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Abstract

The oral cavity harbors large numbers of bacteria, which plays a vital role in maintaining the ho-
meostasis of oral cavity. Oral microbiota may be crucial to the health or disease status of the hu-
man host. Therefore, it is important to known the oral microbial community. Molecular biology
tools, avoiding the limitations of classical microbiological techniques, reflect the microbial diver-
sity more reliable and more directly, among which 16SrRNA sequence analysis is one of the most
extensive and effective means to study oral bacteria. This paper aims to critically review current
knowledge about the characteristic of 16SrRNA gene, the principle and the progress of sequences
analysis technology and its application in oral microbial flora. This review will provide some help
for studying oral microbial community using 16SrRNA sequence analysis method.
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ANROBEMEYMEEL, EHEHR, EARELNOBRREEEVINRR, SMEBIL. OLIRRE
REFRRBTTREFAIEREE. Hik, MOBRMEVRAFBITHARFEER L. 2 TEMEFFETRAE
BB RESHEEFRF N RRY:, iR, FEEMRBMEYSREMAEES RPN EBHER,
H A 16SrRNAFFI T 2 H iTHF 5t D AR E BN 2, BB FEZ —. B5T16SrRNAZF
g, A ARNEBREEER, UREADBMEMBE TR NEM R, UBAEEFNA
16SrRNAF B 73 #7 77 R 58 O e AR i 4 — S B B

XA
16SrRNA, FP34#T, DEMEY, WESHHE

1. 53|

NI AR S e, RARZ WA M, BAEME. . HESE, X mm 8o &
Ko B D A A SRIA 2 1000 Z2A0[1]. AR R EEATE IR AR LK BALPE IS AN [/ 9 1
JEA S A A BT A E R R G B A, It gt a7 I ER A 2 REE[2]. b
BRI 2 REVE R S5 M I M52 00 B SRR IS, BT — RV B R IE S FAE A A= 3
AR . XA K KIS RN, HARER 7 R AT RS RO 5, A RER R R R Gk
BRAF: HIK, QH PR DR R AR T3R5 3] BRIk, ANRERI A% SR A BRI
B M EMZ AR RS . TR, 1BP KRR K77 EW T BT i e 2 S E IR A 2
FEVEWEFC P AR BRVE, SE PSR S BRSO A ) 2 BEVEAE A S R P IR R A, e 16STRNA 757
ot H AT T DS RCE 2R RO, BONA R T B BT 16STRNA JEI RS /L, 71 70 rdk
ARB SR B SR, AR A A E W6 58 P IR — 473k

2. 16sSRNA ZE R m R IFFI S R AR E AR E

16sRNA 2 Ez Az iAd RNA, fEE LRt e, DREFEXHE E 450, A7 e T4 A
o, R R, MR RS IR W T . 16sSRNA FEK TR 43y 8 Abva FE IR
X IR AN 9 A PIARIX, Ry XA I A M BT AL, Al A2 XA R AR (B AN FEREEE 2 5, BA RS
KPR S 2k, DR 0kt R A X3 PR) A7 D 4 1 11 8 4 s it 1R [4] [5]. J3 4k, 16SRNA PR K /Nid i
B RF & B P I Fe SR & R 2 M5 B, I, 16sRNA FEPH— R E4E h & 5~10 M5 0L,
AR SR R U R A B A TR . 16SRNA 2 [R] R 1% Sy pii A HL O Bl & R RN R . 7ERT
FUANBE (1) Z R b, 2 B OR 57 1 7 0 X 3B v 25 Fh 40 B 1038 FH 51400, SR 250 vy nl A2 e 91 X Jedk AT PCR
1, SR ST T, TS 50 E i C AR E 1) A AT X, WX A B AT A R
TN — S 0 1 3505 B8 S R AT ARSI R, DU AR S XA X e S A B e TR S 5 145 4 o MR A B % AR T
FEER A (19T [6] [7].
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3. 16sRNA 53475 3%
3.1. SEPEICEERY Sanger JUIFF

Sanger MU AV HERE 57 W 705 A2 i AR G A S P U7, R S w2 H I R A e MU [8]. E ok
8 FH 8 FH 51 el 2 s 2 S et H 3L RI#E4T PCR 714, SRIG X PCR F=¥ib AT vale, @arvilecPE, b
Ja % S RE SCEEREAT Sanger W o K INAS 7 81 5 8008 e vh (R S EAT LR, B H SR S R S K
B, BT AR S AR R IR A U RE Y G B R AR R SR A, H AT
RN PP BE AT IE 1000 bp, —IRAEHEAT 96 BY 384 ANFEAIII T, #ERIZE Eik 99.999%. DK ILIR1F 1S
B Z, FENRGKE RAZBAE9]. Hik gt &7/ PCR 1B KW Z[10], wbEfmz, JHEFFE
WFEST, BURER AN, WP IREERR[11]. R, Z00 P 5 i () 2 2 PCR P4 b (AR 3495 DL,
XoF IR A TR A R 2 B O TR R A U R A 0T e B B8 o (1 B8 R 22 R PR R AT 20 A dn — AR 4%
KRR N Sanger W71 16sRNA JE[K 28 )72 N7 FH B2 F 10 5 i B A 70 b 1 04, Hutter
S5 IR 26 N JE 0 B OF B PR EAT Sanger MR 4 A LA S I 12 -5 5 A 0 A DG I B0 R [12]
1M Kumar 25 Nt it BE A B 57 J 2993 £ 10 TR 40 1 22 RE I R B, 8 299 A2 3 A 1 1 7 - fl
Pl ) 5 SR i AN A R — R o T B PR A3 S [13]
3.2. BASIYISERREYEAR

AVERR PEBE FUK, IR RS LB F UK, R R 2 S PE(DGGE, T-RFLP, SSCP 4%) kBRI BVl
KEZ RS RIET PCR HA K EERMIREIIA, 425 1 L e B FE N S R BRARL, DRI |3 B
T REBAR Z RV 7T B B B E M BEVE DNA JE ) 16sRNA £ [RI#E4T PCR ¥4, 5 PCR &
HTEEAT DGGE/TGGE, DGGE 1 TGGE 73l 38 i a2 ¥ 38 It A 2% 45 1 790 20 M A FEE Ao AR 458 11k Ui B2 s
FERT DA BEAR [FE R — AN R ) DNA FBAr 5. DNA JFFIATE, EA FEAR PR R AR
R IR A AL E AR, BRIS EN—AN S ARG — Al B [14] . SR ATSRAS 4RSI OB 1 FE:
Mgk, AR F P DU — AN BRI R R AT o . B b A AT R, ek R, fE
A SE R S AE D& o« IX — HORBENS SR AL & T AR RN SR A5 BIFRIN 40 4 2Nl AT n] S8 AN
PR AR A, S A TR AR AR, I HORT I I 55 1R B 4 BT R S MR 2SS b S e
BEVR UL 9140, Ledder 25 AT 47 ANF B BEAEASHEAT DGGE 2308, % I o (s 7 2% s A 700 52 4047
S5 R R BAE T T 98 S8 TR T 150 S8 v 0 TR 2k T SR R T A s R i [15] . PCR-SSCP 5 AR )2 1| F %
DNA 7SI R BA AR RS AR, HAEGR S BARERIEERE, KK AR R LT 551 %
SR E, TR S B B BRI T PR . R B R R L K 4 B R A TT AT R SR
BT 1ZI7VEZ KR AEBR B, WA E TR B R BN w2, Bk, S T % ARTE DS RAEY
. PCR-RFLP J&—FhdEadiAT s vz B M il 2 e a0 iR . AR B B 7E 16sRNA JE
DR (AN [ B A AN ) 50 ) B ) 2 P DD PR D) 467 2, TRIER AR ] LS PCR 747 I FH AS [ £ BR 1) 42 P9 1)
BEDIEEAT KA, KRG 7= AT Pk DA BAS [R) 4 B4 P g D) JE e, S B SRAS 1Y) “HRar” I S 1 BB
(45K . PCR-RFLP 25 7 H AR 2 N 380 RS S AR A0 5 v, R Sl 5 e ST 8 VAl o 31l 2,
Sakamoto %5 N\ R Bt A & i i 7 = AN H LG, S SRS , eI B, 17 35 B B e AR SR A i R R [16],
R AP F B A K. B2, FREEARR —Fhm T S MEOR, T W0 e e 5 e F 2
FRIARA[17]-[19], ek st 2 AN [F] 48 S vl o e LLEAT LU

3.3. BASIYESERATRZE
BHARLEF R FET DNA-DNA 227553 AR . DNA-DNA 22584 AR A AN B EE DNA 4> F H A
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BRI . N — MG AR A1 DNA JFHIE N IREF R 45 G B b P41, ik 2 %€ B s 7511 H
(1. K —FRE ) 16SRNA FEE 2 AN AT AR X3 1) 7 AU AR PR ER 25 H AREVE R A X P B 7E I T LA PR ES
P LB ETER. WMERI% B K. KRB 16sSRNA JE K7 51§ s ARET, Bl AT1LL S
T 3 5 BB AR i Bk 7RIS o R B R ERAE T AU, (BRSO AR H ) T L A
AR B A1) 16sRNA FIEER, PRS2 T — SR AN Ru R B AN A7 . XA 7L LR
Y& A TR E FEE R R PR 58 101 LA R AR YRR 16SRNA 7E sRNA FR i Lufl. 4,

Haffajee %5 AN H] DNA-DNA ZASHEARM T T RN RSG5 A= Pk BT sz, 25 51 IDUWR AR -5 R 0 1)
ANWBEER FBEESME LAFHHE P, JEHHEZERIFARNIEFHMEEMLG L, i RIIERATHE
PRIAN A [20]

3.4. BB

FERERRIN 7 AR & 4 PR AL IR [F)— S SR 28 b RO R GRIBCA 2 RO S S o B BRI 52 R 110 5 3
& 515 DNA B K5, 7E DNA 4B (DNA polymerase). ATP iR 1LEF(ATP sulfurytase). %
F I (Luciferase) A1 = FR iR 17 SUBE FR I (Apyrase)d FhEERIEMF/EH R, #5149 L& —4 dNTP IR A& 5 —
W IEAT 5 MR IR AR, @A 5 e R ORISR, A 2 Sl 2 DNA A H 1[21]. iZdA
AT BB K, WA T EN DNA FEGEAT AR TR ROE AR i M g, BAA Rl R Pud. BT
Mo N T B0 E I S BRI AY,  — SR T LE S R T NS R R Y “ SR TRRS R, (R
B B I AT AR “ TR PR AR EIASAROR IR [22] o FRBERRIN P BOR FLAE 1996 4RI T i ik
AR T 23] AHAR T RIS B BT, K2 O 7 8 R A B AR F 7V . I AR T
P ERA I BEA s 127 VR RS2 1 S FH I PR O s A= e 7 i [24]-[27]. Ahn J SN LKER 738 A
EAVEERERR I 7 R, 45 R WA 7 BORSRAF I B 1 S8, Al S8 m R (28] . 5 Sanger Wl 7572
ML, ERRINFRA LA mEEPOESR S, RN D EME SR RN E ST AR
MR K A — PR, — KA 150 bp 247, L, FEBERRINF (ISENG, ANAEEr X A A
BEAT I, T 32 0 &N W] AR DXCHEAT DU PP o B 55 18 0 e 2 1) PR ok SR T BE R AR B 22 S B A A
T LR AR LA AT AR X IR [24] [26] [27]0 HBITHF 738 Bri B DX S8R A MR R], 45 2508 1 L e ok 17
BORHRI S, A T PR AT AR X B SE A AT 4T, Kumar 25 A% 16sRNA FEBRIFG 9 /s ] 28 [X
Y =B B 5 sanger M VALLE, BRI V1-3 454 VT-9 X T3R5 45 TR -5 e B 4 K e 45 AR — 3K
T EBERR I 7 16sRNA JE[RI T V1-3 F1 V7-9 X2 7T 1 s 4 B 2 AR BN & & I 5 vE[5] . sdln, SEIE
Thermofisher 22 &) %% 16sSRNA JE K = il 48 X & T —AMi5fI & (lon 16S metagenomics kit), i &t
FHIBI YN E 5 V2-V4A J V6-V9 X, BT LR HER A5 B, 15 O 40 B 16sRNA [ 741
ZAEVERIE 7T S g f B

S, LSRR B o M 7 A R sk s (0 4 1), FRATRZZARSE B 7 H AN 7] 328 B & B 1 757

Table 1. The advantages and disadvantages of the 16sSRNA gene sequence analysis methods and their applicable scope
7z 1. 16sRNA EEFH 2 A EM RSB R HERSEE

PR3 oM T ik PR R BT 1A
Sanger /¥ R, RER. FRER  WHEREZK, FASNRSER, X E B AEEAT R I
5 YREE R AER HEE, B AN [FIR SO Toi AT LR W A2
W TP R DR T AR, RRE T A RN B R RE PR PR E K1 9 A
WPRER, R, FEEE, — X AR FIIAEE B 2 R AT

FERERRIN T (AT HAR) Bk, FEED

ok eI,

S



http://www.bio1000.com/zhuanti/product/201307/440561.html
http://www.ncbi.nlm.nih.gov/pubmed?term=Ahn%20J%5BAuthor%5D&cauthor=true&cauthor_uid=21829515

16SrRNA JF 514> BT AR LE 1 il A= e v v (4 )8 P

4. 16sRNA FF51 9 AR LE O R 4R B9 B
41 OFEMEPHZHEENERE

U r LR 3 T R Sl A P 5 e AE AR R B T O A oA, L2 AR 18 X SR B[R]
YERIIIEE R [29]. XAl 2 BEVE AR MR 22 7 (301, BAA A — MR R ER AL [22]  [A)— P AS [ A ] 1
HERIKKI[31]. 16SRNA F7 5 20 Mt S AT SE FAE S R S AE D A (K 45 5 v, SR B R AR SR FR S AR A —
AR FP A, 4 R 5 BER vy T AR R U PP B AR 78 1 W A M) 2 R . X — BRI ] 2
7 NS Tl A B ) v 22 25k . 1, Nasidze 558 A0 MG L BRI SEIH DL AR S5 AN Al B X 52
BT 120 AN A MERFEAS, XX SEmERRE A FP A 4 16SRNA J PR PR BF 50 45 SR 3 B 1 st e M 2 AR FE AR K
AR 22 P, I HASSZAT AT X 25 44 (500 [30] . Keijser 45 A6 98 /M BEFAE NI 8 B BEHEAT 2317
KT — A, DR ARGk ) 700 Z2RUEMRR 2 ! T M ES . — 4
i R AR I A DA L% A B2 A2 T — SRR R R D A o RS 3 IO M) e R
AN A S RS D) REARE VEAN B3 T i7[24]

4.2. 16sRNA ZE 7 O EREWS O RFRR X R AR PR A

P 4 5 27 R A 2 B e~ Fh R 2 R — o K43 AT UM B ORI T AP, 4t
WU B 0 B 2R 2RVA 9T, A E PR AR Ab B A 11 i A7 35 (AN N I TUAE O ) 38 A i R B e AT TR /T Ay
BORAY . G X LB A P TE N FE R0 2 [ BT s (0 A s, b O3, DR NS s i fi
B, BaS Rl O i+ B B AT, XX A e N R D T T ER B8 17— R,

RV AR AR Y . WS, RS, AT, DR MR R DR NN, S5EEE
MRS YIS . dHE R S FRE S A, FEAERVEDR, & 0 s PR 5338 & 507 BR I B Rl AR A
TX G R AR AR A (107 AR TR MR IO A 7 R A 1 R A 9 R R DRI [32] o 1 AARAGER 1A 9 T2 B N 0 1 s 40 v 11 28
BB 75 0BT B A U R 4 S0 451 R B LA RTHEAT 12 RIVG T o IR AU SR B, A8 T B BR 1 A0 LA IR B 5 s
KAEHBEHKRR[33] [34]. SR, LTHARE TC R IR & = AR BRI A B Fh2RAR 2, BT TR] R85 16 1A R A
HK[22] [35]. 40, Ling % AN PCR-DGGE K AR 7 /7255 60 At & ) LA KR ) L 38 iR A
FRPEFATHEFC[22], SRRT WP IR EJE, FRREE, LW E, FEwE, BREEEREE
B B T J 5 1 145 T BB 5% . Gross 25 A Sanger L5 16S R R R I, B3 1 A TR e Bk 8 L AT IR TH
BRI, AT MEE, 558 KW 8 RS A R T KR s [36]. B KL, TR 2 4E T
R T B8 AR5 0 R A2 9 [36] [371. 4b, Dk —Se 4 i se i MR R AR R IR =B &, Mg =
FUBIAE PH, ABAT1 S P2 BRI B BARVE R, AN 4ERr DS 34 P4 [38] . BHUbmT WL, ik AH AR
WA AR AR 1

KRS TR R AELE A B (gingiva) A 2L, 18 MESE, W RIS SR i, 2o, KW, i
s ) —Fh A JE 50 . Huang 58 AR FH a8 B0 P BER 4 BT 16sRNA E[RI ) V-3 [X, 45 5% I B ATt %8
A S FEANMATE A BT LI ARV B A IR 2 5, (HPEMER G B R 2 5 [39], REHF B B2 i
REVIESHH T o 5 VIR TH 1) TE 5 B RF 2 B2 5 22 T PH M 5 SRl 75 S, 9 D B TR T R 2 B 26 (40, 1T
TE R 2 TR B P U] 2 B 2 TR T PRAECEE 91 A 1 e A 35 B e Ak IR 45 [41] [42]. FER R I R4S
FREMMEEA KR, MRS ERMZ DG K. RERFE O A, 180 F W3 RO R 10 M2 B
B PR A7AE DU B 3D T R 4% 1 R A

KA 5 B VIR A T SCRF RS CA B F RS oF RE B R0 A B o) AR AR PR S e MR, A 51 R A
SRR SRR, EE ) SEBURT . 15 G BRI R R £ BRI [43]. 5 &

)
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A7 R IR T i A REE AR 1 TR I S R MR B4 PR T, A7 9 5 MR A R 0T TEL 0 1 [ 441 AN BE A5 135 7 (14 e
FURT B, S RENNIRRR MBS, A28 T A5 [45] o IS il B 00 5 77 QI Fe o, F R A W i vk
SRR AR, A7AE NI A R T 7 [46]

5. /g

NROERAED 5 N T Eh LT AR, N4 MR R BN, tS 2RO
TR R AE R A H VIR AR, BRI, BT & A A X L A ) 1 16sSRNAJE PRI 2 AT F 81 73 #r AR E AT
WA B Ih REHEAT VR NMNT RIS 00 0 (0 TR A IE 7 s SR 4 B B BR A 5 95

£ E&WA
A BRAT MR ZE T AR S5 2 U H - ~F & HE 15T H (450060481025) %5 1)«
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