PO SEJFAR GRS, JeAh, EH A RN, g
I 5 93 53 B 1122 %)) ) LIFPIRE ¥ SPLUNC 58
ISBRAG,  H LG N i 28 1 2R LA,

SPLUNCI1 it RE 5 AOK 40 18 45550, 4K 40 16
H— R AR R R, e RS R R
Ciftcioglu 55 JE A7 W L 304 40 B 3% 57 Inf & B 1) —
WMAEY), Gk Kajander SR8 1E AR X Fh 5% ik A=
Vi KN TR . ARK A PR 3R 12 2SRl
FCRH AN B G AR 2 B T AL, A28 gk 4l
PR A ZA A P 22 IR A B SR, g K4
P BRI N\ AR 22 E A M A LA SO . 41 sk
PR G, HR AN SN ER DTN, Bl
(P20 LR IR A A o A% T 285 5 S A i v fie 491,
SPLUNCI [ nl gl i 5Kk 4 IR 2 0E 45 4
[[IESINE DL S e AP S DT LR
MIVER, Xt SPLUNCI 2% A1 k) R AR G g Bl 1)
S Thaez —.

3.1.2 SPLUNCI 18k iff 54 25 -3 i 25 1 (ENaC)
S MR N0 Ji B AT

= AAMTRIL, SPLUNCI h—Z IhHEM &
FL kR Tl BPI g5k E AL, dheid
L5 B 3 7 T 2R 1 (ENaC) >k 4 45808 2 11
RARRL, WP A AE D s, ENaC A5
TE B4 25 1~ (Na®) RO I R il 1 20 3o, S 3 1k
ENaC WIS 2 11 Na K 5 BORE 45 DL S B
1509, TR R ST R R N9 AT ()3 B 52 21 FHL
1B e Ah, i ik ENaC U8RI R & kA&
Na* =W FBARER A B S 9805, DR AR ik S
T ENaC 518 il i (1) K AR A7 A ARG R 12,
ENaC 745 1% Na* Ji 75 B4 SR8 A R 151
H s 3K S8 8 1 i 45 40 i A 119 38 3 0 2
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SR T T BRI SRR . Bl s A G
i 2 PR 2 1T 2 R - R A OB R TR e S 225
PR £ 11 i AR ELAE FH ) B 1 B %8 5 i SPLUNCL
ENaC 5, [R5 AEDH b 59 48 i Fi
NS Rz AR o SPLUNCT AN A2 38 et 4 ) 2
FI RS PR 28 5 ENaC 254y, AT PHE E 3L bk
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78 SPLUNCI fig 9% /> ENaC ik A\ 41 i i 1) Ko
DA B Yk JECHE ENaC (3 PR AN v 128 A /K
fift ) # (¥) ENaC [ 505 ™. SPLUNC1 5 ENaC 4§
SE R W A AR LA e i — 2P B, i T
ENaC 5 o, B Ml y ARG IE, DRk H AT
#EM SPLUNCI i o, B, y ENaC B TR
E WM RFEE .

SPLUNCI B T 75 WU R ok 4+ 2 14
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ORI R AE T, A0 b Bl e #2 A FHAA
T AR AP A R0 B SUAE SEAE A H 8 Rk R IR & S 1
SPLUNCI R 25 b 4 1 RIS AR AR, AT e
B Pk R AT B o 2 M b R s,
3.1.3 SPLUNCI i it 5 TLRs A1 4E H & #5156 1=
Bt ThEE. KRBT E R Toll-like receptors (TLRs)
55 1 % BT 25 g st v B0 45 S A AT R 4 3L
FE )G LRI AER. 2 A ikt e NSRRI
10 FhAN[H () TLRs. H:rp TLR-2 A1 TLR-4 &4 W]
Tl BE 76 25 o Al Bk e bk B4R R
SPLUNCI1 76 R ¥ 15 LB Th e it 5 TLRs 2 A &
ATAEA BAE FIEA . CAWFFUIESE TLR-2
25 715 SPLUNC1 [F3Rik. WF50KIL, TLR-2
Bl I B S A e I SPLUNC L [ ik 4 B A 7Y
/N BRI RS, HAE A BRKSPIESE S B4 TLR-2 1)
fic A4 Pam3CSK4 ¥ it LL— B 751 52 4 it 1 7 =48 o
SPLUNCI1 mRNA ]k, {H1E ] 5 J5 A4 sk 44 5%
Pam3CSK4 4b# RNA T4t TLR-2 2 J5 19 IEH A
A RN, SPLUNCI 22 1k & B St sl 20152,
fedlr SAUESE TLR-2 238 it /- 7 MAPK/AP-1 i %
() 4% 3% ok _E i SPLUNCI [f) ik ™, TLR-4 5
SPLUNC! 2 [1] 5 5 47 A5 AH B AR H v oA WL 4 38
TLRs 5 SPLUNCI 2 [a] ) AH B A F AR 45 2 A1 50 3
— R
3.2 SPLUNCI1 AfZiEry Nz EH

i T- SPLUNCI [ 41 4R & 7 #F 5% 2 7k
SPLUNCI F: ZERIALE L Sl &, A5
PP F R AZR, N SPLUNCI RIS il g4
L I R 1 A AR R R B DR G 3e A B F o
2 19 SPLUNC 5 Sl kB R R e &R, Bk
TF2& B 40T (BN 416 SPLUNC K[ 22 245
PR B 1) S B S & B,  SPLUNCI & —
S MR RIS (P54 RS DR 739, AR 9T S JE e A4
IR 21 2R IA T 0 1 R FEAR 2 24085 FiiE 52 SPLUNC
e SRR W2 R, 475 SPLUNCI 5 &
eI kAR R R SO G A A I RE AT R
SPLUNC!1 H A7 il & Wil gt 40 i 5% HNE1 40 fo A7 3%
MfE7), AEVES HNE1 AP T, 80 W4k
HNE1 76 # WA N E B fasg . hah, & &
SPLUNCI HE g 1HE 5 & W 3 A= 25 D) AH 5% 161995 25
EBV KALHAL 20 M2, H0iH] EBV S Ok i
H[ 1 (latent membrane protein 1, LMP1)3& K [#) 3£
i5. SPLUNCI1 B A7 (M B DA (1) h fig.

MicroRNAs(miRNAs) /& H1 2] 22 A% IR 41 ik

(49 AE 4 i 5% RNAs, miRNAs P32 15 4E 3k R I
(R — ol BT A3k D Rk A o K. PR B,
miR-141 7E &M RIE LRSS T S 03k
DRIAFA 2%, " REE A0 o 1 42 R o 2 (10 1 3 [
PTEN MM 25 &0 10 28 R R B A BT i 40,
PTEN & AKT 15 5 % 538 % 1) 8 2L 50045 50 1
SEIEA I B — A B AT Wl R 7% 1 1 41 JE 1A
KEMWIFCLIUEY] PTEN BB AAE 3, 4, 5 =
PR TR TR LBE(PIP3) 2 R AL, 18 31 BH 11 41 Al A= K
R HE 40 M B T H K. PIP3 W) IE L AR (1S B
(PKB/AKT) i 35 40 A 38 N 4324 FA 11, 001 4 1o 97
T2, DRI 20 2Rh 220 A7 A PI3K Al 2% (1) 2% i 5l
5P, PTEN 5 PI3K/AKT {5 5 18 % 7t & WH i rh
PIAH DG A KT FCUESE s Lin S50 ORIA S
Fan 250 [{IBIF 5745 #5291 PTEN 75 8 03 41 21 o
IR ML IE 5 S 2 25 PRk s AT
U U SEAE SR 4123 PTEN 13Kk 5 PI3K 1)
FEIR TR AR O, [ IR S R 40 R R AE
52 PBBK/AKT {55l %2 5 T SR kA2 K% & H.
WOE AKT {5 5 8 i BRI 328 5 A 20 o 33 G (03641,
Ui W] PTEN {36345 N AT PI3K/Akt 15 5 3 B 1) 3%
T S R R PR R A R e R B A

miRNA 5 Jr FT4H i S 56 1iF 52 SPLUNCI fig
W miR-141 (K % i&59, i W] SPLUNC1 fg 8 i
miR-141 % PTEN/AKT 1% 4% 5 2 (1) {5 5 il ik Kk
FEHAMBE S E . Beah, 57 BRD3 DL
UBAPI1 %55 4 miR-141 [ $E 3L K, ¥ SPLUNCI
I miRNA-141 158 52 i 1% L6555 DR -1 (1) 238 A
T E S PR i (10 A 2 e P ke 2814 .

BT SR, H AT 2 ORI iE SPLUNCI
AT LA A 3 /IS 40 il s 165 SR B A S8 O S0 g
ThrEY, HILRE IR LR bk 1R A LA
AR AL b A L ] B

R PL gk el PLANiE: a. SPLUNCI1 2 A H
A7 BPL FEM =44 &, ik iZ4i 48, SPLUNCI
Re i & la 2 B a4l 4n i ¥ 2E K b, SPLUNCI
AR I RIS R AR AR R R A T
B ¢. SPLUNCI1 5 TLRs ik 2 (A A7
MEAEH; d. SPLUNCI 25 A AT A5 e i A A
KRR SR A . {HiE SPLUNC] HIR£ st &)
W RAEAER ? SR 755 ENaC 255 B ko T 52
H YT B AR AR AR I E T 2 S 5 Mgk
A2 R IR 43 BRI AE 70 WR A8 B 2 (1) 5 5 3 s RS
AP IXUEEE AR E P R SRR K .
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The Structure and Function of SPLUNC1: Novel Class
of Innate Immune Protective Molecules”

GUO Xiao-Fang, CHEN Pan, LI Xia-Yu, LI Xiao-Ling, LI Gui-Yuan"™
(Cancer Research Institute, Central South University, Changsha 410078, China)

Abstract Epithelial surfaces of the upper alimentary tract and upper respiratory tract are swarming with protein

compounds that protect itself from many kinds of damages. These compounds are consisted of innate immune
molecules. From the structure and functional prediction, the new member is added, PLUNC family, to the
compounds. They are including at least ten members. SPLUNCI (short palate, lung, and nasal epithelium clone 1)
is isolated from human nasopharyngeal epithelia by suppression subtractive hybridization (SSH) and cDNA
microarray analysis in our lab. SPLUNCI is a gene transcript of the PLUNC gene family and also is a member of

the BPI (bactericidal permeability increasing protein)/LBP (lipopolysaccharide-binding protein) family with

putative bactericidal/bacteriostatic functions. They may function to protect epithelial surfaces from pathogenic

micro-organism and harmful gases, the wrong expression will lead to host tissues destruction and tumorigenesis.
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