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Establishment of a scheme for laboratory diagnosis and typing analysis for Clostridium diffiicle infection (CDI) and

application of it to epidemiological study of CDI in hospitals in Asia

D ARy D2 (ESZEEERFERT M5 )
Haru Kato  (Department of Bacteriology 11, National Institute of Infectious Discases)

(W] A~ b ) b o~/ A TGO 4 EFIEGR 0 2 TR 5 o3 S vz
Clostridium difficile22 #4122 TRENT L 72, Toxin A B toxin B B binary toxin BEPEER
2% 12 ¥k, toxin A BEVE toxin B B binary toxin FEPEREDS 10 BERRWD BAvi-, d b SR
R BT # A 7L PCR ribotype 017/sipA sequence type 017 T v | <72 4 i T/
7p b VRIS S Av7z, Toxin A B toxin B BT binary toxin BEVERE ClL, 580
PCR ribotype 0g39/slpA sequence type 0g39-01 (24 A 7 X iz, K4 A 7 TEERICEB N T
2 ENCEEEBR I 2 A T8 LTl SRR WEE IR &5 2 b,

HAO 15 EFME & 0 IET 7 b7 b A 7RISl S 72 120 #RL Js LU 2 ERR MR
BT LT T LA ZRRC S 39 C W TR LT, it b SR Th - 7o
I PCR ribotype smz/ysmz (toxin A B5VE toxin B #8514 binary toxin &) € 39.2%% L &,
PCR ribotype trf (toxin A F&: toxin B Bif% binary toxin f&E) 7% 15.8%, & 512, PCR
ribotype 002 (13.3%). PCR ribotype 014 (10.8%)73f5 > 7=, PCR ribotype smz/ysmz 35 JL Y
PCR ribotype trf &, #272 29BE DT 7 b7 LA 7RI CRIRFICHAITIRIC 2 - C
W2 ERH S ZR Y | type smz/ysmz & type tef [ endemic ¥ Tdh D & [RIFELT
epidemic T H Z Loz,

SERE274E 2 A 2 Hv G 5 H FCL National Institute of Hygiene and Epidemiology @ Dr.
Vu Thi Thu Huong 7233 H L, T4 A B2 ZRPTIC O W THIBIRA T 72,

[Summary] A total of 22 Clostridium difficile recovered from 4 healthcare facilities in Hanoi
were analyzed. Of these, 12 and 10 were A-positive, toxin B-positive, binary toxin-negative,
and toxin A-negative, toxin B-positive, binary toxin-negative, respectively. The most
predominant type was PCR ribotype 017/sipA sequence type 017, and at least one isolate of
this type was found in each of the 4 hospitals examined. Among toxin A-positive, toxin
B-positive, binary toxin-negative isolates, 5 were typed as PCR ribotype 0g39/sipA4 sequence
type 0g39-01, which was reported to be the second predominant type in Hong Kong.

A total of 120 C. difficile isolates collected from 15 different Japanese hospitals in
non-outbreak settings, and 39 isolates from outbreaks in two Japanese hospitals were analyzed.
Among these isolates, PCR ribotype smz/ysmz (toxin A-positive, toxin B-positive, binary
toxin-negative) was most frequently identified (39.2%), followed by PCR ribotype trf (toxin
A-negative, toxin B-positive, binary toxin-negative) (15.8%), PCR ribotype 002 (13.3%) and
PCR ribotype 014 (10.8%). Types smz/ysmz and trf concurrently caused outbreaks in both of
the hospitals examined. The PCR ribotypes smz and trf were identified as major types not
only circulating in but also causing outbreaks in Japan.

Dr. Vu Thi Thu Huong (National Institute of Hygiene and Epidemiology, Hanoi) visited
National Institute of Infectious Diseases, Tokyo from 2" t0 6" F ebruary 2015, and attended at
a training course for laboratory tests for C. difficile infection.

HYHE Keigo Shibayama Infectious Diseases
£ B 9y Eﬁ::n, Foh
iﬁi}—:’a ﬁiﬁ. Di,m%fﬂ:ﬁﬁ GERT Vu Thi Thu Huong Department of Bacteriology
Mitsutoshi Senoh WS B N . . . ;
15 ¢ - Tang Thi Nga National Institute of Hygiene
Tadashi Fukuda Depa@ment 0 l?acteno ogy Lé Thi Trang and Epidemiology
o 11, National Institute of (NIHE), Hanoi, Viet Nam
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TABLE 1. Typing results of 22 C. difficile isolates recovered from 4 hospitals in Hanoi

No. of isolates from

Toxin PCR ribotype  sipd ST hospital: Total No. of
production NHG TIH BMH DDH isolates (%)
A'B'CDT” cr cr-01 1 1(4.5)

001 gr-01 1 1(4.5)
okz gr-02 1 1(4.5)
cc835 kr-03.1 3 1 4(18.2)
0g39 0g39-01 1 1 3 5(22.7)
AB'CDT 017 fr-01 1 3 4 1 9 (40.9)
trf fr-01 1 1(4.5)
Total 3 5 12 2 22

A'B*CDT, toxin A B#% toxin B [51% binary toxin f&1%; AB'CDT, toxin A & toxin B 14 binary
toxin F&ME; sip4 ST, slpA sequence type; NHG, National Geriatric Hospital; TIH, Tropical Infectious
Hospital; BMH, Bach Mai Hospital; DDH, Dong Da Hospital.

TABLE 2. Distribution of prevalent PCR ribotypes recovered from 15 hospitals in
non-outbreak settings and 2 hospitals in outbreak settings

No. of isolates (%) in an

No. of isolates (%) recovered outbreak setting at

PCR ribotype from 15 hospitals in non-outbreak

settings hospital A hospital B

smz /ysmz 47 (39.2) 9 (42.9) 9 (50.0)

trf 19 (15.8) 6 (28.6) 9(50.0)
002 16 (13.3) 0 0
014 13 (10.8) 5(23.8) 0
0g39 2(1.7) 0 0
cc835 1(8.3) 0 0
001 1(8.3) 0 0
Other types 23 (19.2) 1(4.8) 0
Total 120 21 18
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2) B N BOBEINTZBA V7= AMBNL) A L AD HI BRERIC X A HLEME AT

Ferret sera
1 2.1.3.2 2.2.1 2.3.2.1 2.3.2.1¢c 2.3.2.1¢c 2.3.2.1a 2.34
IDCDC- SJRG- Ws/Hokkaido/ | Ck/Shimans/ | IDCDC- IBCDC-
NIBRG-14 NIDRG-9 Passage
RG11 166615 4111 1410 RG30 RG5
REFERENCE ANTIGENS history
NIBRG-14 [A/Vietnam/1194/2004 (H5N1)] 1 160 <10 10 10 <10 10 20 10 VIE2/E1ES
Alindonesia/NIHRD11771/2011 (H5N1) (NIIDRG-9) 2132 10 640 20 <10 10 20 20 20 LLCIES
AJEgypt/321-NAMRU3/2007(H5N1)-PR8-IDCDC-RG11 2.2.1 10 <10 640 40 <10 80 40 10 V1EZE2ET
SJRG-166615 [A/common magpie/HK/5052/2007 (H5N1)]  2.3.2.1 <10 <10 20 320 40 160 40 <10 V+CEKY/EWE1
Alwhooper swan/Hokkaido/4/2011 (H5N1) 2.32.1¢c <10 <10 10 80 160 160 80 <10 E1/E2
Alchicken/Shimane/1/2010 (H5N1) 2.32.1¢ <10 <10 20 80 40 320 80 <10 E2/E2
A/Hubei/1/2010 (H5N1)-PR8-IDCDC-RG30 2.3.2.1a 20 <10 80 160 80 840 320 <10 VIE2/EZE]
AJAnhui/1/2005 (H5N1)-PR8-IBCDC-RG5 2.3.4 10 10 160 <10 <10 40 40 160 VIEQE2ET
TEST ANTIGENS
AlNVietnam/14011801/2014 (H5N1) 2.32.1¢c <10 <10 20 40 20 40 10 <10 £1







